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ALASKA WORKERS' COMPENSATION BOARD


P.O. Box 115512
Juneau, Alaska 99811-5512

	PAUL D. PIETRO, 

                                                  Employee, 

                                                     Applicant,

                                                   v. 

UNOCAL CORPORATION,

                                                  Employer,

                                                    Defendant.


	)

)

)

)

)

)

)

)

)

)

)

)

)
	FINAL

DECISION AND ORDER

AWCB Case No.  199530232
AWCB Decision No. 11-0044

Filed with AWCB Anchorage, Alaska

on April 15, 2011


Paul Pietro’s (Employee) claims were heard on remand from the Alaska Supreme Court’s decision in Pietro v. Unocal Corp., 233 P.3d 604 (Alaska 2010), in Anchorage, Alaska, on March 16, 2011.  Attorney Michael Jensen represented Employee.  Attorney Richard Wagg represented Unocal Corporation’s (Employer) and its insurer.  There were no witnesses.  The record closed on March 16, 2011.


ISSUES

Employee contends he was exposed to chronic, low-levels of arsenic for several years while working for Employer at its plant.  He contends chemicals used in Employer’s plant and by-products burned in a boiler contained significant quantities of arsenic, which was released through evaporation from open tanks, small and large spills, persistent leaks in the boiler, blown out through an opening in the boiler for an injection gun, and sucked back into the plant from the smokestacks outside.  Employee further contends over many years’ exposure to arsenic, he developed peripheral neuropathy in his feet, which eventually became very painful and disabling.  Subsequently, Employee contends he developed basal cell carcinoma and melanoma as a result of arsenic exposure while working for Employer.  Employee seeks an order finding his peripheral neuropathy and skin cancers compensable under the Alaska Workers’ Compensation Act (Act).  He seeks other, not-well-specified benefits, attorney fees and costs.     

Employer contends substantial medical evidence shows Employee’s peripheral neuropathy did not arise out of or in the course of his employment with Employer.  It contends Employee’s peripheral neuropathy was caused by his rheumatoid arthritis, which is not a work related condition.  Furthermore, Employer contends Employee’s skin cancers similarly did not arise out of or in the course of his employment with Employer but rather are age-related cancers most likely caused by exposure to ultraviolet light.  It contends Employee’s claims are not compensable and should be denied.

1) Did Employee prove, by a preponderance of the evidence, his peripheral neuropathy arose out of and in the course of his employment with Employer?

2) Did Employee prove, by a preponderance of the evidence, his basal cell carcinoma and melanoma arose out of and in the course of his employment with Employer? 
SUMMARY OF DECISIONS

This case’s rather complicated procedural and decisional history is summarized for context and clarity as follows:

In Pietro v. Unocal Corp., AWCB Decision No. 05-0287 (November 4, 2005) (Pietro I), the issues, limited to Employee’s “peripheral neuropathy” were: 1) Is Employee’s medical or economic disability a compensable, work-related condition; 2) If so, what is the date of his medical stability from that condition; and 3) If applicable, what are reasonable attorney’s fees and costs (id. at 1).  Pietro I held:

Based on a preponderance of the medical evidence, we conclude that the employee’s peripheral neuropathy is not work related.  We conclude the employer is not liable for any medical care or timeloss [sic] benefits related to the employee’s peripheral neuropathy.  Because we concluded the employee’s condition is not work-related, we need not consider whether or not he is ‘economically’ disabled.  

. . .

The employee’s condition, peripheral neuropathy, is not related to any work-related exposure or aggravation [and] is not compensable (id. at 26).  

In Pietro v. Unocal Corp., AWCB Decision No. 05-0317 (November 30, 2005) (Pietro II), the issue was Employee’s request for reconsideration of Pietro I (id. at 1).  Pietro II held:

We decline the employee’s invitation to reconsider our decision in Pietro I.  First, we find the employee is simply rearguing the issues argued at the September 1, 2005 hearing, and believes he can get a better result arguing his issue a second time.  (O’Keefe).  We find the totality of the medical record supports our conclusion in Pietro I, that the employee’s condition is not related to arsenic poisoning or exposure at work.  In addition to the plethora of medical evidence and testimony to support our decision, we find particularly telling the lack of any other primary complaints that all doctors have opined would accompany an arsenic exposure, inhalation, or poisoning (gastrointestinal distress, cardiac issues, or dermatological issues).  We conclude the employee’s Petition for Reconsideration should be denied and dismissed.  

. . .

Our decision and order in Pietro I stands; the employee’s Petition For Reconsideration is denied and dismissed (id. at 4-5). 

Following Pietro II, Employee appealed to the superior court.  The court stayed the appeal to permit review of Employee’s post-Pietro II petition for modification, which he filed based upon new evidence of “dermatological issues.”  

In Pietro v. Unocal Corp., AWCB Decision No. 07-0260 (August 27, 2007) (Pietro III), the issue was Employee’s petition for modification of Pietro I and Pietro II under AS 23.30.130, and his October 11, 2006 claim for benefits related to basal cell carcinoma and melanoma (id. at 1).  Pietro III found:

At the June 19, 2007 hearing, the employee testified that in the spring or summer of 2006 he was diagnosed with basal cell carcinoma and melanoma, primarily on the tips of both ears and his right shoulder (id. at 18).

At hearing, Employee argued the totality of medical evidence now supported a finding Employee’s conditions were caused by his exposures to arsenic at work.  Pietro III concluded:

We find the employee’s re-arguing the merits of his original claim based on this speculative evidence to be insufficient to warrant our changing our minds that there was a sufficient arsenic exposure to cause the employee’s peripheral neuropathy.  Applying the presumption of compensability analysis in AS 23.30.120 as we did in Pietro I, we would conclude again that the employee failed to prove his claim by a preponderance of the evidence (on modification, again) that his peripheral neuropathy is a work related, compensable condition.

. . .

The employee’s petition for modification is denied and dismissed.  Our decisions in Pietro I and II stand as detailed above (id. at 22-23).  

In Pietro v. Unocal Corp., AWCB Decision No. 07-0300 (September 28, 2007) (Pietro IV), the issue was Employee’s petition for reconsideration, modification, or clarification of Pietro III under AS 44.62.540 or AS 23.30.130.  Employee contended Pietro III failed to address, and thus failed to rule on, his pending claim for benefits as a result of his recently diagnosed basal cell carcinoma and melanoma.  Pietro IV granted Employee’s petition and ordered oral argument on the reconsideration petition.

In Pietro v. Unocal Corp., AWCB Decision No. 08-0029 (February 22, 2008) (Pietro V), the issue was Employee’s petition for reconsideration, modification, or clarification of Pietro III under 
AS 23.30.130 (id. at 1).  Pietro V held:

We conclude that the employee has failed to prove by a preponderance of the evidence that his carcinoma/melanoma on the tips of his ears and right shoulder are compensable or work related.  The employee’s October 11, 2006 claim related to his skin cancer is denied and dismissed.  

. . .

The employee’s petition for modification of Pietro III is denied and dismissed.  Our decision in Pietro III is clarified; we conclude that the employee’s carcinoma/melanoma is not work related, and his October 11, 2006 claim for benefits associated with this diagnosis is denied and dismissed.  We reaffirm our decision in Pietro III with this clarification (id. at 8).  

In Pietro v. Unocal Corp., AWCB Decision No. 10-0199 (December 10, 2010) (Pietro VI), the issue was the scope of the Alaska Supreme Court’s remand in Pietro v. Unocal Corp., 233 P.3d 604 (Alaska 2010) (Pietro VI at 1).  Employee contended this matter should be decided on remand based upon the current record.  Employer contended there should be additional discovery, depositions and a whole new evidentiary hearing.  Pietro VI decided the matter on remand would be heard on the existing record, and directed the parties to appear for oral argument with briefs with appropriate attachments to support their positions from the existing record.  Pietro VI reasoned this result would help ensure the quick, efficient, fair resolution of Employee’s claims at a reasonable cost to Employer (id. at 8).  Accordingly, this decision addresses Employee’s claims on remand.
FINDINGS OF FACT

A review of the record as a whole establishes the following relevant facts and factual conclusions by a preponderance of the evidence:

1) On or about November 19, 1982, Employee completed a health examination form on which he stated he had never had arthritis, rheumatism, joint pains, skin disease or infections, any kind of cancer or tumor, and never had a skin rash or condition from any chemical, plastic, solvent, metal, or similar substance (Medical Questionnaire/Examination, November 19, 1982).
2) On November 23, 1982, George Mellinger, M.D., cleared Employee for full-time work as a utility man for Employer and stated he was in “satisfactory health” (Pre-placement Medical Recommendation, November 23, 1982).
3) On November 29, 1982, Employee began working for Employer and continued his employment through February 12, 2002 (Pietro; see also Audiometric Questionnaire, February 24, 1989). 

4) Employee worked seven days on, seven days off, in 12 hour shifts.   His job required him to work at a boiler known as B600A, which produced steam to run the plant.  A chemical known as Oxazolidone (Oxy) and waste oil were burned as a supplemental fuel in the boiler.  Oxy contains arsenic (Pietro).

5) Only occasionally would Employee be required to wear a respirator, and he was never selected to wear an arsenic monitor (Pietro).  

6) On or about February 23, 1983, approximately 64,000 gallons of Sulfinol, a toxic chemical containing arsenic, leaked into the ground at Employer’s plant.  Vacuum trucks cleaned up most of the spill but an estimated 20,000 gallons of Sulfinol soaked into the ground over a two-acre area (Daily News article, on or about February 23, 1983).

7) On or about July 22, 1985, Employee requested reimbursement for boots damaged from Sulfinol as a result of a spill on June 9, 1985 (Union Oil Company memorandum, July 22, 1985).

8) In 1985, Employee and his co-workers began burning Oxy in his unit’s boiler.  The boiler atomized the Oxy and other chemicals to dispose of them.  The boiler required a “gun” be inserted to inject Oxy into the boiler (Pietro).    

9) In June 1985, a solution of Sulfinol spilled in the boiler house, and Employee slipped on the spill, falling on his back.  His clothes were soaked in the chemical solution (Pietro). 

10) In September 1989, Employer provided a chemical management plan for handling Oxy.  The plan included the following information:

Oxazolidone is a RCRA-regulated hazardous waste in the Kenai Plant, because it contains more than 5 ppm arsenic (typically 25-100 ppm).  A spill of 0.1 gallons of oxazolidone onto the ground would constitute an immediate reportable CERCLA and RCRA spill.  Therefore, in addition to reporting this type of release to the National Response Center, and ADEC, it must also be reported to the EPA Alaska Operations Office in Juneau.  If this spill can reach navigable waters, the US Coast Guard must be notified immediately. . . .

. . .

Waste oxazolidone is pumped from the accumulation tanks . . . into an industrial steam boiler . . . where it is heated . . . atomized by mixing with steam, and injected into the boiler through a specially designed liquid burner tip for combustion as a supplementary fuel. . . .

. . .

Whenever waste liquid fuels are burned the gun is shut down every 12 hours for cleaning and inspection.  Samples are taken from the fuel line daily during burning runs, composited by the Kenai plant lab, and analyzed for arsenic, oxazolidone, DIPA and water. . . .

. . .

ARSENIC

What It Is: Arsenic is used as a corrosion inhibitor and is brought into the plant in the form of sodium arsenide solution. . . .  Altogether, the solution is 31% arsenic.

. . . 

Skin Contact: Arsenic will distort somewhat through skin, but prompt washing skin and removal of contaminated clothing minimizes this risk.

. . .

Inhalation: Although inhalation is unlikely with a liquid solution, if it is spilled and allowed to dry or if it is heated to dryness in the fire, the powder can be carried on the wind or with steam or smoke.  Inhalation poses the same risk as ingestion. . . .

Carcinogenicity: OSHA has listed arsenic as a CANCER CAUSING SUBSTANCE.  Protect yourself by watching skin after contact and before eating and smoking and having clothes washed after contact.

FIRE: when responding to a fire in an area where arsenic is present wear SCBA’s and shower after the incident (Attachment 4, Oxazolidone Data Sheet, 9/89; emphasis in original).

11) Employee was initially employed as a physical operator and later promoted to Unit Coordinator (Pietro).

12) In “the late 80’s,” Employee first noticed painful feet beginning primarily in his left foot, and soon thereafter, bilaterally.  He began wearing shoe inserts in his work boots and stated the pain gradually got worse over the years.  He attributed the pain to long hours standing and walking while at work.  As an operator, Employee was standing or walking 65% of the work day; as a Unit Coordinator, he was standing or walking 50% of the time (Pietro).   

13) On October 30, 1989, an independent laboratory tested Employer’s plant for, among other things, arsenic levels.  Environmental Protection Agency (EPA) “burning oil” specifications resulted in “6.5 ppm” arsenic found at Employer’s plant with a “5.0 maximum,” allowable limit (Chemical & Geological Laboratories Of Alaska, Inc., Analysis Report, October 30, 1989).

14) On January 26, 1990, a similar test resulted in findings of 11.2 ppm and 13.8 ppm arsenic (id., January 26, 1990).

15) On April 26, 1990, a similar test resulted in 14 ppm arsenic (id., July 20, 1990).

16) On June 21, 1990, an internal Unocal memorandum analyzed oxazolidone boiler samples and found 28.6 ppm “As.”

17) On his March 18, 1991 annual employment health questionnaire, under the “neurologic” category, Employee noted “tingling,” “pins and needles” and a “burning” sensation in his “hands, arms, feet or legs” one time per week in the past four weeks.  Hand-written over this entry are the words “no changes.”  Employee also answered “yes” to the question of whether he had “A burning sensation [illegible] or legs” (March 18, 1991 Medical History Update Questionnaire). 

18) On his March 18, 1991 annual employment health questionnaire, under the “gastrointestinal system” section, Employee checked “yes” to the question whether he experienced “[f]requent stomach or abdominal pain” and wrote in “depends on eating habits” (id.).

19) On May 1, 1991, Employee underwent a physical examination, which listed no abnormal findings related to Employee’s joints, skin, or neurological condition (Physical Examination report, May 1, 1991).
20) On June 21, 1991, in internal Unocal memorandum stated preliminary screening tests performed by the corporate environmental science group and a review of air modeling done for central engineering in 1985 indicated then-current, “worst-case” emissions were several “orders of magnitude” greater than new EPA standards, which had to be certified as implemented by August 21, 1991.  The memo concluded: “At this time it appears likely that we will have to stop burning the oxazolidone by the middle of August” (Unocal memorandum, June 21, 1991).
21) On August 20, 1991, Employer stopped burning oxazolidone (ESD RCRA, July 29, 1992).

22) On May 18, 1992, Employee had another examination, which listed no abnormal findings related to Employee’s joints, skin, or neurological condition (Physical Examination report, May 18, 1992).
23) On April 19, 1994, Employee had another physical examination, which listed no abnormal findings related to the Employee’s joints, skin, or neurological condition (Physical Examination report, April 19, 1994).
24) On October 11, 1994, Employer’s internal memorandum highlighted difficulties with boiler B600A and described it as “not without problems to be dealt with,” including degrading refractory insulation, air leaks in the inner and outer skins, pinhole leaks, and external tube wall fouling (Unocal memorandum, October 11, 1994).  
25) Prior to 1995, Sulfinol gas purification solvent was used for carbon dioxide removal at Employer’s plant and generated about 750,000 pounds per year of the waste byproduct oxazolidone, which was contaminated with arsenic and which was disposed of as a “hazardous waste.”  Sulfinol was replaced in 1995 with another solvent (Employee’s Hearing Brief, Exhibit 8, August 29, 2005).

26) The B600A boiler at Employer’s plant continued to leak and need repairs through 1995 (see e.g., Employer’s internal memoranda, October 11, 1994, July 14, 1995, July 17, 1995, and July 20, 1995).
27) On April 10, 1996, Employee underwent a physical examination, which listed no abnormal findings relating to Employee’s joints, skin, or a dermatological condition (Physical Examination Report, April 1996).
28) On December 19, 1996, Employee entered an immunization program for hepatitis B and blood borne pathogens (HBV).  Employee had his first immunization on December 19, 1996 (chart note, December 19, 1996).
29) In 1997, Employee was diagnosed with rheumatoid arthritis (RA), and his doctor noted his “feet burned at the end of day of prolonged standing.”   At hearing in 2005, Employee described the pain as a burning underneath his toes, but not at his heels (Pietro).  

30) On March 31, 1997, Employee underwent an ANA-PR blood test.  His lab results were all within the normal range, with exception of his ANA, which was not less than the desired 1:40, and another test, the name of which is illegible on the report, read at “60” when it should be less than “10” (Final Report, August 31, 1997).
31) On July 7, 1997, Employee reported for his third hepatitis vaccination.  However, he wanted to speak with his orthopedic neck specialist because he had recently been told he had a “collapsed disc” in his neck and wanted to wait for the third immunization until after he had his exam with his neck doctor (chart note, July 7, 1997).
32) On July 19, 1997, Employee appeared at Central Peninsula General Hospital in Soldotna, Alaska for more lab work.  His blood tests, including miscellaneous hematology, cardiac chemistry group, liver chemistry group, and miscellaneous chemistry group, including C-reactive protein, were all normal (Summary Report, July 19, 1997).

33) On July 31, 1997, Employee saw Lee Schlosstein, M.D., on referral from William Kelley, M.D.  In his letter to Dr. Kelley, Dr. Schlosstein noted:

As you know, he is a 52-year-old man who has a history of developing arthritis involving the small joints of his hands, wrists, shoulders, feet and some pain in his neck, present for seven or eight months.  He initially noted the problem after his first injection of hepatitis B vaccine.  He had a second injection a month later and is now due for third injection, but he has been very leery about getting it.

Because of persistent stiffness of 1+ hours in the morning, persistent swelling and a positive rheumatoid factor, he was started on Methotrexate about one month ago.  Subsequent to starting the Methotrexate he has improved, and over the past week or so, has much less discomfort and less swelling.

On examination, Dr. Schlosstein found:

He has some slight swelling in the MCP joints, left greater than right, with mild tenderness.  There is some thickening and nodularity in the right olecranon bursa region; no tenderness.  In the shoulders, there is some pain on abduction felt in the subacromial bursa region bilaterally.  In the feet, there is definite tenderness in the MTP joint bilaterally and in the mid-tarsal joints as well.  There is no heel pain.  The remainder of [his] joints are [sic] unremarkable.

Dr. Schlosstein diagnosed seropositive arthritis, consistent with rheumatoid arthritis under good control at the time with Methotrexate, and a history of hemochromatosis (letter, July 31, 1997).

34) On December 12, 1997, Employee’s wife called his doctor to report Employee had his third hepatitis B vaccine and since then, his arthritis flared, his joints were swelling, and he could not sleep (chart note, December 12, 1997).
35)  On April 13, 1998, Employee had another physical examination, which listed no abnormal findings related to the Employee’s joints, skin, or neurological condition (Physical Examination report, April 13, 1998).
36) On April 12, 1999, Employee had another physical examination, which listed no abnormal findings related to the Employee’s joints, skin, or neurological condition (Physical Examination report, April 12, 1999).
37) On October 14, 1999, Dr. Schlosstein recorded Employee was “feeling quite well,” working 12-hour shifts without difficulty except for some minor discomfort in his hands.  He had only two tender and slightly swollen joints, which were both in his index fingers.  Other than this, Dr. Schlosstein saw no evidence of inflammation.  His impression was: “Rheumatoid arthritis under excellent control” (chart note, October 14, 1999).
38) On October 2, 2000, Employee saw Dr. Schlosstein who noted Employee had been seen by Dr. Kelley for “several years” and Dr. Schlosstein was under the mistaken understanding Dr. Kelley was following his care.   Employee also reported his “feet burn at end of day of prolonged [illegible]” (chart note, October 2, 2000).
39) On February 19, 2001, Dr. Schlosstein reported on an Agrium record Employee had “rheumatoid arthritis,” for which the date of “first treatment” was “31 July 1997” (Agrium Return to Work Release, February 19, 2001).
40) On February 23, 2001, Employee saw Kenneth Pervier, M.D., for a hearing and balance evaluation.  Dr. Pervier recorded Employee had been seeing Dr. Schlosstein for rheumatoid arthritis, “which has been diagnosed three and a half years ago” (narrative report, February 23, 2001).

41) On March 8, 2001, Employee saw Catherine Harmon, M.D., at the Mayo Clinic in Arizona.  Employee provided a history of arthritis beginning in September 1996 after he had a series of Hepatitis B injections.  Employee said after the first shot, he developed flu-like symptoms and the following month developed right shoulder aching and, after a second vaccination, felt his right shoulder pain got worse.  “He then developed migratory arthralgias in his hands and feet and subsequently arthritis.”  Employee advised Dr. Harmon he did well for about two and a half years except for some ongoing pain in his feet.  “The patient states that about six months ago he had intensification of the burning and aching sensation in his feet followed by knees which would ache when standing or walking as well as hip involvement and then multiple areas would also be involved.”  During this time, Employee was working 12-hour work days and his arthritis got so bad he had to stop working; his last day of work was February 9, 2001.  The report states:

His most bothersome joints are his feet which burn and ache particularly with standing and walking, his right wrist which flared up a week ago after he hammered a nail, he has triggering of his right fourth finger, pain in his right shoulder, his knees, and his hips.  He describes morning stiffness for about an hour but both he and his wife state that his feet are always painful and according to his wife she has noted in the last month that this is the first time where there is visible evidence that it has impaired his walking.

Dr. Harmon suggested Employee try “metatarsal bars” in an attempt to “alleviate one of his primary problems which is the burning aching foot pain with walking” (clinical documents, March 8, 2001).

42) On July 19, 2001, Dr. Schlosstein reported in respect to Employee: “Feet prevent him from working.  Climbing ladder walking floor.”  Employee planned to get orthopedic shoes (chart note, July 19, 2001).
43) On July 19, 2001, Employee saw Matt Heilala, D.P.M., for a foot evaluation.  Employee complained of “severe pain ball of feet daily” while ambulatory and in the evenings, which had been “progressive over the last 1-3 years” (chart note, July 19, 2001).  Dr. Heilala diagnosed plantar fasciitis, hammer toe, and rheumatoid arthritis (Foot Orthotic Devices Letter of Medical Necessity, July 19, 2001).
44) On July 23, 2001, Dr. Schlosstein returned Employee to work effective August 8, 2001, with no restrictions (chart note, July 23, 2001).
45) On August 29, 2001, Employee saw Michael Armstrong, M.D., for an internal medicine consultation.  Among other impressions, Dr. Armstrong opined Employee had seropositive rheumatoid arthritis, improved with medication, with persistent metatarsalgia and “sensation of burning in the feet,” which Dr. Armstrong questioned as “neurogenic” (report, August 29, 2001).
46) October 9, 2001, Employee’s lab tests were negative for heavy metals, including arsenic (laboratory report, October 9, 2001).
47) On September 21, 2002, the Social Security Administration provided Employee a notice of award indicating he was disabled effective February 20, 2002.  Employee’s initial entitlement was $1,795.00 per month (Notice of Award, September 21, 2002).
48) On October 21, 2002, Tim Takaro, M.D., of Harborview Medical Center in Seattle, Washington, reviewed medical records, test results, and nerve studies performed by Dr. Heilala, and concluded they demonstrated abnormalities in the medial plantar branch of the tibial nerve and the medial plantar aspect of the heel, also tibial nerve root.  Dr. Takaro opined these findings were consistent with abnormalities in the L4-L5, S1 nerve root or bilateral tarsal tunnel syndrome.  Additionally the findings were consistent with axonal loss, “which is consistent with arsenic poisoning” (letter, October 21, 2002).
49) October 26, 2001, Employee saw Mary Minor, N.D., who diagnosed among other things rheumatoid arthritis and heavy metal exposure (report, October 26, 2001).
50) On November 1, 2001, at the request of Sandra Denton, M.D., Alaska Alternative Medicine Clinic, Employee had hair elements analyzed.  Employee’s arsenic levels were 0.57 ug/g and the reference range was less than 0.08 (Hair Elements, November 1, 2001).
51) On January 12, 2002, Employee had a urinalysis in which, among other things, his arsenic level was 64ug/g in an expected reference range of less than 100, meaning it was within the reference range (Urine Toxic Metals, January 12, 2002).  
52) On February 12, 2002, Employee retired because of pain in his feet (Pietro).  

53) On March 27, 2002, Dr. Armstrong completed a disability claim form stating Employee was disabled and restricted significantly in his physical activities because of rheumatoid arthritis.  Dr. Armstrong opined Employee would “never” return to work (Disability Claim, March 27, 2002).
54) On April 8, 2002, Employee had a heavy metal urinalysis at Harborview Medical Center, which disclosed a score of 25 within an acceptable range of less than 120 (Metals and Toxins --Urine, April 8, 2002).
55) On April 9, 2002, Employee saw Dr. Takaro again, in conjunction with Stacey Newsom, M.D., at Harborview Medical Center.  Dr. Takaro obtained the following history:

Briefly, the patient was in excellent health until about 1993, when he began noting a burning sensation in both feet.  Additionally around that time, he began noting swelling in his MTP joints. Following a hepatitis B inoculation in 1996, the patient began developing right shoulder pain and was eventually diagnosed with rheumatoid arthritis, based on serology and physical exam apparently. . . .  His symptoms have been worsening since 1995, particularly the pain in his feet, which is debilitating at times.

EXPOSURE:

The patient has worked at the Agrim (sic) fertilizer production plant in North Kenai, Alaska, since 1982.  For most of this time, he was a coordinator of the power plant at the ammonia and urea production facility.  The source of the patient’s arsenic exposure is likely to be from oxazolidone, which is a byproduct of ammonia production.  This byproduct contains arsenic ranging from 0.5 to 250 parts per million due to a sodium arsenate anticorrosive agent which was added to the byproduct. . . . 

PHYSICAL EXAMINATION:

. . . There is a reduction in vibratory sensation in both lower extremities on a symmetric basis. . . .

IMRESSION:

This is a 57-year-old power operator and coordinator at Agrim [sic] (formally [sic] Unical [sic]), on the Kenai Peninsula in Alaska.  The patient has evidence on physical exam for peripheral neuropathy with reduced vibratory sensation.  His symptoms of lower extremity pain are also consistent with the peripheral neuropathy.  The differential diagnosis includes diabetes, vascular disease, toxic insult including arsenic, vitamin deficiency (B12), and hypothyroidism.  Apparently, most of this has been ruled out although this should be confirmed with a review of the medical record. . . .  With regards to the patient’s arsenic exposure, as expected, based on the exposure history, the patient does not show any evidence of arsenic currently in his urine.  The exposures are almost certain to have been reduced since 1995 based on the history above, and apparently there is not ongoing exposure in light of the low level of arsenic currently in the patient’s urine.  Of note, of course, is that he has been off work since February.  However, based on the patient’s history, there is no reason to suspect ongoing arsenic exposure after the 1995 to 1996 timeframe.  The patient’s symptoms have worsened, however, during this period.  This reduces the likelihood that arsenic can be implicated in the patient’s illness.  We would be happy to review any additional exposure records regarding ongoing arsenic exposure following the change in plant process in 1995.  Finally, rheumatoid arthritis has also been associated with symmetric peripheral property and may be the cause of the patient’s lower extremity complaints. . . . 

Regarding the arsenic hair analysis, the patient did have hair analyses which indicated slightly elevated arsenic and manganese levels.  Hair analyses are notoriously unreliable; though they have been used to describe past exposures on an epidemiologic basis for individual patients, they are generally not used except to direct more confirmatory studies. . . . (report, February 9, 2002).

56) On April 9, 2002, Dr. Newsom obtained a similar history from Employee.  Dr. Newsom noted Employee recalled once or twice a month, during the time the substance was being burned, approximately 7000 gallons of oxazolidone would be burned in the boiler and exhausted through the stacks.  Employee recalled an odor while burning the waste product but did not recall respiratory or oral mucosal symptoms.  Employee recalled skin contact with the liquid substance when the nozzle on the tubing connecting the tank to the burner would be inserted or removed from the burner.  Employee also recalled dust from the burner blowing back in his face as he removed the nozzle from the burner.  Employee recalled exposures to oxazolidone when 10,000 gallon tanks containing the substance would release thousands of gallons of the product into the air over the facility, which Employee stated occurred several times per year from 1987 to 1995.  Dr. Newsom agreed hair samples were unreliable tests with which to measure arsenic exposures.  The 24-hour urine collection testing for heavy metals is the most reliable way to detect ongoing exposures to arsenic but would not provide information about past exposures because arsenic has a short half-life in the body.  Employee’s worsening symptoms since 1995, in Dr. Newsom’s opinion, did not favor a “strong temporal relationship” to the exposure.  Dr. Newsom opined rheumatoid arthritis can be a cause of distal sensory neuropathy, but it would be unusual so “early in the course” of Employee’s rheumatoid arthritis.  Given Employee’s exposure history, considerations include “arsenic toxicity.”  However, Dr. Newsom noted Employee lacks the typical features of chronic arsenic exposure including “gastrointestinal and neurological complaints” (report, April 9, 2002).

57) On June 11, 2002, Dr. Heilala performed a quantitative neurological testing procedure, using a pressure specified sensor device on Employee’s bilateral lower extremities.  The historical basis for performing this procedure included:

The patient presented greater than one year prior noting complaints of numbness, tingling, and other ill-defined parathesias, bottom of both feet.  Duration several years.  Following consultation with rheumatology [it] was revealed inflammatory arthropathy contributing to the symptoms.  Independent medical evaluation over the last several months has suggested neurological testing.  PSSD exam was offered as a noninvasive means of assessing nerve function namely, A-beta fibers, which are quite consistent and more sensitive for subtle neuropathic conditions in the lower extremities than nerve conduction studies.  He presents this data for evaluation.

Dr. Heilala found:

Dramatic loss of one-point and two-point static sensation at both the medioplantar heel in the plantar great toe pulp.  Branches of the tibial nerve consistent with either bilateral tarsal tunnel syndrome or L4, L5, and S1 disc level or nerve pathology.  This can be additionally suggestive of peripheral neuropathy.  Severe loss of two-point discrimination, such as found in both of these branches of the tibial nerve are consistent with axonal loss. . . . (report, June 11, 2002).

58) On August 1, 2002, Dr. Heilala discussed Employee’s bilateral foot condition with him at length, and opined it could either be related to medications he is taking or to a “primary disease process.”  However, Employee stated his “foot complaints as such have been in existence prior to his current medications” (report, August 1, 2002).
59) On September 4, 2002, Dr. Armstrong recorded Employee’s feet had been burning for “+6 yrs” (chart note, September 4, 2002).
60) October 21, 2002, Dr. Takaro wrote Employee stating he had reviewed Employee’s medical records.  He noted Dr. Heilala’s findings were “consistent with axonal loss,” which “is consistent with arsenic poisoning.”  Dr. Takaro was interested in evidence of any arsenic exposure after 1995 from indirect work with dust from the boiler or contaminated soil or other maintenance functions on the boiler, which may have continued Employee’s exposure.  He was also interested in seeing any evaluations done by outside agencies such as the EPA on ambient air exposures, dust exposures, or contaminated water supplies (letter, October 21, 2002).

61) On January 10, 2003, Employee filed a claim not requesting specific benefits, but disagreeing with Employer’s controversion of his rights to benefits for peripheral neuropathy (claim, January 8, 2003).

62) On March 20, 2003, Dr. Denton stated:

Mr. Pietro is a patient at our clinic seeking treatment for his severe neuropathy of both of his feet.

Toxic metals testing indicates problems with arsenic, lead, mercury and cadmium.  Heavy metal poisoning can lead to serious problems with the nervous system including neuropathy.  He was evaluated by a toxicologist at Harborview Medical Center in Seattle.  Dr. Tim Takaro stated that his test results were consistent with arsenic poisoning.  Of particular interest is the occupational exposure to oxyzoladone [sic], which contains arsenic, during the late 1980’s and continuing until 1995.

Having 18 years experience in treating heavy metal toxicity, I also concur with Dr. Takaro.  Mr. Pietro’s neuropathy is most likely secondary to his exposure to toxic chemicals at work (letter, March 20, 2003).

63) On April 29, 2003, Dr. Armstrong wrote Employee was under his care for treatment of rheumatoid arthritis “which began about 1996.”  Employee also had a history of neuropathy of the feet since “about 1991,” which was “not considered related to rheumatoid arthritis” (letter, April 29, 2003).

64) On July 7, 2003, Employer’s adjuster wrote to its EME panelists giving them background information preparatory to their evaluation.  The adjuster noted Employee’s symptoms first “began in 1995” with “burning in his feet.”  She related the hepatitis B vaccinations and how in fall, 1996, Employee soon began having pain in the shoulder and different joints.  She stated he was ultimately diagnosed with rheumatoid arthritis.  Though his arthritis was pretty well under control, Employee continued to have burning in his feet.  The adjuster provided a past medical history including “diabetes,” hypertension and rheumatoid arthritis (letter, July 7, 2003).

65) There is no evidence and no medical opinion stating Employee ever had, or has, diabetes (record).

66) On July 8, 2003, Employee returned to Harborview Medical Center for further evaluation.  He brought with him additional information Dr. Takara had previously requested.  Among other things, Dr. Takaro reviewed an e-mail from Edwin Burcham to plant number 3 operators and unit coordinators, dated February 21, 2002.  The e-mail states, according to the chart note: “For your information!  Please read the attachment and remember that hygiene is very important.  If you think you have been exposed by handling something that may have been contaminated with arsenic, wash your hands thoroughly.  Is there anything else about this issue that we should communicate to others, let me know.”  An e-mail attachment stated: 

Tests over the last several months have shown elevated levels of arsenic in the plant for MDEA solution.  Levels are above the percentage we had when there was Sulfinol in the system.  Training needs be given to all maintenance and operations personnel who could be exposed to MDEA containing arsenic.  Signs need to be placed in the MDEA system to inform of the hazard (email, February 21, 2002).

Dr. Takaro concluded Employee’s “peripheral neuropathy preceded his diagnosis of rheumatoid arthritis by over five years” (report, July 8, 2003).

67) On July 8, 2003, Dr. Takaro ruled out B12 or folate deficiency, hypothyroidism, diabetes, or hepatitis C as a cause of Employee’s peripheral neuropathy.  Dr. Takaro further concluded:

Arsenic exposure can produce such a peripheral neuropathy, and the patient has had such an exposure.  The timing of the patient’s peripheral neuropathy relative to his report arthritis makes rheumatoid arthritis a less likely etiology.  Considering this information and the patient’s probable ongoing exposure to arsenic, I feel that on a more likely than not basis this patient’s peripheral neuropathy is either caused by or exacerbated by his exposures to arsenic at the Unocal facility.  The receipt of exposure measurements in the boiler house will be important in confirming the presence of ongoing exposure.  The question of the patient’s past exposure, I think, is well outlined in previous note from 04/2002 (report, July 8, 2003).

68) On July 14, 2003, Employee attended an Employer’s medical evaluation (EME) with Lynne Bell, M.D.  Dr. Bell elicited the following, relevant history: Employee is not precisely certain exactly when his feet symptoms came on but thinks it was around 1990.  The symptoms started as an aching and burning in the soles of his feet and the pain gradually became more severe.  By 1995, the symptoms had worsened to the point Employee found they began to interfere with his regular duties.  Employee told Dr. Bell when the foot symptoms first appeared, he thought it was from being on his feet too much and he would go home from work complaining to his wife his feet were killing him.  In 1995, the burning spread from the soles and toes and Employee felt like he needed to put his feet and ice water.  Initially, Employee did not obtain medical care for his foot symptoms because he did not make a connection with his work exposure.  In reference to rheumatoid arthritis, Employee reported his symptoms came on suddenly in 1996, following a series of hepatitis B vaccinations.  Employee was adamant he had the burning pain in his feet at least for five years prior to developing for arthritis symptoms.  Medication his doctor gave him to treat the arthritis did not affect Employee’s burning foot pain.  He tried alternate forms of treatment.  Eventually, he determined he had high levels of arsenic and went to a toxicologist.  Employee’s initial concern was not about his feet; rather, he was concerned his rheumatoid arthritis was somehow related to toxic exposures.  The toxicologist suggested Employee needed to be evaluated for a peripheral nerve problem.  Employee reported he had no significant health problems other than high blood pressure prior to developing foot pain and rheumatoid arthritis.  Employee’s family history is negative for rheumatoid arthritis, diabetes, or neuropathies.  Dr. Bell noted Employee was clearly invested in the notion his peripheral property started on his feet before rheumatoid arthritis.  However, in reviewing the medical file, Dr. Bell opined it was not clear if the sequence is correct.  She noted references to foot pain after rheumatoid arthritis began in 1995 and for that reason determined it “is difficult to know” to what to attribute Employee’s early reports of foot pain.  Dr. Bell also noted Employee’s serial physical examinations performed by his Employer failed to report any problems with burning feet even as late as 1998.  Dr. Bell recommended nerve conduction and electromyography (EMG) evaluation to look for peripheral nerve problems.  Dr. Bell was not familiar with Dr. Heilala’s test, had not seen reports of diagnostic tests, which reportedly had been normal.  She believed the minor abnormalities noted on her examination would be in keeping with the severity and type of peripheral nerve problems that could be associated with rheumatoid arthritis.  Dr. Bell opined the findings were not in keeping with the type of peripheral nerve problem that would be expected from chronic heavy metal exposure.  Dr. Bell deferred to the rheumatologist’s opinion concerning the relationship of rheumatoid arthritis and any chemical or industrial exposure.  As for the peripheral neuropathy, Dr. Bell stated it was necessary to fully document the extent, type, and presence or absence of peripheral neuropathy.  This would require a nerve conduction study and EMG test performed at a facility well equipped to perform detailed testing of the lower extremities.  She also offered it was important to rule out underlying pathologies, which could be responsible for any neuropathy (EME report, July 14, 2003).
69) On July 14, 2003, Employee saw Gerald Peterson, D.P.M., as part of an EME.  Dr. Peterson elicited a similar history from Employee.  Employee related his foot symptoms began in the 1990s with no apparent acute onset or trauma.  He initially felt his feet hurt because of long days making his feet tired.  Then, in fall 1996, he had a hepatitis shot followed by the subsequent diagnosis of rheumatoid arthritis.  Dr. Peterson could not confirm peripheral neuropathy.  In his opinion, arsenic keratoses are frequently seen with arsenic poisoning but were not present on Employee’s dermatological examination.  Arsenic can also cause peripheral neuropathic findings but on Dr. Peterson’s exam, none were found.  “However, this is definitely a side effect of arsenic poisoning and is in literature and documented.”  Dr. Peterson reviewed the information provided, and noted the chemicals to which Employee was exposed contained arsenic.  “The oxazolidone does contain arsenic” and could cause “the arsenic poisoning.”  Dr. Peterson found no evidence of diabetes to account for Employee’s foot symptoms.  He concluded:
In reviewing the extensive file Mr. Pietro and the chemical exposures and MSDS
 findings, it appears that there is no particular cause attributable to his arthropathy and neuropathy, other than the potential for arsenic exposure.  The relationship of the rheumatoid arthritis to the hepatitis injections, as indicated, I would defer to the internal medicine physician, Dr. Dordevich, as well as the neurologist for relationship between that and his rheumatoid arthritis and/or neuropathic findings.  However, arsenic definitely can lead to peripheral neuropathy consistent with these findings.  However, during my examination today, as previously stated, his sensation was normal to the Semmes-Weinstein testing, therefore, did not confirm the diagnosis of his peripheral neuropathy.  Previous studies indicated definite decreased sensation per other examinees.  In conclusion, I would have to indicate as I said that the possibility of the arsenical exposure would be the relationship to his neuropathy findings but this was not confirmed by my examination (report, July 14, 2003).

70) On July 14, 2003, Employee also saw Dejan Dordevich, M.D., as part of the EME panel.  Again, Employee provided a consistent history and stated foot problems began in approximately 1990.  He began to have burning in his feet and had no specific chemical exposure to a particular injury to either foot preceding the onset of his complaints.  Employee did not seek medical advice until quite recently for his feet.  Ultimately, a toxicologist diagnosed arsenic toxicity.  Employee’s job required frequent sampling and reading of different specimens in a boiler system.  He was exposed to leaking fluids all the time.  He was also exposed to gases and did not use a respirator.  His job required him to walk around the plant and monitor different systems and that was when he began experiencing discomfort in his feet.  He rarely had an opportunity to sit down.  By 1993, Employee was promoted but still had to do significant walking and continue to have burning in his feet.  In 1996, Employee had a hepatitis shot which caused joint soreness.  Employee also described the leaky boiler and the burning of chemicals between 1986 and 1995.  Dr. Dordevich reportedly reviewed MSDS data sheets for “Slimicide 364A,” “Optimine 854,” and “Hydrosine monohydrate.”  Dr. Dordevich concluded Employee had rheumatoid arthritis, peripheral neuropathy, suspect secondary to rheumatoid arthritis, and alleged exposure to arsenic and other heavy metals.  He could not associate the hepatitis B shots with onset of Employee’s rheumatoid arthritis and could not associate the rheumatoid arthritis to arsenic or other heavy metal exposure on-the-job.  However, Dr. Dordevich opined Employee’s peripheral neuropathy in his feet is a condition related to his rheumatoid arthritis.  There is no evidence of a vitamin deficiency, diabetes, or a thyroid disorder.  He further opined “hair samples of increased arsenic levels are to be of significance in this case.”  Dr. Dordevich stated the role of arsenic in Employee’s current complaints is difficult to maintain based upon 24-hour urine studies.  Lastly, he deferred to Dr. Denton’s report for an opinion as to whether Employee had been exposed to harmful chemicals that could be “the substantial factor” in his current condition (report, July 14, 2003).

71) On July 15, 2003, Employee saw Brent Burton, M.D., as part of the EME panel.  He reported in 1986 his Employer began burning oxazolidone in the boiler at work.  Dr. Burton recorded a history this procedure was discontinued by 1987.  At some point after being diagnosed with high blood pressure during the mid-1980s, Employee began complaining about aching and burning his feet.  He tried using gel pads but the problem continued and he eventually noted a rash on his right shin which became a rusty orange color measuring approximately 3 inches wide and 6 to 8 inches long.  There was no accompanying itching or pain and the rash did not spread to other areas.  He did not mention this problem during any of his annual physicals.  During 1996, a hepatitis B immunization caused joint pain and Employee was ultimately diagnosed with rheumatoid arthritis.  Dr. Burton reviewed MSDS for “hydrazine,” “Opti-meen,” “Slimicide 364,” “Eliminox oxygen scavenger,” “Nalco 356,” “sodium aresenite solution” and “oxazolidone,” the latter of which lists sodium arsenate as less than “0.1%.”  Dr. Burton’s relevant assessment was: History of reported but unconfirmed rheumatoid arthritis, and history of reported but unconfirmed peripheral neuropathy.  Dr. Burton opined the alleged diagnoses have not been established by consistent physical examination and objective laboratory data.  Moreover, Dr. Burton stated there is no data to indicate Employee actually experienced and exposure to any toxic substance capable of producing the alleged medical conditions in his case.  Dr. Burton maintained the work history fails to demonstrate Employee experienced any significant exposures to toxic substances while working for Employer.  He did not describe any acute symptoms or other factors to establish actually experienced any exposures from leaks in a tank or a boiler.  Dr. Burton opined Employee’s alleged exposure is purely speculative and cannot be supported by any objective data.  Furthermore, Dr. Burton stated objective data fails to document the diagnosis of peripheral neuropathy.  Dr. Burton opined Employee’s history of increasing lower extremity symptoms following cessation of exposure is contrary to a toxic-induced neuropathy, which he stated typically improves following removal from the source of exposure.  Peripheral neuropathy must be established by a well-controlled nerve conduction study and EMG test.  Sometimes a nerve biopsy is required to confirm the diagnosis and rule out competing causes of neuropathy.  Similarly, Dr. Burton believed the rheumatoid arthritis diagnosis has not been established on the basis of available medical records.  Nevertheless, in Dr. Burton’s opinion, if Employee has rheumatoid arthritis, it is completely unrelated to any workplace activity in which Employee participated.  Furthermore, Dr. Burton opined there is no justification for restricting Employee’s work activities and he could participate in at least light to medium duty work.  In short, Dr. Burton opined no data indicated Employee has actually been exposed to any chemical substance at his workplace on either a subjective or objective basis (report, July 15, 2003).

72) On or about July 24, 2003, Employee through counsel filed a new claim citing peripheral neuropathy and requesting temporary total disability (TTD) from February 12, 2002, through continuing, permanent partial impairment (PPI) to be determined, medical and related transportation costs, interest, vocational rehabilitation benefits, and attorney’s fees and costs (claim, July 24, 2003).
73) On November 18, 2003, Employee saw A.  Lee Dellon, M.D., on referral from Dr. Denton.  Employee provided a history of symptoms consistent with a peripheral neuropathy since the “late 1980s” when he had burning in the top and bottom of both feet.  The pain level was, at the time of Dr. Dellon’s evaluation, approximately the same.  Employee explained he went without a real diagnosis as to the cause for his peripheral neuropathy and without anyone documenting it because he attributed his burning pain to working long hours in Employer’s fertilizer plant.  Dr. Dellon noted Employee has received conflicting information; for example, a diagnosis of mild, rheumatoid arthritis that did not develop until 1997.  At the time of Dellon’s evaluation, Employee had “mild if any evidence” of rheumatoid arthritis and “certainty no active disease” Dr. Dellon could see.  Dr. Dellon concluded: 

Accordingly, it is completely unacceptable to believe that his peripheral neuropathy could be related to rheumatoid arthritis.  Rheumatoid arthritis affects peripheral nerves either by direct involvement of swollen tissues or by granulomas or by deformities of joints and he does not have any of those present at examination nor does he have a focal localizing signs of carpal tunnel syndrome, cubital tunnel syndrome, or tarsal tunnel syndrome when he tapped along areas of the peripheral nerves that are known to cross tight areas.  Rheumatoid arthritis can give a vasculitis that makes the nerves susceptible to compression but, as indicated above, I do not detect that today.  Accordingly, within a reasonable degree of medical certainty and probability, his neuropathy symptoms cannot be due to rheumatoid arthritis.

With regard to the type of neuropathy he may have, these are traditionally broken down with either small or large fiber.  There are characteristics of this . . . burning which would suggest that he has a small fiber neuropathy.  One of the ways to distinguish small fiber from large fiber is to carry out quantitative sensory testing.  This is standard by any neurologic group.  Mr. Pietro recently had continuous pressure thresholds measured by Dr. Matt Heilala in Anchorage, Alaska.  He had testing to document the presence of abnormal pressure thresholds which are related to large fibers.  That testing was reportedly abnormal.  Today in our office we did a less extensive test with a static two-point and moving two-point discrimination.  This is present in the normal range of both index fingers.  It is completely absent over the medial plantar and deep peroneal nerves bilaterally.  Testing done here today, even in this brief manner, documents the presence of large fiber abnormalities and accordingly he does not have pure small fiber neuropathy.  Small fibers may be affected as well.

The additional workup that is required for Mr. Pietro should be a complete evaluation of known medically treatable cause[s] for neuropathy to include thyroid abnormalities, diabetes, hyperinsulinemia, protein immunoelectrophoresis, folate and vitamin B12.  He drinks only 2-3 glasses of alcoholic beverages a week.  He clearly does not have his neuropathy related to alcohol intake.  Assuming that his medical workup for known treatable causes for neuropathy was negative, then the most likely cause for his peripheral neuropathy would be an occupational exposure to toxins.  He has been documented in the past to have abnormal arsenic levels and neuropathy related arsenic is well known and documented in the past.

The problem he has in his feet cannot be related to the work he did previously a long time ago simply from standing as he has had periods of time where he has not been doing this and his symptoms have not gone away.  In contract, [sic] neuropathy induced by chemical toxins is persistent in time and may be helped only if the toxins can be removed from the body and in that consideration he should see someone who may have the expertise to see whether the chelation therapy can be of benefit to him as it is in patients with lead poisoning and lead neuropathy.

. . .

He certainly should have traditional electrodiagnostic studies and EMGs in that they may identify some other unusual form of neuropathy or further characterizes his degree of neuropathy.  It may be that a biopsy of a sural nerve or biopsy of skin to look for intraepithelial nerve fiber loss would further define the type of neuropathy he has. . . .  (report, November 18, 2003).

74) On September 22, 2004, as part of a second independent medical evaluation (SIME) Employee saw Neal Birnbaum, M.D., a rheumatology expert.  Dr. Birnbaum reviewed Employee’s “very extensive medical records” and opined Employee had symptoms suggesting a peripheral neuropathy.  Employee’s rheumatoid arthritis was under reasonably good control with medications, but his feet still burned, sometimes awakening him at night.  Dr. Birnbaum concluded:

If this patient has a peripheral neuropathy, I do not believe it should be attributed to the rheumatoid arthritis.  Although rheumatoid arthritis on rare occasions can have neurologic involvement such as mononeuritis multiplex, that usually occurs only in the setting of severe active rheumatoid disease.  In addition, this patient’s foot symptoms predate the development of any joint complaints by quite a few years.

I will defer any discussion as to the presence of the peripheral neuropathy or its causation to experts in the field of neurology or toxicology (Birnbaum, October 9, 2004).
75) On September 23, 2004, as part of his SIME, Employee saw Jonathan Schleimer, M.D., who evaluated him for a peripheral neuropathy and performed nerve conduction studies.  The study resulted in “mildly abnormal” findings of: 1) absent distal medial plantar sensory responses, and 2) mild prolongation of the distal sural and sup peroneal latencies bilaterally.  Dr. Schleimer concluded these abnormal electrodiagnostic studies provided evidence for a “mild polyneuropathy with distal degeneration of sensory axons” (Schleimer, September 23, 2004). 

76) On September 23, 2004, Dr. Schleimer also examined Employee as part of the SIME.  He noted some hyperpigmentation over the anterior tibial region bilaterally.  Sensory examination showed a mild “stocking” diminution of pinprick, soft touch and temperature sensation, sparing vibration, and proprioception.  Dr. Schleimer noted the nerve conduction tests were consistent with a “small fiber sensory neuropathy.”  Dr. Schleimer diagnosed rheumatoid arthritis with multi-joint involvement, causation of which was deferred to rheumatology experts, and small fiber peripheral neuropathy with reasonable probability it likely was related to rheumatoid arthritis.  He noted without question patients with rheumatoid arthritis can develop small fiber sensory neuropathies.  This is more common than arsenic poisoning.  He could not state with reasonable medical probability there was evidence of arsenic toxicity.  Dr. Schleimer could find no clear “documentation” of the neuropathy before Employee’s rheumatoid arthritis diagnosis.  He opined claims the neuropathy predated the rheumatoid arthritis “cannot be verified.”  Dr. Schleimer stated if Employee had no other explanation for his neuropathy, in other words, if he did not have rheumatoid arthritis, Dr. Schleimer would consider the arsenic diagnosis “more seriously” (Schleimer, October 11, 2004).

77) On November 12, 2004, Dr. Dellon reviewed Employee’s chart.  He confirmed Employee has a peripheral neuropathy documented by medical examination and neurosensory testing.  Employee had been extensively evaluated for possible medical and treatable causes of peripheral neuropathy and all known causes “with exception of heavy metal poisoning” had “been eliminated.”  Dr. Dellon took issue with Dr. Schleimer’s interpretation of his test results and opined:

Clearly you do not have a small fiber neuropathy because you cannot identify cutaneous pressure thresholds which are large fiber problems.  You can have small fiber plus large fiber.  The neuropathy associated with rheumatoid arthritis is not a small fiber neuropathy but rather avasculitis that affects all of the nerves.  Therefore his conclusion does not make sense neurologically.  The reason he felt that your large fibers function is that he felt that vibration was spared.  However he did not do quantitative vibramatory. . . .

. . .

Another independent consultation was carried out on October 9, 2004.  He was a rheumatologist who does not believe the neuropathy should be attributed to rheumatoid arthritis.  

Accordingly, I believe within a reasonable degree of medical certainty and probability, that the neuropathy that you have is causally related to your environmental exposure to toxins working for Unocal.  Also based on the exposure levels I have seen documented in you and based on the known toxins that can be released from the substances that were burned in fuel in your immediate environment that within a reasonable degree of medical certainty and probability, your neuropathy is due to heavy metal poisons (Dellon, November 12, 2004).

78) On November 17, 2004, Dr. Armstrong, who is an internist with a subspecialty in rheumatology, opined based on numerous medical reports, the “subjective report of Employee’s onset of symptoms” consistent with peripheral neuropathy “seemed to begin in the late 80’s to early 90’s” and “well preceded” the “temporal onset of rheumatoid arthritis.”  Dr. Armstrong concluded: “I do not feel, from a medical viewpoint, that rheumatoid arthritis is the cause of his peripheral neuropathy.”  Dr. Armstrong stated:

After reviewing all of the above reports which, among other historical aspects, have chronicled no evidence of known predisposing medical conditions which could result in peripheral neuropathy and the documented exposure to arsenic over several years which is a known cause of peripheral neuropathy, I have come to the following conclusion.  While it is established that hair analysis is not 100 percent reliable to detect arsenic exposure due to possible contamination, the fact that it was elevated in his hair and a temporal relationship of the onset of symptoms to exposure, and the fact that there is no other reasonable explanation for neuropathy causes me to believe, more likely than not, that the peripheral neuropathy was caused from exposure to arsenic working at the Unical [sic] facility.  This opinion is also shared by Dr. Takaro and referenced in his July 8, 2003 note.  As his specialty is Occupational Medicine, I would lend considerable credence to his opinion (Armstrong, November 17, 2004).

79) On December 22, 2004, SIME Dr. Schleimer responded to questions from Employee’s counsel and reviewed additional information including opinions from other physicians and internal memoranda from Employer.  This additional review did not change any of Dr. Schleimer’s opinions in this case.  However, he opined he would expect Employees neuropathy to worsen with time.  No procedures or testing would reverse that (Schleimer, December 22, 2004). 

80) On January 5, 2005, Dr. Birnbaum wrote opining the neuropathy preceded the development of Employee’s rheumatoid arthritis (Birnbaum, January 5, 2005).
81) On June 28, 2005, Dr. Dellon wrote and disagreed with Dr. Schleimer’s opinion concerning surgery as an appropriate treatment to alleviate Employee’s foot pain, which Dr. Schleimer called “hogwash.”  Dr. Dellon cited numerous articles and studies supporting his contention nerve compression release surgery may benefit Employee (Dellon, June 28, 2005).
82) On June 29, 2005, Dr. Armstrong opined it was his considered medical opinion Employee “remains,” as he had previously stated on March 27, 2002, permanently totally disabled relative to prior employment as a unit coordinator, with dominant current symptoms of bilateral pain in the feet related to neuropathy with limited ability to stand and walk necessitating the use of at least twice daily pain medication (Armstrong, June 29, 2005).
83) On August 10, 2005, Employee filed numerous documents and a summary categorizing Employer’s internal memoranda.  The summary, and the referenced documents, detail concerns about arsenic and arsenic containing chemicals in the subject Unocal plant, the boiler, maintenance difficulties with the boiler, cracks and leaks in the boiler, monitoring arsenic both inside and outside the plant, the possibility of up to 100 pounds per year of arsenic being deposited inside the boiler, and provided extensive documentation of arsenic-related and boiler-related issues between February 14, 1980, and December 16, 1995 (Index of Relevant Documents to Employee’s August 10, 2005 Notice of Filing, undated).
84) On September 1, 2005, a hearing was held on Employee’s peripheral neuropathy claim 
(record).
85) At the September 1, 2005 hearing, Raymond Garcia testified credibly he worked at Employee’s plant making fertilizer from December, 1977, until June 2003, started in maintenance and moved to operations with Employee.  Sulfinol burned in the boiler was a scrubbing agent, and arsenic was used for corrosion control.  There were packing leaks at the valve and liquid product dripping into a drip pan underneath the boiler catwalk.  The boiler itself leaked as it ran hundred “110%.”  As Mr. Garcia put it: “You know . . . run [the boiler] to failure and . . . sometimes keep right on running it.”  When it was being burned, Oxy would be pumped into the boiler all day long.  When the “gun” was removed once or twice a day the boiler would not be shut down.  Thus, the boiler would blow “particulates” out the opening and, on various occasions, this would get on Mr. Garcia.  The “gun” was removed from the boiler once or twice per day and when being replacing or cleaned, the boiler would “spit out” particulates and liquid.  The plant’s exhaust stacks from the boiler had arsenic monitors since at least 1985.  As Mr. Garcia convincingly explained:

Well, we had lots of problems they are at the plant.  It’s a big hot zone and everything rises, and as it cools down, you can actually see this stuff go up and come back down.  And we had so many fans and things going, that, even with these big doors that we had in the building, you can see the steam and stuff come back in.  We had a vacuum in there. . . .  It would rise, fall, come back through and go all over again.  You know, it was constantly doing that. 

At times, the fans in the plant even sucked carbon monoxide back into the building.  Mr. Garcia always worked the same shift with Employee.  On one occasion, there was a Sulfinol spill and Mr. Garcia saw 4 or 5 inches deep of the substance running underneath the boiler in a “big torrent.”  On another occasion, there was a “back splash” of Sulfinol which coated the hot boilers and created steam all over the place.  On the occasion of the torrential spill, Mr. Garcia observed Employee run to close the door and he slipped and fell onto his back.  Employee was “just sopping wet with the liquid.”  While cleaning this mess up, he and Employee did not wear respirators.  Enough of the material leaked out of the pump on this occasion to almost reach a nearby refinery close to half a mile away on the highway (Garcia).  

86) At the September 1, 2005 hearing, Edwin Burcham testified credibly.  He worked at Employer’s plant from 1977 until 2003, and has since returned to work for Employer.  He was an operator, Unit Coordinator, and ultimately, Shift Supervisor.  Oxy stopped being burned in 1991.    Employer’s plant was in business to make fertilizer.  The boiler exposed operators to fumes.  He corroborated Mr. Garcia’s testimony about the boiler spitting back particulates and liquids when the gun was removed.  He also noted the gun was inserted into the “wind box” of the boiler, which has pressure.  The fire inside the boiler gets up to approximately 1700°.  At first, the Oxy was stored in tanks, which were open, and would allow fumes to evaporate.  Mr. Burcham corroborated Mr. Garcia’s testimony concerning escaping steam and water through pinhole leaks and out boiler tube walls.  The subject boiler was never completely repaired and, for as long as Mr. Burcham worked there, Employer had “ongoing problems” with it.  The boiler is in service 24 hours a day.  Some of the boiler’s difficulties caused insulation to fall down around the tubes and plug the air path, causing problems with getting the airflow out of the boiler.  When Employer stopped using Sulfinol, and started using another product called “MDEA,” the goal was to get rid of arsenic from the system.  However, the system showed increased arsenic levels after Sulfinol was no longer used. Mr. Burcham knew of Employee’s complaints of foot pain before Employee reported having arthritis problems, and was unaware of Employee’s arthritis until he told him (Burcham).  

87) At the September 1, 2005 hearing, Charles Kahakauwila also testified credibly.  He worked at Employee’s plant from 1980 until 2003, and has returned to work for Employer since April, 2005.  He worked as a boiler house operator, often worked with Employee overlapping on overtime periods, and they would burn Oxy in the boiler.  When they were using the “gun,” there was pressure inside the boiler and when the gun was removed there was often “blow back” from the boiler and particulate and liquid would come out, including smoke.  During the time the gun was removed, the boiler would be “constantly blowing out smoke and stuff.”  Even in two minutes it took to remove and clean the gun, “lot of times that section of the boiler house would be just full with smoke. . . .”  Mr. Kahakauwila knew there were traces of arsenic in the boiler smoke, and sometimes the stack smoke would get sucked back in to the boiler house like “a vortex” when the doors were opened.  He described the boiler he and Employee worked on as the “boiler from hell,” with frequent leaks, and frequent spills, which necessitated using coveralls in the late 1990’s, but the coveralls were mainly fireproof, not waterproof, and did not stop the Oxy from getting on the workers.  Whenever the gun was removed to the work bench, there would always be “a trail of liquid behind you” (Kahakauwila).  

88) At the September 1, 2005 hearing, Employee’s spouse Jeanette Pietro testified credibly Employee would often come home with chemicals spilled on his clothes, and he frequently had to have his work boots replaced.  Employee began complaining about his feet burning in the late ‘80’s and she would rub his feet to alleviate his symptoms.  They both attributed his foot pain to working long hours and lots of overtime.  Employee’s shoulders began hurting in 1996, after a hepatitis B shot, and shortly thereafter, he was diagnosed with rheumatoid arthritis.  His complaints of foot problems were “long before” his shoulder complaints.  Employee’s foot complaints gradually got worse and he described his pain as “like he was walking on blisters” (Mrs. Pietro).  

89) At the September 1, 2005 hearing, Employee corroborated the testimony of the other witnesses about the Sulfinol spills.  Employee credibly testified he initially believed his burning feet were caused by him being on his feet all day and walking around the plant for 12 hour shifts with significant overtime.  He worked an average of 600 hours overtime per year and one year worked 1,000 hours overtime.  Consequently, after Employee completed his March 18, 1991 health questionnaire, he did not think to check the same “yes” blocks regarding burning in his feet on similar and subsequent health questionnaires because he was “just relating it to working on my long shifts . . . and didn’t put it down.”   The words “no changes” on that document were written by a physician who questioned Employee about it later.  In 1991, Employee had the burning sensation in his feet.  He recalled the burning starting in the late 80’s.  It never went away.  It stayed about the same until 2000 when it seemed to gradually get a little worse.  Employee did not recall any problems with any other part of his body including his shoulders or his hands at the time he noticed his feet were burning.  He first noticed joint pain and shoulder following a hepatitis B shot around October 1996.  In 1997, Employee was diagnosed with rheumatoid arthritis.  He did not recall any arthritis symptoms in his ankle joints.  Employee did not take pain medication for arthritis, but for the burning in his feet.  During a typical shift, Employee would walk around about 65% of the time.  When describing what would happen when he removed the gun from the boiler, Employee described it as “gnarly.”  He would “dive down,” because everything “flew back out at you when you pulled the gun out.”  When he pulled the gun out, the Oxy was still in the barrel and would get on his pants leg (Employee).

90) At the September 1, 2005 hearing, Employee testified on cross-examination he did not mention burning his feet to his rheumatologist because he attributed it to walking many hours on the job (Employee).

91) At the September 1, 2005 hearing, Dr. Burton testified arsenic is a “multi-organ poison.”  Depending upon the dose or exposure, arsenic will cause dysfunction or injury to most body organs.  A person who has “ingested” arsenic usually will have some “gastrointestinal complaints,” nausea, vomiting, diarrhea.  Dr. Burton conceded “arsenic intoxication can cause peripheral neuropathy” (Burton).  He opined one does not develop arsenic intoxication by getting it on the skin.  It must be absorbed through the mouth.  Inhalation would require arsenic to be changed into particulates.  But particulates in the air would be very noticeable and most likely very noxious.  With toxic exposures, such as arsenic poisoning, it is very unusual to have just one set of symptoms.  Arsenic poisoning causes everything from gastrointestinal, to neurologic, to skin symptoms.  Thus, according to Dr. Burton, it would be very unusual to develop just one symptom constellation.  According to Dr. Burton, if a person is exposed to arsenic and suffers arsenic intoxication, once the exposure stops the person gets better.  Dr. Burton noted:

Well, the work history indicates that he worked with some boiler -- boilers that contained arsenic in relatively low concentrations.  This was within the boiler itself, not out on the floor, on the floor, in the work environment, per se.  There was nothing that he reported to me about the operation of the boiler that would make me think that the boiler was allowing exposure to get to him, even if something goes wrong with it.  The reason is that there was a lot more than just arsenic in the boiler.  If there were products of combustion, or for that matter, a lot of particulate carrying arsenic out into the work space where he’s going to breath it to any extent, he would be immediately aware of such an event, because it would be visible, it would be noxious, and you have symptoms related to that exposure. . . .

92) Dr. Burton concluded, even if some particulate escaped from the boiler into the room where Employee worked, the arsenic level would be “very low” and he would put it in the same category as “the kind of arsenic that we’re all exposed to every day by just consuming normal food.  It’s nothing that goes beyond that.”  Dr. Burton assumed Employee’s burning feet symptoms became manifest many years after arsenic was no longer burned in the boiler.  Employee has physiologic evidence of small fiber nerve damage in his feet.  This could be caused by rheumatoid arthritis.  As a causative agent, Dr. Burton would not even put arsenic exposure on the list for causes of Employee’s peripheral neuropathy.  In Dr. Burton’s opinion, even if Employee has peripheral neuropathy, it is not caused by his employment, and does not disable him from his work as a unit coordinator (Burton).

93) In cross examination at the 2005 hearing, Dr. Burton conceded he had never been provided with a job description for Employee’s job.  Employer conceded it did not provide the internal documents Employer provided to the Employee in response to Employee’s request for production.  He was not provided an MSDS sheet for arsenic or for Sulfinol.  Dr. Burton criticized Dr. Peterson’s opinions because he was a podiatrist and not a specialist in neurologic diseases or toxicology.  However, Dr. Burton conceded he is not board certified in neurology or toxicology.  Dr. Burton conceded in Employee’s case his peripheral neuropathy, based upon electrophysiologic information, affects the axons in his feet.  Dr. Burton is familiar with the “dying back” phenomenon.  According to Dr. Burton, Employee told him oxazolidone was only burned in the boiler for one year.  Dr. Burton conceded Mr. Burcham, Employee, and Employee’s wife confirmed his history of burning feet preceded a medical diagnosis of rheumatoid arthritis.  Nevertheless, in Dr. Burton’s opinion, the timing of diagnoses versus onset of symptoms is not very meaningful, because no one knows if the burning feet were “the sentinel sign that he was developing rheumatoid arthritis,” which is just as likely as peripheral neuropathy causing his burning feet.  Dr. Burton agreed nerve conduction studies are objective evidence and, if they show axonal loss, the “dying back phenomenon,” it is evidence of peripheral neuropathy involving the small nerve fibers.  Dr. Burton admitted the EME panel had no objective evidence of peripheral neuropathy at the time it evaluated Employee.  He noted in parts of the world where arsenic exposure is prevalent, victims developed skin lesions, gastrointestinal complications, or they developed cancer.  In short, Dr. Burton opined the most likely cause of Employee’s peripheral neuropathy was rheumatoid arthritis.  He believes the rheumatoid arthritis came before the peripheral neuropathy, based on his review of the data which he believes is consistent with his written report.  He believes the timing of the rheumatoid arthritis diagnosis is “immaterial” because Employee “had the diagnosis” though it had not “been established” and the doctor had not “labeled him” with it yet (Burton).

94) Most of Dr. Burton’s testimony was directed toward acute arsenic intoxication, not chronic arsenic exposure (record; experience, judgment, observations, unique or peculiar facts of the case, and inferences drawn from all of the above).
95) On November 4, 2005, Pietro I relied primarily on Dr. Burton’s opinions and denied Employee’s peripheral neuropathy claim, finding he had not proven it by a preponderance of the evidence (Pietro I).  He appealed to the superior court (record). 

96) On November 30, 2005, Pietro II denied Employee’s petition for reconsideration finding “particularly telling” Employee’s lack of “any other primary complaints” normally seen with arsenic poisoning, such as “dermatological issues” (Pietro II at 5).

97) On April 21, 2006, Employee was diagnosed with skin cancer, including basal cell carcinoma and melanoma (Pathology Report, April 21, 2006; see also Pietro, 233 P.3d at 609).

98) On October 10, 2006, Richard Parent, PhD, board-certified toxicologist, wrote Employee’s attorney, having reviewed Employee’s medical records and an arsenic database.  Dr. Parent also reviewed an online Medline database for studies linking arsenic with peripheral neuropathy and with skin cancers including basal cell carcinomas and melanomas.  Dr. Parent noted Employee’s peripheral neuropathy was initially documented on March 18, 1991, in a medical questionnaire.  His rheumatoid arthritis was not diagnosed until 1997.  Dr. Parent maintains that to suggest Employee’s peripheral neuropathy was caused by his rheumatoid arthritis “does not make sense” temporally.  In reviewing the medical records, Dr. Parent noted Drs. Takaro, Denton, Dellon, Birnbaum, Heilala, and Armstrong all agreed Employee’s peripheral neuropathy was not caused by his rheumatoid arthritis.  They all agreed Employee’s peripheral neuropathy was caused by exposure to toxins at work, particularly arsenic.  Notably, in contrast to the opinions of some medical evaluators concerning absence of other signs indicative of chronic arsenic intoxication, Dr. Parent opined in the March 18, 1991 health questionnaire, Employee also noted “frequent stomach or abdominal pain.”  Dr. Burton noted a rash in his July 15, 2003 examination, and Dr. Schleimer noted hyperpigmentation in his October 11, 2004 evaluation.  Recently, Employee was diagnosed with basal cell carcinoma and melanoma.  Dr. Parent concluded since basal cell carcinoma is reported to be caused by chronic arsenic exposure and there are some reports of melanoma related to arsenic exposure, Employee exhibited the “spectrum of pathology” resulting from chronic exposure to arsenic.  Employee’s scenario is quite consistent with chronic arsenic intoxication.  Dr. Parent disagreed with the assertion the only way a person can absorb arsenic is by “ingestion.”  Arsenic dust in various forms can be inhaled and absorbed through the lungs and in some more soluble forms can be absorbed through the skin.  Both exposure routes have been extensively reported in the literature and demonstrated in animal models and in humans.  Dr. Parent located literature describing a case where peripheral neuropathy from arsenic continued 28 years post-exposure.  Dr. Parent disputed the notion there was “no arsenic exposure,” based upon evidence of substances containing as much as 200 ppm arsenic being burned and then the burning terminated because of arsenic emissions far exceeding standards set by the EPA.  He further noted Employee did not wear any protective gear while working with the boiler in question.  Thus, Dr. Parent concluded Employee was exposed to arsenic in his job and exhibited typical signs and symptoms of chronic arsenic intoxication.  He concluded:

In consideration of the above discussion, I opine, within a reasonable degree of scientific certainty, that Mr. Pietro’s sequella of medical problems from his peripheral neuropathy to his skin cancers have been caused or contributed to by his exposures to arsenic during his employment from 1982 to 2002 at Unocal (Parent, October 10, 2006).

99) On or about October 11, 2006, Employee filed another claim for benefits related to the skin cancers, and petitioned for modification of Pietro I, alleging a mistake of fact.  The claim related to skin cancers and requested undetermined TTD, PPI, medical and related transportation, interest and attorney’s fees and costs (claim, October 11, 2006; see also Pietro, 233 P.3d at 609).

100) On November 1, 2006, the superior court stayed the pending appeal of Pietro I and remanded the case for further hearing on the modification petition (Order, November 1, 2006).
101) On June 19, 2007, another hearing was held at which Dr. Burton testified for Employer, and Employee and Timothy Takaro, M.D., testified for Employee.  There was some disagreement about the hearing’s scope, as Employee sought a decision on the skin cancer claim along with the Pietro I modification petition.  Evidence on the skin cancer was allowed to the extent it addressed Employee’s Pietro I modification petition (Pietro, 233 P.3d at 609).

102) At the June 19, 2007 hearing, Employee repeated much of his 2005 hearing testimony.  In addition, he detailed his exposure to the materials containing arsenic: There were spills in which Employee slipped and fell into the liquid substance; they were numerous Sulfinol spills; on one occasion Sulfinol caught fire and he had to extinguish it; he breathed fumes from the Oxy storage tanks; smoke from the fire box went through the stack out into the air and back into the building because they had a vacuum there and fans suck smoke into the building and recycled it.  Fumes and particles floated down from the smokestacks.  The boiler itself had numerous leaks in the tubes which contaminated the boiler water that was making steam, containing arsenic.  Dust resulting from the combusted Oxy remained and coated the boiler.  Every time Employee pulled the gun out of the boiler there would be blow-back from the firebox because of pressure inside.  The blow-back hit Employee in his face and upper body.  He was not required to wear a respirator.  Employee ingested dust from the boiler through his mouth.  Employee ultimately developed basal cell cancer on his ears, and melanoma on his shoulder.  Most of Employee’s working life was indoor or underground in a mine.  Employee reiterated he noticed the burning sensation in his feet prior to August 1991, in the “late 1980s.”  Employee clarified his March 18, 1991 questionnaire referred to “tingling, pins and needles sensations in his feet,” as opposed to the other body parts listed in the question.  The burning in Employee’s feet continued up until the time of the 2007 hearing.  Employee was diagnosed with rheumatoid arthritis in 1997 and cancer in 2006.  Dr. Burton had noted skin pigmentation during his EME exam, and Employee had skin pigmentation or lesions prior to discovery of his cancer, on his arm and on his face (Employee).
103) At the June 19, 2007 hearing, Dr. Takaro testified as an internist, with a subspecialty in occupational, environmental, and toxicology medicine.  He also holds a Master’s degree in Public Health.  He opined based on Employee’s history, history of plant records, EPA violations, records indicating a significant exposure to arsenic and potential skin exposure, timing of Employee’s peripheral neuropathy, type of peripheral neuropathy he had, i.e., “axonal dying back,” and the absence of other potential causes of peripheral neuropathy, on a more probable than not basis his peripheral neuropathy was caused by his work exposure.  His colleagues at Harborview Medical Center, with whom he collaborated, agreed with his conclusion.  They included a toxicologist, a neurologist, two internists, and physicians in training.  Dr. Takaro explained arsenic is well-documented to be a cancer-causing substance.  Latency for arsenic-caused skin cancer is between 10 and 15 years for squamous cell and basal cell carcinoma.  In other words, if a worker was exposed to arsenic 10 to 15 years ago, it could contribute to skin cancer diagnosed currently.  It is unknown how or why arsenic causes skin cancers but it is believed to alter DNA.  There is evidence the combination of ultraviolet light from the sun and arsenic exposure combines to promote skin cancer more than either of those cancer-causing agents alone.  Based upon the incinerator used, Employee would have been exposed through inhalation to the whole range of particles produced by the boiler.  He would have also been exposed to arsenic through skin contact.  This was especially true when his clothes became soaked following chemical spills.  Dr. Takaro clarified the difference between acute arsenic exposure, and chronic, long-term low-level exposure.  Different people respond differently to different levels of arsenic.  A person with a “robust genetic makeup” might be able to tolerate relatively high levels of arsenic, whereas a person with genetics that did not repair DNA well would respond to arsenic at much lower levels.  Dr. Takaro noted from Employer’s internal data there were significant levels of arsenic present in the workplace, far above past and current OSHA standards.  Following his initial evaluation of Employee, Dr. Takaro suspected he had peripheral neuropathy because of arsenic exposure, and made this a “differential diagnosis,” as there was no clear exposure history after 1991.  Employee produced evidence of exposures after 1991 largely from the two, main arsenic containing chemicals Employer used in the plant.  His conclusions were supported by Employer’s own internal memoranda, which spoke of a connection between arsenic, peripheral neuropathy, and skin cancers.  In reference to articles Employee provided from learned treatises, Dr. Takaro relied upon these and noted no toxicologist would deny chronic arsenic exposure places people at risk for hosts of adverse health effects from skin and internal cancers to neurological effects.  Distal axonopathy constitutes one of the fundamental and most common reactions to toxins.  Employee was exposed to arsenic in sufficient quantities to contribute to the cause of his cancer and peripheral neuropathy.  Dr. Takaro disagreed with Dr. Burton’s opinion the main exposure in Employee’s case would be oral.  In industrial settings, inhalation is the most common source of arsenic exposure.  Here, there is ample evidence of ongoing exposures because of boiler problems and other exposures.  Employee’s exposure was well beyond anything a normal person would see in food or other common everyday sources of arsenic.  There was “absolutely no question” Employee was exposed to much more arsenic than the general population.  Temperatures inside the boiler were adequate to produce arsenic vapor, but even if they did not create arsenic vapor, particles of arsenic escaping from the boiler would be respirable and would be deposited in the lung and ultimately in the blood stream.  OSHA states the most common method of arsenic exposure in an industrial setting is inhalation.  Arsenic has a half-life of 96 hours.  Consequently, the 24-hour urine test is not useful in patients with chronic arsenic exposure.  Peripheral neuropathy and DNA damage leading to cancer builds up over time from chronic arsenic exposure.  In Dr. Takaro’s opinion to a reasonable degree of medical certainty, exposure to arsenic at Employer’s plant was a substantial factor contributing to Employee’s skin cancer.  He based this opinion on other possible sources of exposure and none came even close to approximating the exposures documented from Employer’s plant.  Furthermore, objective EMG and nerve conduction studies showed distal axonopathy, consistent with heavy metal toxicity (Takaro).

104) At the June 19, 2007 hearing, Dr. Takaro testified on cross-examination his initial, differential diagnosis changed as Employee provided him with additional medical information.  The pathology reports in reference to cancer were significant new findings.  He also reviewed Dr. Parent’s opinion and reviewed Dr. Burton’s deposition, and other experts’ testimony.  Dr. Takaro explained absent “perfect evidence” a case must be built around the evidence available.  The fact Employee subsequently developed skin cancer strengthened Dr. Takaro’s differential diagnosis Employee developed peripheral neuropathy and skin cancer as a result of his arsenic exposure with Employer.  In his clinic, medical questionnaires are part of a medical record.  Therefore, he considered the March 18, 1991 questionnaire part of Employee’s medical records.  The fact Employee’s physicians did not record complaints consistent with peripheral neuropathy until 2000 would not surprise Dr. Takaro, because the condition’s progressive nature would cause many people to put it off as nothing or attributed to “standing around for 12-hour shifts,” as did Employee.  Once a person has the “pins and needles” sensation in his feet for several months, it is unlikely they will ever recover from the condition, because it is “established” and the axons cannot repair themselves beyond a certain point.  Dr. Takaro’s history from Employee, taken April 9, 2002, included “relentless symptoms” beginning in 1993.  He did not exclude ultraviolet light as a possible cause of Employee’s skin cancer, but did not feel there was a history of significant work exposure to ultraviolet light and his non-work history including outdoor hobbies showed “none of interest.”  Dr. Takaro ruled out rheumatoid arthritis as a cause of Employee’s peripheral neuropathy because of the temporal nature and presentation on nerve conduction velocity studies.  There were 3 to 6 years difference between the time Employee developed his burning foot pain and the time his rheumatoid arthritis was diagnosed.  Furthermore, peripheral neuropathy is not an initial, “presenting sign” in rheumatoid arthritis.  It is generally seen after significant damage is done as a result of rheumatoid arthritis.  Joint pain is almost always “the first sign” followed by “joint destruction” documentable on x-rays.  Only after rheumatoid arthritis has progressed does one begin to get the type of destruction needed for peripheral neuropathy.  Once Dr. Takaro obtained evidence of continued exposure past 1995 through exposure to Sulfinol and MDEA, reviewed Employer’s plant records, and learned of the second arsenic-related disease, his initial, differential diagnosis was firmed up (Takaro).
105) At the June 19, 2007 hearing, Dr. Takaro testified on re-direct examination he considered all possible causes of Employee’s skin cancer and ruled those out.  In forming his opinions, he particularly relied upon the EMG nerve conduction studies, which were “classic” for heavy metal exposure.  Employee’s electrodiagnostic studies showed a symmetrical, distal axonopathy, which is nerve damage in a sock-like distribution in the feet.  Asymmetrical peripheral neuropathy in rheumatoid arthritis is “very rare” because to get symmetrical, one must have destruction of the joints in one’s feet symmetrically such that compression would cause the same amount of compression on both sides.  That would be “very unusual.”  Joints start to degenerate from rheumatoid arthritis but they do not all degenerate “at the same time” and “to the same extent.”  Some joints will be worse than others.  Thus, it would be unusual to get a symmetrical peripheral neuropathy from rheumatoid arthritis.  By contrast, arsenic exposure is more likely to cause a symmetrical peripheral neuropathy because arsenic goes everywhere in the body and would not “prejudice” one side over the other (Takaro).

106) At the June 19, 2007 hearing, Dr. Burton testified on direct examination, arsenic was being burned in the boiler and present at roughly 200 ppm based on some accounts.  Arsenic being burned would present the opportunity for exposure and would coexist with other products of combustion, namely “smoke.”  If there was smoke in the environment, “one may make the assumption” the percentage of arsenic as a product of combustion would also be present in a room.  Conversely, if there is no smoke in a room, it becomes much less likely arsenic exposure is occurring.  In other words, arsenic is not going to get out of the boiler or out of the products of combustion without taking with it many other combustion products that will cause symptoms.  Dr. Burton opined there was no history from Employee or anyone else to indicate he was working in an environment where they were products of combustion in the workplace.  He had no information Employee had any other potential exposure to arsenic while on the job.  Dr. Burton conceded if Employee had fallen into liquid spills containing arsenic or otherwise had skin contact, or if a substance containing arsenic was localized, it may be inhaled.  In his opinion, skin exposure would be negligible.  Dr. Burton reiterated in his view the world-wide number one cause of arsenic problems is through ingestion.  There is no way to estimate the arsenic exposure level for an individual at Employer’s plant.  Absent any objective evidence of specific exposures, Dr. Burton would look to medical evidence to see if the diagnosed medical conditions “can only be explained by arsenic exposure.”  He opined the most likely cause for Employee’s peripheral neuropathy is “idiopathic,” and the second most likely cause is rheumatoid arthritis.  In Dr. Burton’s opinion, it is very unlikely the peripheral neuropathy is related to arsenic exposure because it is not “characteristic,” he does not have any “associated symptoms or findings,” and there is “no documented exposure.”  He agrees with SIME Dr. Schleimer’s opinion the peripheral neuropathy is not related to toxic exposure, but rather, was related to rheumatoid arthritis.  Dr. Burton conceded it is possible Employee’s skin cancer could be caused by arsenic exposure, but opined it was very unlikely in this case because there is no data to indicate exposure.  Because people can get skin cancer from sun exposure with age, in Dr. Burton’s opinion, the skin cancer does not affect his opinions (Burton).
107) At the June 19, 2007 hearing, Dr. Burton testified on cross-examination he had not consulted with any toxicologist and had not been provided Employer’s internal documents at the time of his evaluation, and at the time he formed his opinions arsenic played no role in Employee’s medical conditions.  He agreed there is no dispute that a long-term exposure to arsenic at high concentrations can result in skin cancer.  However, there is no minimum exposure to trigger a skin cancer.  Dr. Burton did not recall the testimony of three witnesses who talked about smoke in the workplace.  He did not obtain a history of smoke in the workplace from Employee.  However, he could not remember specifically the questions he asked Employee (Burton).
108) Dr. Burton’s opinions are not credible, not supported by the lay evidence, and contrary to opinions of numerous other specialists (experience, judgment, observations, unique or peculiar facts of the case, and inferences drawn from all of the above).
109) At the June 19, 2007 hearing, Dr. Takaro testified as a rebuttal witness.  In his opinion, Dr. Burton focused on high-level exposures and acute arsenic toxicity.  Dr. Burton also discounted evidence there was even a source of arsenic exposure in Employee’s workplace.  It is inappropriate to suggest everything burned in the boiler was also present in the boiler room.  It is also inappropriate to suggest, as did Dr. Burton, nothing in the boiler ended up in the boiler room.  Dr. Takaro nonetheless opined low levels of arsenic exposure over long periods of time are toxic.  He also disagreed with Dr. Burton’s opinion concerning the EMG and nerve conduction velocity studies.  Contrary to Dr. Burton’s opinion, Dr. Takaro opined these studies are perfect examples of the “dying off axonal neuropathy” seen in arsenic poisoning.  One would not expect to find all possible symptoms of arsenic poisoning present at the same time with a long-term, low-level chronic exposure.  He also disputed Dr. Burton’s photographs, which showed results of “extremely high-level exposures” not present anywhere in the United States.  He cited an article in the American Journal of Epidemiology in 2001, which published a toenail arsenic analysis of a New Hampshire population and showed the relationship between both basal cell carcinoma and squamous cell carcinoma, and none of those cancer patients had the types of lesions shown in Dr. Burton’s photographs.  Lastly, Dr. Takaro disagreed peripheral neuropathy would “resolve” at the end of a long-term chronic exposure.  He agreed in cases of high-level, acute exposures removal from the source of arsenic generally results in acute symptoms resolving.  However, there are many situations in which a peripheral neuropathy has progressed to an extent nerves cannot regenerate.  When peripheral neuropathy does not reverse, it means “dying back of the axon.”  There is a threshold past which the insulation around the nerve can no longer regenerate (Takaro).  
110) Dr. Takaro’s medical opinions are credible, supported by the lay evidence and held with conviction (experience, judgment, observations, unique or peculiar facts of the case, and inferences drawn from all of the above).
111) On August 27, 2007, Pietro III considered and decided the modification request but again relied upon Dr. Burton’s opinions and denied the petition seeking modification of the peripheral neuropathy decided in Pietro I (Pietro III).

112) Employee appealed but also petitioned for reconsideration of Pietro III arguing the skin cancer claim still needed to be heard and decided (Pietro, 233 P.3d at 609).

113) On September 28, 2007, Pietro IV granted Employee’s petition for “reconsideration” (Pietro IV; see also Pietro, 233 P.3d at 609).  

114) On February 22, 2008, Pietro V denied Employee’s petition for “modification” of Pietro III, but clarified its decision to include a specific denial of Employee’s cancer claim, based on a finding of “scant objective evidence” linking the cancers to the employment (Pietro V at 8).

115) Employee’s appeals were consolidated, the superior court affirmed all appealed decisions, and Employee appealed to the Alaska Supreme Court (Pietro, 233 P.3d at 610).

116) The court held there were errors in the decisions and they lacked adequate findings to permit appellate review (id. at 612).

117) Specifically, the court held the findings neglected to address “significant, disputed issues,” such as when Employee’s neuropathy began “relative to his arthritis,” and whether his work conditions exposed him to enough arsenic to cause health complaints.  The court also said the analysis did not “evaluate the lay testimony and its interaction with the experts’ opinions.”  Consequently, the lack of detailed analysis made it difficult to discern the decisions’ reasoning, which “is particularly troubling in light of the conceded errors” in the decisions (id. at 612-613).
118) The court held lay witness testimony was relevant to two contested issues: When Employee’s peripheral neuropathy developed relative to his rheumatoid arthritis, and whether his work conditions exposed him to enough arsenic to cause health complaints (id. at 613).
119) The court said “We disagree with UNOCAL that Pietro’s inability to quantify exactly his exposure at work would have been a proper basis” for rejection of his claim (id. at 613, n. 22).
120) The court said the decisions failed to make factual findings about, and analyze the lay testimony (id. at 613).
121) The court said the decisions failed to decide issues including: Whether the peripheral neuropathy arose before the arthritis; whether low levels of arsenic are toxic over a long period of exposure; whether Employee had been exposed to levels of arsenic that caused health effects; and whether the skin cancer diagnosis altered the assessment of Employee’s neuropathy claim (id. at 613-614).
122) The court said although the evidence may not have permitted precisely quantifying Employee’s exposure level, sufficient evidence existed to evaluate the expert testimony, make a finding regarding Employee’s exposure to toxins, and explain the finding (id. at 614).

123) The court stated the toxicologists gave conflicting testimony about whether low level arsenic exposure could cause health effects.  Dr. Burton testified arsenic exposure would have to rise to the level of “intoxication” or “poisoning” to cause health effects.  Dr. Takaro testified arsenic could cause damage at much lower levels than levels discussed by Dr. Burton and cited medical literature to support his opinion.  The court noted the decisions did not resolve this conflict (id. at 614).

124) The court said the decisions failed to reconcile the initial basis for denying Employee’s peripheral neuropathy claim, a lack of a dermatological condition, with Employee’s subsequent evidence of skin cancer, which could be related to arsenic exposure (id. at 614-615).
125) The court held the decisions’ factual findings on both claims were not “detailed enough” to provide a basis for the conclusions (id.).  Specifically, the court said the decisions either failed to reject medical opinions, or lacked explanations for those medical opinions rejected (id.).
126) The court held “there is no rigid requirement” a worker prove his claim by means of a “specific medical test” and the decisions erred by requiring Employee to do so without consideration of circumstantial evidence of arsenic exposure (id.).
127) The court vacated the decisions denying Employee’s claims and remanded with direction “to make appropriate findings regarding whether Pietro proved his claims by a preponderance of the evidence” (id. at 617).
128) Arsenic is strongly associated with lung and skin cancers and may cause other cancers.  Arsenic-exposed patients develop destruction of axonal cylinders, leading to peripheral neuropathy.  The classic finding is a peripheral neuropathy involving sensory and motor nerves in a symmetrical, stocking-glove distribution. Onset may develop slowly as a result of chronic exposure.  The neuropathy is primarily due to construction of axonal cylinders (axonopathy).  Nerve conduction and electromyography studies to document severity and progression.  Subclinical neuropathy, defined by the presence of abnormal nerve conduction with no clinical complaints or symptoms, has been described in chronically exposed individuals.  Recovery from neuropathy induced by chronic exposure to arsenic compounds is generally slow, “sometimes taking years,” and complete recovery may not occur.  Pigment changes and hyperkeratosis are characteristic of chronic arsenic exposure.  “Benign arsenical keratoses may progress to malignancy.”  In humans, chronic arsenic ingestion is strongly associated with increased risk of skin cancer.  Latency for skin cancer associated with ingestion of arsenic may be 3 to 4 decades (Case Studies in Environmental Medicine, Arsenic Toxicity, Employee’s Hearing Brief, Exhibit P, August 29, 2005).
129) On February 1, 2001, the parties appeared at a prehearing conference to set a hearing.  The only issue for hearing listed was the additional findings required on remand from the Alaska Supreme Court.  However, Employee’s brief addresses time loss benefits, medical benefits, interest, and attorney fees and costs.  Employer’s brief addresses disability (Prehearing Conference Summary, February 1, 2001; see also Employee’s Hearing Brief, March 7, 2011; Employer’s Hearing Brief on Remand, March 9, 2011).
130) Employee had long-term, low-level arsenic exposure while working for Employer (experience, judgment, observations, unique or peculiar facts of the case, and inferences drawn from all of the above).
PRINCIPLES OF LAW

Pietro v. Unocal, Inc., 233 P.3d 604 (Alaska 2010) is the law of this case.  It states in relevant part:

The Board did not err in finding that UNOCAL presented enough evidence to rebut the presumption (id. at 611).  

. . .

The Board is required to make findings about issues that are both contested and material (footnote omitted).  ‘Findings are adequate to permit appellate review when ‘at a minimum, they show that the Board considered each issue of significance, demonstrate the basis for the Board’s decision, and are sufficiently detailed’’ (footnote omitted).  Here, the Board’s findings failed to meet this standard.  Not only did the findings neglect to address significant, disputed issues, such as when Pietro’s neuropathy began relative to his arthritis and whether his work conditions exposed him to enough arsenic to cause health complaints, but the Board’s analyses also did not evaluate the lay testimony and its interaction with the experts’ opinions (id. at 612-613).

. . .

As we discussed in Smith v. University of Alaska, Fairbanks, lay testimony does not always have probative value in complex medical cases (footnote omitted).  But at times lay testimony is ‘highly relevant,’ especially when ‘it tends to support or contradict the assumptions as to the facts of the claimant’s history on which expert medical witnesses rely” (footnote omitted).  In Pietro’s case, the lay testimony was relevant to two contested issues underlying the medical experts’ opinions: when Pietro’s neuropathy developed relative to his rheumatoid arthritis and whether his work conditions exposed him to enough arsenic to cause health complaints.  These issues were both contested and material.

. . .

The lay testimony Pietro presented was relevant to the doctors’ assumptions about his exposure to arsenic. The Board briefly summarized the lay testimony in the neuropathy decision but did not mention it in its analysis of either the neuropathy or cancer claim and made no findings about either the lay witnesses or their testimony.  Information about Pietro’s work conditions was necessary to evaluate the compensability of his claim because that testimony could ‘support or contradict’ the toxicologists’ assumptions about Pietro’s work conditions, as the lay testimony did in Smith (footnote omitted).  For example, Dr. Burton testified that burning oxazolidone would not present an exposure hazard if the fumes were contained in the boiler; he also said that there was ‘no history . . . to indicate that [Pietro] was working in an environment where there were products of combustion in the workplace.’  Yet the lay witnesses testified that there was smoke in their work area; witnesses also testified that exhaust from the boiler was drawn back into the building.  Because the lay testimony was relevant to the experts’ assumptions about Pietro’s work conditions and his potential exposure to arsenic at work, the Board was required to evaluate and make findings about it (id.; footnote omitted).

Pietro also presented lay testimony that he suffered from peripheral neuropathy in the late 1980s to support his contention that his neuropathy developed before his rheumatoid arthritis. The relative date of onset of the neuropathy and arthritis was an important, contested issue in this case. . . .  The lay testimony here, like the lay testimony in Smith, provided information relevant to the experts’ assumptions about the development and course of Pietro’s symptoms (footnote omitted).  On remand, the Board must make findings about the lay testimony (id. at 614).

The fundamental question before the Board was whether Pietro’s neuropathy was caused by exposure to toxins over a long period of time or by his rheumatoid arthritis. In order to decide this question, the Board needed to resolve a number of issues: whether the peripheral neuropathy arose before the arthritis, whether low levels of arsenic are toxic over a long period of exposure, and, relatedly, whether Pietro had been exposed to levels of arsenic that caused health effects.  After Pietro’s skin cancer diagnosis, the Board needed to consider whether that diagnosis altered its assessment of his neuropathy claim. . . . 

Although the evidence may not have permitted the Board to come up with a number precisely quantifying Pietro’s exposure level, the Board had sufficient evidence to evaluate the expert testimony, make a finding regarding Pietro’s exposure to toxins, and explain the finding. . . .

. . .

But there is no rigid requirement that a worker prove his claim by means of a specific medical test (footnote omitted), and by requiring Pietro to do so here, without consideration of the circumstantial evidence of arsenic exposure, the Board erred. . . .

. . .

Medical testing can provide important objective evidence in workers’ compensation cases, but it is not the only way a worker can prove his claim (id. at 616; footnote omitted). 

. . .

For the reasons stated, we AFFIRM the Board’s finding that UNOCAL rebutted the presumption of compensability. We VACATE the Board’s decisions denying Pietro’s claims and REMAND to the Board to make appropriate findings regarding whether Pietro proved his claims by a preponderance of the evidence (id. at 617).

AS 23.30.001.  Intent of the legislature and construction of chapter.  It is the intent of the legislature that

1) this chapter be interpreted so as to ensure the quick, efficient, fair, and predictable delivery of indemnity and medical benefits to injured workers at a reasonable cost to the employers who are subject to the provisions of this chapter;

2) workers’ compensation cases shall be decided on their merits except where otherwise provided by statute;

3)   this chapter may not be construed by the courts in favor of a party;

4) hearings in workers’ compensation cases shall be impartial and fair to all parties and that all parties shall be afforded due process and an opportunity to be heard and for their arguments and evidence to be fairly considered.

The board may base its decision not only on direct testimony, medical findings, and other tangible evidence, but also on the board’s “experience, judgment, observations, unique or peculiar facts of the case, and inferences drawn from all of the above.”  Fairbanks North Star Borough v. Rogers & Babler, 747 P.2d 528, 533-534 (Alaska 1987).  Under the Act, coverage is established by work connection, and the test of work connection is, if accidental injury is connected with any of incidents of one’s employment, then the injury both would “arise out of” and be “in the course of” employment.  The “arising out of” and the “in the course of” tests should not be kept in separate compartments but should be merged into a single concept of “work connection.”  Northern Corp. v. Saari, 409 P.2d 845 (Alaska 1966).  

Inconclusive or doubtful medical testimony must be resolved in the employee’s favor.  Land & Marine Rental Co. v. Rawls, 686 P.2d 1187, 1190 (Alaska 1984); Kessick v. Alyeska Pipeline Service Co., 617 P.2d 755, 758 (Alaska 1980); Miller v. ITT Arctic Services, 577 P.2d 1044, 1049 (Alaska 1978); Beauchamp v. Employers Liability Assurance Co., 477 P.2d 933, 996-997 (Alaska 1970).  
AS 23.30.110.  Procedure on claims.  (a) . . . the board may hear and determine all questions in respect to the claim. . . .

AS 23.30.122.  Credibility of witnesses.  The board has the sole power to determine the credibility of a witness.  A finding by the board concerning the weight to be accorded a witness’s testimony, including medical testimony and reports, is conclusive even if the evidence is conflicting or susceptible to contrary conclusions.  The findings of the board are subject to the same standard of review as a jury’s finding in a civil action.

AS 23.30.135.  Procedure before the board.  (a) In making an investigation or inquiry or conducting a hearing the board is not bound by common law or statutory rules of evidence or by technical or formal rules of procedure, except as provided by this chapter.  The board may make its investigation or inquiry or conduct its hearing in the manner by which it may best ascertain the rights of the parties. . . . 

AS 23.30.395.  Definitions.  In this chapter,

. . .

(2) ‘arising out of and in the course of employment’ includes employer-required or supplied travel to and from a remote job site; activities performed at the direction or under the control of the employer; and employer-sanctioned activities at employer-provided facilities; . . . .

. . .

(24) ‘injury’ means accidental injury or death arising out of and in the course of employment, and an occupational disease or infection that arises naturally out of the employment or that naturally or unavoidably results from an accidental 
injury; . . . .

8 AAC 45.070.  Hearings. . . . 
. . .
(g) Except when the board or its designee determines that unusual and extenuating circumstances exist, the prehearing summary, if a prehearing was conducted and if applicable, governs the issues and the course of the hearing. . . .
The Alaska Supreme Court held the board’s authority to hear and determine questions in respect to a claim is “limited to the questions raised by the parties or by the agency upon notice duly given to the parties.”  Simon v. Alaska Wood Products, 633 P.2d 252, 256 (Alaska 1981).  The board has discretion to raise questions sua sponte with sufficient notice to the parties.  Summers v. Korobkin Constr., 814 P.2d 1369, 1372 n. 6 (Alaska 1991).  But, absent findings of “unusual and extenuating circumstances,” the board is limited to deciding the issues delineated in the prehearing conference, and, when such “unusual and extenuating circumstances” require the board to address other issues, sufficient notice must be given to the parties.  Hope v. Alcan Electric, AWCAC Decision No. 112, at 5 (July 1, 2009).

ANALYSIS

The Alaska Supreme Court ruled Employer rebutted the statutory presumption of compensability by substantial evidence.  The court directed on remand a determination whether Employee proved his claims by a preponderance of the evidence.  Therefore, the normal presumption analysis will not be necessary in this case and Employee must prove his claims by a preponderance of the evidence.  

As an initial matter, the prior decisions which the court remanded were limited in their scope.  Though both parties addressed other issues besides compensability of Employee’s peripheral neuropathy and skin cancers in their briefing, the law limits this decision’s reach to only issues set forth in the last, controlling prehearing conference summary of February 1, 2011.  At that prehearing conference, the parties agreed to a hearing on only the additional findings required by remand from the Supreme Court.  Therefore, this decision will only address compensability of Employee’s claim for benefits related to peripheral neuropathy and skin cancers.  Other issues such as indemnity, medical, vocational reemployment benefits, PPI, interest, and attorney’s fees and costs, if any, are preserved for a subsequent hearing, if necessary.

1) Did Employee prove, by a preponderance of the evidence, his peripheral neuropathy arose out of and in the course of his employment with Employer?

Employee contends his peripheral neuropathy arose out of and in the course of his employment with Employer because he was exposed to adequate arsenic to cause dying back of his axonal nerves, resulting in peripheral neuropathy.  Employer contends Employee’s peripheral neuropathy did not arise out of and in the course of his employment because it is more likely than not caused by his non-work-related rheumatoid arthritis and because there is inadequate evidence of sufficient exposure to arsenic to cause this condition.  There is evidence presented by both sides in support of their relative positions.

A) Timing of the peripheral neuropathy.

As the Supreme Court stated, the relative onset of Employee’s peripheral neuropathy vis-à-vis his rheumatoid arthritis is a significant, disputed issue.  If the weight of credible evidence shows Employee’s peripheral neuropathy began before his rheumatoid arthritis began, this is convincing evidence rheumatoid arthritis could not be the cause of Employee’s peripheral neuropathy.  In that regard, considerable, credible evidence supports Employee’s position.

First, in 1982 Employee completed a health examination form on which he stated he had never had arthritis, rheumatism, joint pains, skin disease or infections, any kind of cancer or tumor, and never had a skin rash or condition from any chemical, plastic, solvent, metal, or similar substance.  An Employer physician deemed he was in “satisfactory health.”  There is no contrary evidence.  Therefore, Employee did not have any evidence of either peripheral neuropathy or rheumatoid arthritis before beginning work for Employer.  

Second, he convincingly testified he first noticed painful feet beginning primarily in his left foot, and soon thereafter, bilaterally in “the late 80’s.”  His complaints of foot problems were “long before” his shoulder complaints.  He began wearing inserts in his work boots and the pain gradually got worse over the years.  His wife corroborated his testimony and there is no contrary evidence.  They both reasonably attributed the pain to long hours standing and walking while at work.  Mrs. Pietro would rub his feet to alleviate his symptoms.  Both Employee and his wife are credible witnesses and no one has suggested otherwise.   

By contrast, Employee’s shoulder began hurting in 1996, after a hepatitis B shot, and shortly thereafter, he was diagnosed with rheumatoid arthritis.  Major joint pain is a hallmark and initial symptom of rheumatoid arthritis.  Employee did not recall any problems with any other part of his body including his shoulders or his hands at the time he noticed his feet were burning.  He did not recall any arthritis symptoms in his ankle joints.

Third, on his March 18, 1991 annual employment health questionnaire, under the “neurologic” category, Employee noted “tingling,” “pins and needles” and a “burning” sensation in his “hands, arms, feet or legs.”  Hand-written over this entry are the words “no changes.”  He credibly explained the company doctor reviewed this entry with him at a subsequent examination, and made the notation, implying Employee had the complaint the following year.  Employee also answered “yes” to the question whether he had “A burning sensation [illegible] or legs.”  Employee clarified his March 18, 1991 questionnaire referred to “tingling, pins and needles sensations in his feet,” as opposed to the other body parts listed in the question.  Co-worker Mr. Burcham knew of Employee’s complaints of foot pain before Employee reported having arthritis problems, and was unaware of Employee’s arthritis until Employee told him.  

Next, expert medical testimony also supports Employee’s position.  On December 19, 1996, Employee entered an immunization program for hepatitis B and had his first immunization on December 19, 1996.  In 1997, Employee was diagnosed with rheumatoid arthritis.   The timing of the rheumatoid arthritis relative to the immunization is well documented, and came many years after credible evidence of burning feet.  Dr. Schlosstein noted Employee initially noted the arthritis symptoms after his first injection of hepatitis B vaccine.  On December 12, 1997, Employee’s wife called his doctor to report Employee had his third hepatitis B vaccine and since then, his arthritis flared, his joints were swelling, and he could not sleep. 

Dr. Harmon obtained a history of arthritis beginning in September 1996 after he had a series of Hepatitis B injections.  “He then developed migratory arthralgias in his hands and feet and subsequently arthritis.”  

Dr. Armstrong, an internist with a subspecialty in rheumatology, opined based on numerous medical reports, the “subjective report of Employee’s onset of symptoms” consistent with peripheral neuropathy “seemed to begin in the late 80’s to early 90’s” and “well preceded” the “temporal onset of rheumatoid arthritis.”  Dr. Armstrong was the first to opine Employee had a “sensation of burning in the feet,” which might be “neurogenic.”  On September 4, 2002, Dr. Armstrong recorded Employee’s feet had been burning for “+6 yrs,” which places the burning before 1996.   Dr. Armstrong wrote Employee was under his care for treatment of rheumatoid arthritis “which began about 1996.”  Employee also provided him a history of neuropathy of the feet since “about 1991.”  

Dr. Newsom opined rheumatoid arthritis can be a cause of distal sensory neuropathy, but it would be unusual so “early in the course” of Employee’s rheumatoid arthritis.  This supports an inference rheumatoid arthritis came after the peripheral neuropathy.  Similarly, Dr. Heilala noted Employee stated his “foot complaints as such have been in existence prior to his current medications,” which were prescribed to treat rheumatoid arthritis.

Dr. Takaro concluded Employee’s “peripheral neuropathy preceded his diagnosis of rheumatoid arthritis by over five years.”  Dr. Takaro ruled out rheumatoid arthritis as a cause of Employee’s peripheral neuropathy because of the “temporal nature” and presentation on nerve conduction velocity studies.  There were 3 to 6 years difference between the time Employee developed his burning foot pain and the time his rheumatoid arthritis was diagnosed.  Furthermore, peripheral neuropathy is not an initial, “presenting sign” in rheumatoid arthritis.  It is generally seen after significant damage is done as a result of rheumatoid arthritis.  Therefore, given this chronology, Employee’s complaints of burning feet predated by several years the initial symptoms of rheumatoid arthritis.

Dr. Denton obtained a history of symptoms consistent with a peripheral neuropathy since the “late 1980s” when Employee had burning in the top and bottom of both feet.  SIME Dr. Birnbaum similarly stated Employee’s foot symptoms predated development of any joint complaints by “quite a few years.”

Lastly, Dr. Parent noted Employee’s peripheral neuropathy was initially documented on March 18, 1991, in a medical questionnaire.  His rheumatoid arthritis was not diagnosed until 1997.  Dr. Parent maintains that to suggest Employee’s peripheral neuropathy was caused by his rheumatoid arthritis “does not make sense” temporally.  Notably, none of these physicians doubted Employee’s history or his credibility.  In short, there is substantial, credible evidence Employee had symptoms of peripheral neuropathy before 1991, but no credible evidence he had symptoms of rheumatoid arthritis before an immunization in 1996.  Employer’s main argument concerning this questionnaire is the lack of subsequent mention of burning feet in later reports.  However, even after Employer began having rheumatoid arthritis symptoms in 1996 and was diagnosed in 1997, he did not include this condition on his post-1996 health questionnaires either.  Thus, the absence of mention of burning feet on post-1991 questionnaires is of little import because Employee also fails to list known conditions for which he is actively treating.

By contrast to this evidence, EME Dr. Bell could only say the chronology was “unclear.”  However, Employee told her his rheumatoid arthritis symptoms came on suddenly in 1996, following a series of hepatitis B vaccinations.  Employee was adamant he had the burning pain in his feet at least for five years prior to developing arthritis symptoms.  EME Dr. Peterson elicited a similar history from Employee.  Employee related his foot symptoms began in the 1990s with no apparent acute onset or trauma.  EME Dr. Dordevich also obtained a consistent history and noted foot problems began in approximately 1990.  Employee told EME Dr. Burton he began complaining about aching and burning feet at some point after being diagnosed with high blood pressure during the mid-1980s.  He tried using gel pads but the problem continued.  During 1996, a hepatitis B immunization caused joint pain and Employee was ultimately diagnosed with rheumatoid arthritis.  

Similarly, SIME Dr. Schleimer could only state he found no clear “documentation” of the neuropathy before Employee’s rheumatoid arthritis diagnosis.  He could only say claims the neuropathy predated the rheumatoid arthritis “cannot be verified.”  However, he could not state with authority the peripheral neuropathy did not precede the rheumatoid arthritis.
Dr. Burton conceded Mr. Burcham, Employee, and Employee’s wife confirmed his history of burning feet preceded a medical diagnosis of rheumatoid arthritis.  Nevertheless, in Dr. Burton’s opinion, the timing of diagnoses versus onset of symptoms is not very meaningful, because no one knows if the burning feet was “the sentinel sign that he was developing rheumatoid arthritis,” which in Dr. Burton’s opinion is just as likely as peripheral neuropathy to cause his burning feet.  He opined in conclusory fashion, the rheumatoid arthritis came before the peripheral neuropathy, based on his review of the data.  Dr. Burton stated the timing of the rheumatoid arthritis diagnosis is “immaterial” because Employee “had the diagnosis” though it had not “been established” and the doctor had not “labeled him” with it yet.  Dr. Burton’s opinion is not credible because his argument is illogical.  Employee could have just as easily “had the diagnosis” for peripheral neuropathy, but was not yet labeled with it by 1991.  In fact, the overwhelming weight of evidence proves he did.

Furthermore, several doctors convincingly opined peripheral neuropathy is not a sentinel sign of rheumatoid arthritis.  If it is caused by rheumatoid arthritis at all, peripheral neuropathy usually presents after rheumatoid arthritis has done its damage.  Here, credible historical evidence places the onset of classic peripheral neuropathy symptoms years before classic rheumatoid arthritis symptoms, as those symptoms are defined by competent, credible medical experts.  In summary, Employee has proven by a clear preponderance of the evidence his peripheral neuropathy predated his rheumatoid arthritis.

B) Causation of the peripheral neuropathy.

Another significant factual dispute is whether Employee’s rheumatoid arthritis, his exposure to arsenic, or some other factor caused his peripheral neuropathy.  This question turns in part on whether substantial evidence supports Employee’s argument there was enough arsenic exposure to cause his chronic illness.  In other words, did Employer suffer an “injury”?

As an initial matter, since Employee’s peripheral neuropathy predated his rheumatoid arthritis by several years, logic dictates the rheumatoid arthritis cannot be the cause of his peripheral neuropathy.  Therefore, that potential cause is ruled out.  This result is supported by the opinion of several competent, credible physicians.  Dr. Parent noted Drs. Takaro, Denton, Dellon, Birnbaum, Heilala, and Armstrong all agreed Employee’s peripheral neuropathy was not caused by his rheumatoid arthritis.  

Second, only two other causes of Employee’s peripheral neuropathy have been offered -- his exposure to arsenic at the plant, and an “idiopathic” cause.  Only Dr. Burton suggested Employee’s peripheral neuropathy has a cause, which is idiopathic, or in other words unknown.  By contrast, the overwhelming weight of credible, competent lay and medical evidence supports Employee’s position arsenic exposure while working for Employer caused his peripheral neuropathy.  For example:

Employee had considerable exposure to arsenic.  He worked seven days on, seven days off, in 12 hour shifts and his job required him to work at a boiler, which produced steam to run the plant.  Oxazolidone and waste oil were burned as a supplemental fuel in the boiler and Oxy contains arsenic.  Only occasionally would Employee be required to wear a respirator.  In 1983 approximately 64,000 gallons of Sulfinol, a toxic chemical containing arsenic leaked into the ground at Employer’s plant and Employee was involved in the cleanup.  Employee requested reimbursement for boots damaged from Sulfinol as a result of a spill on June 9, 1985, slipped on the spill, and fell on his back.  His clothes were soaked in the chemical solution, which is 31% arsenic.  The powder from the dried substances containing arsenic can be carried on the wind or with steam or smoke.  EPA “burning oil” specifications resulted in “6.5 ppm” arsenic found at Employer’s plant with a “5.0 maximum,” allowable limit; other tests showed levels of 11.2, 13.8,  14, and 28.6 ppm arsenic at the plant.  

Employee filed numerous Unocal internal memoranda.  The documents detail concerns about arsenic and arsenic containing chemicals in the subject plant, the boiler, maintenance difficulties with the boiler, cracks and leaks in the boiler, monitoring arsenic both inside and outside the plant, the possibility of up to 100 pounds per year of arsenic being deposited inside the boiler, and provided extensive documentation of arsenic-related and boiler-related issues between February 14, 1980, and December 16, 1995.  Internal Unocal memoranda stated preliminary screening tests performed by the corporate environmental science group and a review of air modeling done for central engineering in 1985 indicated then-current, “worst-case” emissions were several “orders of magnitude” greater than new EPA standards.  This resulted in a decision to stop burning the oxazolidone.  Employer’s internal memorandum highlighted difficulties with boiler B600A and described it as “not without problems to be dealt with,” including degrading refractory insulation, air leaks in the inner and outer skins, pinhole leaks, and external tube wall fouling.  

Prior to 1995, Sulfinol gas purification solvent was used for carbon dioxide removal at Employer’s plant and generated about 750,000 pounds per year of oxazolidone, which was contaminated with arsenic and which was disposed of as a “hazardous waste.”  The B600A boiler at Employer’s plant continued to leak and need repairs through 1995. All of this evidence proves Employee had ample opportunity for exposure to arsenic.

Mr. Garcia corroborated Employee’s testimony the boiler would blow “particulates” out the opening onto workers.  The “gun” was removed from the boiler once or twice per day and when being replaced or cleaned, the boiler would “spit out” particulates and liquid.  He noted:

It’s a big hot zone and everything rises, and as it cools down, you can actually see this stuff go up and come back down.  And we had so many fans and things going, that, even with these big doors that we had in the building, you can see the steam and stuff come back in.  We had a vacuum in there. . . .  It would rise, fall, come back through and go all over again.  You know, it was constantly doing that. 

Mr. Garcia saw Employee “just sopping wet with the liquid” containing arsenic after he slipped and fell down during a torrential spill.  While cleaning this mess up, he and Employee did not wear respirators.

Mr. Burcham similarly explained boiler exposed operators to fumes.  He corroborated Mr. Garcia’s testimony about the boiler spitting back particulates and liquids when the gun was removed.  He noted the gun was inserted into the “wind box” of the boiler, which has pressure.  Mr. Burcham corroborated Mr. Garcia’s testimony concerning escaping steam and water through pinhole leaks and out boiler tube walls.  The subject boiler was never completely repaired and, for as long as Mr. Burcham worked there, Employer had “ongoing problems” with it.  When Employer stopped using Sulfinol, and started using another product called “MDEA,” the system showed increased arsenic levels after Sulfinol was no longer used.

Mr. Kahakauwila convincingly testified when they were using the “gun,” there was pressure inside the boiler and when the gun was removed there was often “blow back” from the boiler and particulate and liquid would come out, including smoke.  During the time the gun was removed, the boiler would be “constantly blowing out smoke and stuff.”  Even in two minutes it took to remove and clean the gun, “lot of times that section of the boiler house would be just full with smoke. . . .”  Sometimes the stack smoke would get sucked back in to the boiler house like “a vortex” when the doors were opened.  He described the boiler as the “boiler from hell,” with frequent leaks, and frequent spills.  Coveralls did not stop the Oxy from getting on the workers.  Whenever the gun was removed to the work bench, there would always be “a trail of liquid behind you”

Learned treatises, relied upon by Dr. Takaro, also provided support for Employee’s position: Arsenic-exposed patients develop destruction of axonal cylinders, leading to peripheral neuropathy.  The classic finding is a peripheral neuropathy involving sensory and motor nerves in a symmetrical, stocking-glove distribution. Onset may develop slowly as a result of chronic exposure.  Recovery from neuropathy induced by chronic exposure to arsenic compounds is generally slow, “sometimes taking years,” and complete recovery may not occur.  

Dr. Parent noted Drs. Takaro, Denton, Dellon, Birnbaum, Heilala, and Armstrong all agreed Employee’s peripheral neuropathy was caused by exposure to toxins at work, particularly arsenic.  Dr. Parent noted in the March 18, 1991 health questionnaire, Employee also reported “frequent stomach or abdominal pain” another symptom of arsenic poisoning.  Dr. Parent concluded Employee exhibited the “spectrum of pathology” resulting from chronic exposure to arsenic.  Arsenic dust in various forms can be inhaled and absorbed through the lungs and in some more soluble forms can be absorbed through the skin.  Both exposure routes have been extensively reported in the literature.  Dr. Parent concluded within a reasonable degree of scientific certainty, Mr. Pietro’s medical problems from his peripheral neuropathy to his skin cancers have been caused or contributed to by his exposures to arsenic during his employment from 1982 to 2002 at Unocal.

Dr. Takaro clearly stated Employee’s findings were consistent with axonal loss, “which is consistent with arsenic poisoning,” as did Dr. Minor who diagnosed heavy metal exposure.  Dr. Takaro is an internist, with a subspecialty in occupational, environmental, and toxicology medicine and holds a Master’s degree in Public Health.  He opined based on Employee’s history, history of plant records, EPA violations, records indicating a significant exposure to arsenic and potential skin exposure, timing of Employee’s peripheral neuropathy, type of peripheral neuropathy he had, i.e., “axonal dying back,” and the absence of other potential causes of peripheral neuropathy, on a more probable than not basis his peripheral neuropathy was caused by his work exposure.  His colleagues at Harborview Medical Center, with whom he collaborated including a toxicologist, a neurologist, two internists, and physicians in training, agreed with his conclusion.  The fact Employee subsequently developed skin cancer strengthened Dr. Takaro’s initial, differential diagnosis Employee developed peripheral neuropathy and skin cancer as a result of his arsenic exposure with Employer.   In forming his opinions, he particularly relied upon the EMG nerve conduction studies, which were “classic” for heavy metal exposure.  Employee’s electrodiagnostic studies showed a symmetrical, distal axonopathy, which is nerve damage in a sock-like distribution in the feet.  Symmetrical peripheral neuropathy in rheumatoid arthritis is “very rare” because to get symmetrical, one must have destruction of the joints in one’s feet symmetrically such that compression would cause the same amount of compression on both sides.  That would be “very unusual.”  Arsenic exposure is more likely to cause a symmetrical peripheral neuropathy because arsenic goes everywhere in the body.  

Dr. Denton stated having “18 years experience in treating heavy metal toxicity, I also concur with Dr. Takaro.  Mr. Pietro’s neuropathy is most likely secondary to his exposure to toxic chemicals at work.”

EME Dr. Peterson said: “In reviewing the extensive file Mr. Pietro and the chemical exposures and MSDS findings, it appears that there is no particular cause attributable to his arthropathy and neuropathy, other than the potential for arsenic exposure.”  EME Dr. Dordevich deferred to Dr. Denton’s report for an opinion as to whether Employee had been exposed to harmful chemicals that could cause his current condition.

Dr. Dellon confirmed Employee has a peripheral neuropathy documented by medical examination and neurosensory testing.  Employee had been extensively evaluated for possible medical and treatable causes of peripheral neuropathy and all known causes “with exception of heavy metal poisoning” had “been eliminated.”  He further stated, unequivocally:

Accordingly, I believe within a reasonable degree of medical certainty and probability, that the neuropathy that you have is causally related to your environmental exposure to toxins working for Unocal.  Also based on the exposure levels I have seen documented in you and based on the known toxins that can be released from the substances that were burned in fuel in your immediate environment that within a reasonable degree of medical certainty and probability, your neuropathy is due to heavy metal poisons.

Dr. Armstrong forcefully opined:

After reviewing all of the above reports which, among other historical aspects, have chronicled no evidence of known predisposing medical conditions which could result in peripheral neuropathy and the documented exposure to arsenic over several years which is a known cause of peripheral neuropathy, I have come to the following conclusion.  While it is established that hair analysis is not 100 percent reliable to detect arsenic exposure due to possible contamination, the fact that it was elevated in his hair and a temporal relationship of the onset of symptoms to exposure, and the fact that there is no other reasonable explanation for neuropathy causes me to believe, more likely than not, that the peripheral neuropathy was caused from exposure to arsenic working at the Unical [sic] facility.  This opinion is also shared by Dr. Takaro and referenced in his July 8, 2003 note.  As his specialty is Occupational Medicine, I would lend considerable credence to his opinion.  

By contrast, only Dr. Burton, Dr. Bell and SIME Dr. Schleimer disagree.  Dr. Burton’s opinion is given very little weight.  Only Dr. Burton concluded there was no history and no evidence of any arsenic exposure to Employee while working at the plant.  As the Supreme Court noted in its decision, Dr. Burton’s opinion is not supported by the evidence.  Four lay witnesses testified of Employee’s significant arsenic exposure over the course of several years at the plant.  Dr. Burton could not say how much arsenic it would take to make Employee developed peripheral neuropathy.  As the court noted, Employee does not have to quantify the amount of arsenic to which he was exposed.  All he needs to prove is he was exposed to enough arsenic and provide credible medical evidence to support a cause-and-effect relationship between the arsenic exposure and his peripheral neuropathy.  Contrary to Dr. Burton’s opinion, Employee has met that burden of proof as discussed above.  In light of all the evidence and factual findings above, Dr. Burton’s testimony Employee was exposed to no more arsenic than any other person eating dinner, was wholly incredible.  Dr. Burton’s opinions are thus rejected.

Dr. Schleimer’s opinion is given very little weight because he could find no clear “documentation” of the neuropathy before Employee’s rheumatoid arthritis diagnosis.  This decision determined substantial evidence supports the finding Employee’s peripheral neuropathy predated his rheumatoid arthritis.  Nonetheless, Dr. Schleimer stated if Employee had no other explanation for his neuropathy, he would consider the arsenic diagnosis “more seriously.”  Since rheumatoid arthritis has been eliminated as a contender, Dr. Schleimer’s alternate opinion at least implicitly supports Employee’s position.

Lastly, Dr. Bell’s opinion is also given very little weight because her opinions are conclusory with little analysis.  Thus, Employee’ has proven by an overwhelming preponderance of the evidence his peripheral neuropathy was caused by his exposure to arsenic while working at Employer’s plant. It arose out of an in the course of his employment.

2) Did Employee prove, by a preponderance of the evidence, his basal cell carcinoma and melanoma arose out of and in the course of his employment with Employer? 
The question here is similar to the one above -- did Employee suffer an “injury”?  The above factual findings related to peripheral neuropathy apply equally well to the cancer issue, in so far as they relate to Employee’s exposure to arsenic at the workplace.  Those findings and analyses are incorporated here by reference.  Additionally, there is no medical evidence Employee had any pre-employment history of skin cancer.  There is no convincing history Employee had any recreational or excessive exposure to ultraviolet light.  Arsenic is known to be a cancer-causing substance.  Dermatological conditions, including cancers, are a known symptom of arsenic poisoning.  In April 2006, Employee was diagnosed with skin cancer.

This decision established with substantial evidence Employee had long-term, low-level arsenic exposure while working for Employer.  Dr. Parent confirmed basal cell carcinoma is reported to be caused by chronic arsenic exposure and some literature reports melanoma related to arsenic intoxication.  He opined Employee’s scenario is very consistent with chronic arsenic intoxication.

Dr. Takaro similarly opined the timing and sequence of Employee’s symptoms also supported his opinion the arsenic exposure caused Employee’s skin cancers.  Of note, skin cancer caused by arsenic has latency between 10 and 15 years.  This latency fits reasonably well with Employee’s exposure to arsenic while working for Employer.  In respect to other causes of Employee’s cancer, the most likely being exposure to ultraviolet light, Dr. Takaro convincingly stated if anything, arsenic in Employee’s system would make him more prone to skin cancer from ultraviolet light.  In his opinion, to a reasonable degree of medical probability, no other possible source of exposure or potential causation of skin cancers even came close to approximating the exposures documented to arsenic from Employer’s plant.  Lastly, scientific literature shows a strong association between arsenic exposure and skin cancers.  This is substantial evidence proving Employee’s cancers were caused or aggravated by his exposures to arsenic at Unocal.
By contrast, Dr. Burton’s contrary opinion is again given little weight primarily because he did not consider the fact there was any arsenic exposure in the plant.  As discussed above, this was not an accurate assumption and finding on his part, and his opinion is rejected in favor of Dr. Takaro’s.  Nonetheless, even Dr. Burton conceded it is possible Employee’s skin cancer could be caused by arsenic exposure.   Accordingly, Employee has proven by a preponderance of the evidence his skin cancers subject of this claim were caused by his work for Employer.  They arose out of and in the course of his employment.
CONCLUSIONS OF LAW

1) Employee proved, by a preponderance of the evidence, his peripheral neuropathy arose out of and in the course of his employment with Employer.

2) Employee proved, by a preponderance of the evidence, his basal cell carcinoma and melanoma arose out of and in the course of his employment with Employer. 

ORDER

1) Employee’s peripheral neuropathy arose out of and in the course of his employment with Employer and is a compensable injury.

2) Employee’s basal cell carcinoma and melanoma arose out of and in the course of his employment with Employer and are compensable injuries. 
3) The parties are directed to attempt to resolve any remaining issues.  If unresolved issues remain, any party may seek relief through a prehearing conference on an existing claim, a new claim or a petition.
4) Jurisdiction is reserved over any claims for specific indemnity, medical, vocational rehabilitation, PPI, interest, or attorney’s fees and costs, or other benefits, which will be heard in a subsequent hearing upon due notice.
Dated in Anchorage, Alaska on April 15, 2011.
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APPEAL PROCEDURES

This compensation order is a final decision.  It becomes effective when filed in the office of the Board unless proceedings to appeal it are instituted.  Effective November 7, 2005 proceedings to appeal must be instituted in the Alaska Workers’ Compensation Appeals Commission within 30 days of the filing of this decision and be brought by a party in interest against the Board and all other parties to the proceedings before the Board. If a request for reconsideration of this final decision is timely filed with the Board, any proceedings to appeal must be instituted within 30 days after the reconsideration decision is mailed to the parties or within 30 days after the date the reconsideration request is considered denied due to the absence of any action on the reconsideration request, whichever is earlier. AS 23.30.127.

An appeal may be initiated by filing with the office of the Appeals Commission: (1) a signed notice of appeal specifying the board order appealed from and 2) a statement of the grounds upon which the appeal is taken.  A cross-appeal may be initiated by filing with the office of the Appeals Commission a signed notice of cross-appeal within 30 days after the board decision is filed or within 15 days after service of a notice of appeal, whichever is later.  The notice of cross-appeal shall specify the board order appealed from and the grounds upon which the cross-appeal is taken.  AS 23.30.128.

RECONSIDERATION

A party may ask the Board to reconsider this decision by filing a petition for reconsideration under AS 44.62.540 and in accordance with 8 AAC 45.050.  The petition requesting reconsideration must be filed with the Board within 15 days after delivery or mailing of this decision.

MODIFICATION

Within one year after the rejection of a claim, or within one year after the last payment of benefits under AS 23.30.180, 23.30.185, 23.30.190, 23.30.200, or 23.30.215, a party may ask the Board to modify this decision under AS 23.30.130 by filing a petition in accordance with 8 AAC 45.150 and 8 AAC 45.050.

CERTIFICATION

I hereby certify the foregoing is a full, true and correct copy of the Final Decision and Order in the matter of PAUL D. PIETRO Employee / applicant v. UNOCAL CORPORATION, Employer; UNION OIL CA. / UNOCAL, insurer  / defendants; Case No. 199530232; dated and filed in the office of the Alaska Workers’ Compensation Board in Anchorage, Alaska, on April 15, 2011.







______________________________










Sertram Harris, Clerk
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� “As” is the symbol for arsenic.


� “Material Data Safety Sheet.”
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