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ALASKA WORKERS' COMPENSATION BOARD

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

	PAUL D PIETRO, 

                                Employee, 

                                      Applicant,

                                              v. 

UNOCAL CORPORATION,

(Self-Insured)            Employer,

                                      Defendant.
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	FINAL DECISION AND ORDER

AWCB Case No.  199530232
AWCB Decision No.  07-0260 

Filed with AWCB Anchorage, Alaska

on August 27, 2007


The Alaska Workers’ Compensation Board (Board) heard the employee’s claim for benefits on June 19, 2007 at Anchorage, Alaska.  Attorney Michael Jensen represented the employee.   Attorney Richard Wagg represented the employer.  We kept the record open for submission of a comprehensive affidavit of fees and additional briefing, and closed the record on July 26, 2004 when we first met after the pleadings were filed.  


ISSUE
Whether to grant modification of our prior decisions in Pietro v. Unocal, AWCB Decision No. 05-0287 (November 4, 2005) (Pietro I), or AWCB Decision No. 05-0317 (November 30, 2005) (Pietro II (Reconsideration Denied)), under AS 23.30.130.  


SUMMARY OF THE EVIDENCE
The following recitation of facts is limited to those necessary to decide the limited issue before us, listed above.  We incorporate by reference the facts as detailed in Pietro I, and Pietro II.  The employee began working for the employer in November, 1982 and continued through February 12, 2002.  He was initially employed as a physical operator and later being promoted to Unit Coordinator.  He retired on February 12, 2002, due to complaints of pain in his feet;  he has been diagnosed with peripheral neuropathy (PN) which he asserts is the result of exposure to arsenic at his workplace.  The employee worked seven days on, seven days off, in 12 hour shifts.  His job required him to work at a boiler known as B-600A, which produced steam to run the plant.  A chemical known as Oxazolidone (Oxy) and waste oil was burned as a supplemental fuel in the boiler.  Oxy contains arsenic.  

The employee testified at the September 1, 2005 hearing, and at his April 1, 2004 deposition.  At the hearing, he testified he and his co-workers began burning Oxy in his unit’s boiler in 1985.   He testified that the boiler required a “gun” be inserted and pulled out from the boiler about once or twice a day.  He testified that when the gun was pulled out, Oxy would spill out or it would get blown out of the cap to the gun.  He testified that the boiler would atomize the oxy and other chemicals.  In June of 1985, a solution of Soltinal spilled in the boiler house, and he slipped on the spill, falling on his back;  his clothes were soaked in the chemical solution.  He testified that only occasionally would he be required to wear a respirator, and he was never selected to wear an arsenic monitor.  

Regarding his complaints of foot pain, the employee testified that he first noticed painful feet beginning in “the late 80’s” primarily in his left foot, and within a few years, bilaterally.  He began wearing shoe inserts in his work boots.  He stated that the pain gradually got worse over the years, and he attributed the pain complaints to long hours standing and walking while at work.  He testified that as a operator, he was standing or walking 65% of the work day;  as a Unit Coordinator, he was standing or walking 50% of the time.  In his 1991 annual employment health questionnaire, the employee noted “pins and needles” and a “burning” sensation in his feet.  In 1997 the employee was also diagnosed with rheumatoid arthritis (RA), and his doctor noted that his “feet burned at the end of day of prolonged standing.”   At hearing, he describes the pain as a burning underneath his toes, but not at his heels.  

Raymond Garcia also testified at the September 1, 2005 hearing;  he worked at the employee’s plant from December, 1977 until June of 2003.  He started in maintenance and then moved to operations with the employee.  He testified that the Solfonal burned in the boiler was a scrubbing agent, and that the arsenic was for corrosion control.  He testified that the gun was out once or twice per day, and that when replacing, the gun would spit out particulates and liquid.  He stated that the exhaust stacks from the boiler had arsenic monitors since at least 1985.  He testified that the Oxy stopped being burned in 1991.  

Edwin Burcham, also testified at the September 1, 2005 hearing;  he worked at the employee’s plant from 1977 until 2003, and has since returned to work for the employer.  He was an operator, then Unit Coordinator, and ultimately, Shift Supervisor.  He testified the Oxy stopped being burned in 1991, and that the plant was in business to make fertilizer.  He knew of the employee’s complaints of foot pain, and was aware of his arthritis complaints with his feet.  

Charles Kahohavwila, also testified at the September 1, 2005 hearing;  he worked at the employee’s plant from 1980 until 2003, and has returned to working for the employer since April, 2005.  He worked as a boiler house operator.  He often worked with the employee and they would burn Oxy and Solondol.  He testified that when they were using the gun, there was often blow back from the boiler and particulate and liquid would come out.  He testified that he knew there were traces of arsenic in the boiler smoke, and that sometimes the stack smoke would get sucked back in to the boiler house when the doors were open.  He described the particular boiler he and the employee work on as the “boiler from hell” and that the frequent spills necessitated using coveralls in the late 1990’s.  

Jeanette Pietro, the employee’s spouse, also testified at the September 1, 2005 hearing.  She testified that the employee would often come home with chemicals spilled on his clothes, and that he frequently had to have his work boots replaced.  She stated that he began complaining about his feet in the late ‘80’s and that she would rub his feet to alleviate his symptoms.  She testified they attributed his pain complaints to working long hours and lots of overtime.  She recalled that his shoulders began hurting in 1996 and shortly thereafter, the employee was diagnosed with rheumatoid arthritis.  She testified that the foot complaints gradually got worse and that the employee described his pain complaints as “like he was walking on blisters.”  


SUMMARY OF THE PERTINENT MEDICAL EVIDENCE
As is common in medically complex cases, disputes arose between the employee’s physicians and the employer’s physicians.  Based on these disputes, at the request of the Board the employee was examined by Jonathan Schleimer, M.D., for a second independent medical examination (SIME) on September 23, 2004.  In his October 11, 2004 report and December 22, 2004 addendum, Dr. Schleimer conducted a review of the pertinent medical records relating to the employee’s foot complaints.  We found his summary of the records accurately and succinctly summarized the records, and we incorporate his summary as follows:  

SECOND INDEPENDENT MEDICAL EVALUATION

(SIME}

Dear [Workers’ Compensation Officer]:

At your request and at the request of the parties, Mr. Paul Pietro presented to this office on September 23, 2004 for the purposes of a comprehensive Independent Second Medical Evaluation. The examination consisted of a comprehensive history, physical examination, and review of medical records as well as electrodiagnostic studies which were authorized.

The patient is a 59 year old right-hand-dominant gentleman who reports working for Unocal for over 22 years. He describes the following ongoing current symptoms.

CURRENT SYMPTOMS

The patient describes constant burning, numbness and aching in both feet as his chief complaint.

Secondary complaints are that of rheumatoid arthritis, whereby he has multijoint pain, including neck, shoulders, wrists, hands, knees, hips and elbows.

HISTORY

The patient reports that he has worked for Unocal for over 22 years. In the 1980's he first began noticing pain, burning and a numbing type sensation in his feet. At the time he was working as an operations worker and was working 12 hour shifts quite frequently.  Over time the symptoms insidiously worsened.  Of note is that throughout the 1990's he noted regular exposure to a variety of chemicals, including solvents, hydrazine and what he describes as "oxy". He describes being exposed to hazardous waste which they were burning, which had some arsenic content. In 1996, he noted increasing symptoms and had pain and aching in the right shoulder after a hepatitis shot. It was at that time that he was diagnosed with rheumatoid arthritis. He noted no significant change in the neuropathy. The patient received some medications and the rheumatoid arthritis improved with methotrexate and Plaquenil.  The shoulder got better, though the burning and painful feet did not. He was ultimately diagnosed with a peripheral neuropathy, though has not as of yet had nerve conduction studies.  Because of worsening problems with his rheumatoid arthritis, he went to a rheumatologist and also went to the Mayo Clinic for a second opinion.  By 2002, he had to go off work on medical disability because of his rheumatoid arthritis. He notes, though, that the painful burning feet were also a persistent symptom.  He has seen other specialists, inclusive of a toxicologist and an internist and does note some tests being sent, including heavy metal screens. The patient has been advised that he has peripheral neuropathy, though it is uncertain again that this was by a neurologist.  He continues to see a rheumatologist and is maintained on anti-rheumatoid arthritis medications which is keeping this somewhat at bay.

CURRENT MEDICATIONS 

The patient is currently taking methotrexate, Arava, amitriptyline, propoxy/napsy/APAP, Bextra, folic acid, hydrochlorothiazide, Niaspan, Zeita and Avapro. 

PRIOR MEDICAL ILLNESSES

Notable for the following:

1. Rheumatoid arthritis.

2. Hypertension.

He has no known history of diabetes, which has been ruled out, as has vitamin B12 deficiency.

FAMILY HISTORY

Positive for rheumatoid arthritis, but not for peripheral neuropathy.

PRIOR INJURIES

None significant.

BACKGROUND HISTORY

The patient is married with four children. He does not smoke or drink alcohol. He is currently medically retired on Disability.

REVIEW OF RECORDS

Unocal. Appears to be audiology screening tests were reviewed. Additional date from Unocal was reviewed.

3/6/91

This is a report from Unocal having to do with quality control, which was reviewed.

5/1/91

Unocal doctors screening exam. This is normal including neurologic checked off. Other listed problems by Dr. Peter Hanson at the clinic were hypertension, treated, hiatal hernia.

5/22/92

This is an ESDRCRA inspection report, which was reviewed.

7/7/97

Handwritten notes. Pt presented for hepatitis vaccine. Seen by an orthopedic neck specialist.

7/31/97

Dr. Lee Schlosstein, rheumatology assessment noted pt presented with arthritis and small joints, hands, wrists, shoulders and feet. Problem began after hepatitis B injection. Noted stiffness, pain, swelling. There were no rashes or sunlight sensitivity. Pt had been started on methotrexate. Pt had DDD. There was questionable dx hemachromatosis. Pt was on antihypertensives. Examined the pt and diagnosed serial positive arthritis consistent with rheumatoid arthritis, hypertension and history hemachromatosis. No mention of a peripheral neuropathy here.

l/18/98

Notable for the blood counts which included normal white blood cell counts, normal hematocrit, hemoglobin. The MCV was normal. White count c~ll counts were all normal.

2/8/98

Personnel training outline regarding arsenic.

2/27/98

Dr. Lee Schlosstein. Follow-up for dx rheumatoid arthritis, medications prescribed. He also diagnosed hypertension, hemachromatosis.

4/13/98

Unocal examining physician's notes noted PFT's were normal. Audiogram bilateral high frequency hearing loss, E KG normal sinus. Pt diagnosed rheumatoid arthritis with arthropathy. On methotrexate. No dx for neuropathy noted here.

4/13/98

P.A. at Unocal noted pt having had cardiac risk factors. This is a stress cardiac test which was performed.

4/14/98

Blood counts were performed, including c.b.c., chemistries, all of which were normal. Hepatitis B surface antigen was reactive.

10/14/99

Dr. Lee Schlosstein. Follow-up for rheumatoid arthritis. Pt was doing well, working 12 hour shifts without difficulty. Minor discomfort in hands. Impression was rheumatoid arthritis under excellent control. There is no mention of a peripheral neuropathy here.

5/10/00

Dr. Schlosstein follow up for dx rheumatoid arthritis on methotrexate.

7/31/00

Notable for all of the blood cell counts being normal, liver panel being normal.

2/23/01

Dr. Kenneth Pervier. Pt seen, complaints included buzzing in ears, feeling somewhat off balance. Some concern about noise exposure. Pt was seen at the Mayo Clinic, recommended medications for rheumatQid arthritis. MRI scan noted deep white matter changes. Examination noted intact cranial nerves, sensation was entirely intact. Impression was rheumatoid arthritis, likely involving the inner ear, some noise exposure. No mention of peripheral neuropathy as a dx.

5/8/01

Dr. Katherine Harmon rheumatology consultation which was reviewed. Noted multijoint areas of pain. Here it indicates the pt had morning stiffness as well as feet pain, according to wife in the last month that this was the first time there was visible evidence that it has impaired his walking. In this history it indicates that six months ago there was some intensification of burning and aching sensation in feet with knee pain. Impression was rheumatoid arthritis. This is from the Mayo Clinic.

8/29/01

Dr. Michael Armstrong. Internal Medicine rheumatology follow-up for dx rheumatoid arthritis since 1997. Noted symptoms inclusive of morning stiffness, multijoint pain, hand pain. Burning pains in the MTP joints noted. Impression included seropositive rheumatoid arthritis, hemachromatosis ? hyperlipidemia.

11/12/01

Dr. Chris Mickelson. This was presentation for acute lower back pain, felt to be a lumbar strain.

11/26/01

Records from alternative medicine clinic.

2/1/02

Dr. Sandra Denton. This is review of results of her analysis. This indicated high arsenic and cadmium. There was upper range of normal lead and mercury. Noted precipitating event of arthritis, hepatitis B. Thyroid tests were normal. Suggested treatment for heavy metal detoxification.

4/9/02

Occupational medicine clinic, Dr. Stacy Newsom. Pt was referred to the clinic by.. his lawyer for concern of heavy metal exposure. Here it indicates pt reporting onset of constant burning in soles of feet since 1993. also noted arthralgias, metatarsal phalangeal joints. There was no numbness or weakness. History of diabetes, no history of alcohol use. There was noted metatarsal phalangeal joint pain. There were positive hair arsenic levels felt to be elevated.

Urine sample was only elevated for copper. Here it described potential exposures. An examination was performed which included intact sensation distally, slight decreased vibratory sensation. Noted impression inclusive of possibility of arsenic exposure. Was noted that hair analysis is subject to contamination and generally considered to be unreliable. 24 hour collection felt to be more reliable. No evidence of ongoing exposure. Was noted that the effects of arsenic would tend to improve following removal. She diagnosed rule out peripheral neuropathy. Also noted rheumatoid arthritis, which would not be felt to be related to exposures.

4/20/02

Dr. Timothy Tacaro. Performed an examination, noted that the 24 hour urine collection was normal for any heavy metals. Pt on exam has evidence for peripheral neuropathy with some decreased vibration sensation. He included in the differential dx vitamin deficiencies, toxic exposures. Noted that the pt does not have any evidence of arsenic currently in his urine and that exposure certainly should have been reduced since 1995. There was no reason to suspect ongoing arsenic exposure.  Was noted rheumatoid arthritis has been associated with peripheral neuropathy.

6/11/02

Foot specialist Dr. Heilala. Follow-up noted decreased sensation, possible tarsal tunnel syndrome, radiculopathy.

10/5/02

Blood counts normal.

10/10/02

Follow up Dr. Schlosstein. Follow up for rheumatoid arthritis. Looks like there were some complaints here noted about feet pain. Sensory exam was intact.

7/8/03

Initial clinic consultation. Dr. Timothy Tacaro. Noted that it was more likely than not that the patient's peripheral neuropathy was either caused by or exacerbated by arsenic exposure. Noted no response to gabapentin. He indicates that the timing of the peripheral neuropathy relative to the rheumatoid arthritis makes RA less likely.

7/14/03

IME Dr. Dejan Dordevich. Listed the current problems inclusive of aching and burning, fever, rheumatoid arthritis and arsenic heavy metal exposure. He summarized the history, performed an exam, noted some tests inclusive of a urine test 1/8/02 indicating heavy metals were within reference range. He did review Dr. Denton's findings. He noted the 3/8/01 Mayo Clinic evaluation for arthritis with dx of rheumatoid arthritis, pt being placed on methotrexate and other medications. He reviewed Dr. Stacy Newson, who opined that the patient had arsenic exposure. She notes a hair sample analysis could be subject to contamination and considered unreliable method. He indicated 24 hour urine collection is the most reliable method of ongoing exposure, but will not provide information about past exposures. Notes that the patient's symptoms worsened since '95, not giving strong temporal relationship to exposure. Other dx was rule out peripheral neuropathy. Noted that patients can have distal sensory neuropathies with rheumatoid arthritis, which would be unusual early in its course. Was noted the absence of G.I. or dermatological complaints indicating arsenic exposure. Suggested 24 hour urine metal screen. The doctor went on to form an opinion here that being rheumatoid arthritis, peripheral neuropathy suspect secondary to #1 with alleged exposure to heavy metals. The doctor went on to indicate that the rheumatoid arthritis was not work-related, and he could not establish a causal relationship to the peripheral neuropathy, opining that the peripheral neuropathy was related to rheumatoid arthritis. This doctor was listed as an orthopedic rheumatologist. 

7/14/03

Dr. Gerald Peterson, D PM. IME examination. Appears to be defense requested. There was dx of the patient having inflammatory joint disease form rheumatoid arthritis with possible peripheral neuropathy. It was not felt that the arthropathy or neuropathy was causally related to work exposure.

7/14/03

Dr. Lynne Bell, M.D., Ph.D. also IME examination from Star Medical, the same group, requested by defense. Careful review of the duplicated medical records. Was noted that the patient was vested in the notion that the neuropathy started before the rheumatoid arthritis, however, the medical file is not clear that this is true. Was indicated the patient had possible mild peripheral neuropathy, was noted the patient as of yet has not undergone electrodiagnostic studies and this should be required. His current dx is rheumatoid arthritis with MTP joint pain and distal axonal sensory neuropathy. She deferred to the rheumatologist regarding rheumatoid arthritis. She suggested electrodiagnostic studies. She also indicated additional blood tests to look into other causes of neuropathy and that it was possible the peripheral neuropathy is due to rheumatoid arthritis.

7/15/03

Dr. Brent Burton, Star Medical IME. The doctor is an occupational and environmental toxicity specialist. The doctor opined that there was a dx not being established on a consistent basis on physical exam, with the work history failing to demonstrate he experienced any significant exposures to toxic substances. The doctor felt that the objective data did not diagnose peripheral neuropathy as being established. It was noted the patient was having increased symptoms following exposure, which would argue against a toxic neuropathy, that a proper diagnosis for neuropathy should be based on EMG and nerve conduction tests and possible nerve biopsy. He also opined the dx of rheumatoid arthritis has not been established. Assessment here was history of unconfirmed rheumatoid arthritis and peripheral neuropathy, hypertension.

7/25/03

Dr. Armstrong. This was medical follow-up for rheumatoid arthritis, additional notes from Dr. Armstrong were reviewed.

10/7/03

Dr. Verneeda Spencer, oncology-hematology clinic. Pt presented, history of recent elevated LFT's. Dx: rheumatoidarthritis. There  is a listing of some of the blood tests as well as liver enzymes which were normal. Here past medical history notable for neuropathy times two years related to chemical exposures. Impression was increased serum ferritin, question rheumatoid arthritis, hyperlipidemia, ? hemachromatosis. She arose the possibility of hemachromatosis suggested additional blood tests.

11/8/03

Dr. A. Lee Dellon.  Plastic surgery and neurosurgery.  Presented with complaints consistent with peripheral neuropathy.  He had received conflicting information.  Concerned about dx of rheumatoid arthritis.  He noted normal range of motion of the hands and feet.  He felt that the pt’s complaints could be attributed to rheumatoid arthritis and that he felt that there was mild, if any, evidence for rheumatoid arthritis and certainly no evidence for active disease.  He thought it was unacceptable to believe that his peripheral neuropathy could be related to rheumatoid arthritis.  He suggested quantitative sensory studies looking for a treatable neuropathy, and that the most likely cause for peripheral neuropathy was occupational exposures.  

10/9/04

This is Dr. Neil Birnbaum. Here, it indicates that the patient's chief complaint was neuropathy of feet, with arthritis. It was noted that there was multi-joint development of rheumatoid arthritis in the late-1990s. He noted that the patient had well-documented rheumatoid arthritis. It appears to be under reasonably good control. It was not felt that the rheumatoid arthritis was related to industrial exposure. He indicates that the patient has peripheral neuropathy, with a normal intact neurologic exam. He did not believe that the peripheral neuropathy would be attributed to rheumatoid arthritis, although on rare occasions, rheumatoid arthritis can have neurologic involvement. This usually happens in severe active rheumatoid disease. He also indicates that the patient's food symptoms predate development of the joint complaints. He deferred to neurologists and toxicologists regarding the peripheral neuropathy.

11/12/04

Dr. Lee Dellon. This is clarification regarding his opinions regarding the cause of the patient's peripheral neuropathy. He documented the patient having peripheral neuropathy. He opined that all known causes of peripheral neuropathy, with the exception of heavy metal poisoning, had been eliminated. He described that the heavy metal test screen done on October 26, 2004 was convincing, and that the arsenic level was too high. Other metals were described as elevated. He describes upon his physical examination evidence of localized signs of nerve entrapment at the ankle. He also indicated, based upon his exam, that the patient had no active evidence for disease or joint deformities, and therefore, there was not a rheumatologic basis for his peripheral nerve problems. He suggested traditional electrodiagnostic studies, and did not believe that they had been done.  He noted an IME exam performed by the undersigned, whereby I opined that rheumatoid arthritis was associated with small fiber neuropathy. He opined that the patient does not have a small fiber neuropathy, because he cannot identify cutaneous pressure thresholds, which are large fiber problems. He indicates that rheumatoid arthritis neuropathies would not be just small fiber. He describes certain detection thresholds as indicating large fiber abnormalities. He notes a rheumatology evaluation assessed the neuropathy, and it would not be attributed to rheumatoid arthritis. He indicates with a reasonable degree of medical certainty that the neuropathy was caused by heavy metal exposure.  

11/17/04

Dr. Michael Armstrong.  There are the conculsions.  He did not opine that the work caused or aggravated the rheumatoid arthritis.  He also opined that based upon the hair sample, the neuropathy was most likely secondary to arsenic exposure.
Michael Armstrong, M.D., testified by deposition on August 3, 2005.  He testified he is a specialist in internal medicine, with a subspecialty in rheumatology.  (Dr. Armstrong dep. at 5).  He has treated the employee’s rheumatoid arthritis since August 29, 2001.  Dr. Armstrong noted the first rheumatoid arthritis complaints appear in 1997, and that his foot complaints precede this date.  (Id. at 8, 12).  Regarding the causation of peripheral neuropathy and the employee’s alleged exposure to arsenic, Dr. Armstrong commented:  

It’s a well-recognized manifestation of arsenic poisoning, if you will, while there may be other that can involve gastrointestinal track and the skin, what they call hyperkeratosis, callous-like – accentuated callous formation of the palms and soles

. . . 

Then and now, I did not feel that the peripheral neuropathy, or believe, if you will, on a  more-likely-than-not basis that the peripheral neuropathy was from rheumatoid arthritis.  . . . And secondly, because that, in my – to my mind and experience and knowledge is a rare event, we have superimposed apparently a history of exposure to something which is more likely to cause a neuropathy.  (Id. at 19 - 20).  
Dr. Armstrong considers the employee to be permanently and totally disabled related to the bilateral pain in his feet, related to the neuropathy, which limits his ability to stand and walk. (Id. at 27).  Dr. Armstrong believes the major contributing factor to the employee’s disability from work is the peripheral neuropathy condition. (Id. at 31).  

On July 27, 2005 Timothy Takaro, M.D., testified by deposition;  he is a specialist certified in occupational and environmental medicine.  Dr. Takaro testified consistent with his July 8, 2003 report, wherein he opined that he believes that, on a more likely than not basis, the employee’s peripheral neuropathy is either caused by or exacerbated by his exposure to arsenic at the employer’s facility.  (Dr. Takaro dep. at 32).  He testified that the employee’s peripheral neuropathy is not related to his long preexisting rheumatoid arthritis.  (Id. at 20).  Dr. Takaro stated that the employee’s EMG studies “support the notion that this is a dying back type of peripheral neuropathy or an axonal loss type of peripheral neuropathy” as opposed to a compression type of neuropathy and it is unlikely that the damaged nerves can repair themselves. (Id. at 21 - 22).  At 39 to 40 Dr. Takaro testified:  

Q.
Okay.  In looking at your report that came out in April, or from your April 9, 2002 visit, in that report it seems to me, in reviewing it, that your felt it wasn’t that likely that his condition was the result of arsenic exposure, it appears, because the exposure had been reduced or had largely occurred prior to 1995, and that his symptoms continued to worsen, which you indicate reduces the likelihood that arsenic can be implicated.

It sounds to me like you’ve now changed your opinion, and I’m wondering specifically what it is that has caused you to change your opinion on the relationship.  

A.
It’s the worsening of his nerve conduction velocities and the concept that – which in fact I read more on since I made that conclusion.  But there is a point of no return where nerves just don’t repair themselves anymore.  

And in the case of a demyelinating neuropathy like that seen in the nerve conduction velocities and EMG’s in Mr. Pietro’s case, that demyelinization just continues inexorably.  

On August 24, 2005 Arnold Dellon, M.D., testified by deposition;  he is a specialist certified in plastic surgery, and runs the Institute for Plastic Surgery and Peripheral Nerve Surgery in Maryland and Arizona.  Dr. Dellon testified:  “My opinion, within a reasonable degree of medical certainty and probability, is that the peripheral neuropathy (in the employee) occurred or preceded before his rheumatoid arthritis.”  (Dr. Dellon dep. at 11).  Dr. Dellon opined:  

Q.
And based upon your examination of Mr. Pietro, these test results, as well as the nerve conduction studies, is it your opinion that – again, is it your opinion that his peripheral – that the work he did at Unocal was a substantial factor in causing his peripheral neuropathy?  

A.
Within a reasonable degree of medical certainty and probability, the work Mr. Pietro did at Unocal was the cause of his having a peripheral neuropathy related to arsenic.  (Id. at 19).  

Dr. Dellon acknowledged:  

Q.
You have not in any way studied arsenic poisoning and its impact on the peripheral nerves?

A.
No.  I haven’t seen a specific experimental study on arsenic.

Q.
Okay.  So to the extent that your are indicating that arsenic may be the cause of Mr. Pietro’s peripheral neuropathy, are you merely speculating that it acts the same way as lead poisoning?

A.
Yes.  I’m speculating that all the metals that are considered heavy metals produce toxicity to the nerve in a similar fashion. (Id. at 22).  

On August 8, 2005, Dejan Dordevich, M.D., testified by deposition;  he is a specialist certified in immunology and internal medicine, with an active practice in rheumatology and immunology.  He testified consistent with his examination and report of July 14, 2003.  Dr. Dordevich agrees that the employee has rheumatoid arthritis based on the records and the employee’s history.  (Dr. Dordevich dep. at 10).  When examined in 2003, Dr. Dordevich would not have restricted the employee from work in any fashion.  (Id. at 12, 15).  Dr. Dordevich testified that the employee’s peripheral neuropathy was secondary to the rheumatoid arthritis, and explained.  

The peripheral neuropathy frequently accompanies rheumatoid arthritis, and there are two types of peripheral neuropathy.  Most common one is the so-called Type 1, which shows as a mild symmetric sensory neuropathy of the lower extremities, usually of feet.  And the other neuropathy that – then there’s another form which is much more debilitating and aggressive.  And I felt that he had this first form which is mild sensory neuropathy.  This was based on his examination.  He had some impaired vibratory sensation and his complaints of pain and burning in his feet.  . . . This type of a neuropathy has been described fairly regularly with rheumatoid arthritis. (Id. at 13 - 14).

Regarding Dr. Dellon, Dr. Dordevich opined:  

And let me just comment on Dr. Dellon a little bit.  It seems that Dr. Dellon apparently is quite unaware  that there are several different types of neuropathies that are seen with rheumatoid arthritis.  What he describes is the most common form and the – carpal tunnel syndrome is one of the complications of rheumatoid arthritis.  There is a condition called tarsal tunnel syndrome which is a kind of medical equivalent to carpal tunnel, which occurs down in a patient’s feet.  But these are only varities of peripheral neuropathy that occurs with rheumatoid arthritis.  

But the other neuropathy that is the sensory mild neuropathy that Dr. Dellon doesn’t really mention, and I don’t know whether he’s aware of it, is due to vascular and immune complex deposition that occurs in a peripheral nerve.  So he does not have – Mr. Pietro does not have a tarsal tunnel neuropathy, and that is the only one that Dr. Dellon mentions.  

I think that his differential diagnosis and his, I think, understanding of how rheumatoid arthritis may involve Mr. Pietro’s feet is quite narrow, and I think that does not consider possibilities which are real explanations for Mr. Pietro’s problems. (Id. at 15 - 16).  

Dr. Dordevich testified that there is no evidence to indicate that rheumatoid arthritis is caused by or aggravated by arsenic exposure. (Id. at 19).  Dr. Dordevich testified that the evidence supporting any chronic arsenic exposure is “very, very tenuous.” (Id. at 20).  Individuals with arsenic exposure also present with gastrointestinal problems, nausea, vomiting, alterations in skin appearance, shedding of the skin of palms and feet, liver dysfunction, aplastic anemia, and lung problems, none of which are or were present in the employee. (Id. at 21).  “So what I’m telling you is that Mr. Pietro’s diagnosis of chronic arsenic poisoning has not been at all established.” (Id. at 25).  

Brent Burton, M.D., testified live at the September 1, 2005 hearing, consistent with his EME report of July 15, 2003.  Dr. Burton is a specialist in toxicology and has also has a Master of Public Health;  currently he is a consultant to the Oregon Poison Center and he works full time in the field of occupational medicine, evaluating and treating environmental and work exposures.  He described his process of evaluation as follows:  1. Taking history from the patient;  2. Physical examination;  3. Review of diagnostic studies;  and 4. Rendering a conclusion.  

Dr. Burton testified that he is familiar with exposures to arsenic, and described the chemical as one that is poorly absorbed through the skin.  He stated that it highly unusual to have only one thing wrong with an arsenic exposure, such as peripheral neuropathy, that you would have to see other problems indicating an overall illness, such as gastrointestinal, cardiac, or dermatologic problems.  He testified that symptoms of an arsenic exposure would have immediate onset, within hours;  furthermore, once exposure stops, arsenic is excreted quickly by the body.  Dr. Burton acknowledged that exposure to arsenic can cause peripheral neuropathy, but opined that there is no objective evidence of exposure to arsenic of a toxic nature in the employee’s case.  He stated that the objective findings weigh heavily against the diagnosis of arsenic induced peripheral neuropathy.  Arsenic induced neuropathy can not wax and wane, increasing on a weekly basis.  Dr. Burton testified that the objective x-rays of the employee’s feet show metatarsal erosion, which can cause peripheral neuropathy.  Further, Dr. Burton testified that diabetes is far and away the most significant factor in causing peripheral neuropathy.  

After summarizing the medical records in his October 11, 2004 SIME report, Dr. Schleimer offered the following conclusions regarding the employee in his “Discussion” section:  

Certainly, Mr. Pietro has confirmatory evidence for a sensory small fiber neuropathy.,  on physicial exam he has stocking sensory deficits and electrophysiologic studies performed by the undersigned confirm mild prolongation of the distal latencies, suggesting a distal neuropathy with absent plantar responses.  At issue here is causation.  Without question, patients with rheumatoid arthritis can develop small fiber sensory neuropathies and/or vasulitic neuropathies.  Although uncommon, this is certainly more common than arsenic poisoning or toxicity.  I have considered the possibility  of there being a heavy metal or arsenic toxicity.  In reviewing the voluminous records, however, I cannot state with reasonable medical probability that there is evidence as such.  The important factors include that during the period of the alleged exposure there was certainly no bone marrow suppression or evidence for a blood count suppression on laboratory tests.  I have also examined the records prior to the diagnosis of rheumatoid arthritis and see no clear documentation of a neuropathy antecedent to this diagnosis.  The claims that the neuropathy predated the rheumatoid arthritis cannot be verified.  Hair samples are unreliable by themselves.  The patient also developed further worsening of his neuropathy despite the absence of any subsequent exposure.  If the patient had no other explanation for the neuropathy, i.e. did not have rheumatoid arthritis, I would consider this diagnosis more seriously.  My conclusions based upon review of all the evidence is that there is not reasonable medical probability that his peripheral neuropathy is caused by heavy metal exposure and that it is more likely than not associated with his rheumatoid arthritis. The patient could consider a nerve biopsy and in some cases vasculitic changes can be seen; however, nerve biopsies are not without risk and can be associated with neuromas and pain.

In response to the specific questions:

1. My current diagnosis is a small fiber sensory neuropathy secondary to rheumatoid arthritis.

2. There is not good evidence that the patient's peripheral neuropathy is related to heavy metal toxicity or exposures.

3. In my opinion, the records do not reflect that heavy metal exposure was a substantial factor in bringing about his neuropathy condition.

4. There is also no evidence for chemical exposures as a causation to his peripheral neuropathy.

5. In my opinion, his employment at Unocal cannot be the cause or blame of his peripheral neuropathy unless the rheumatology experts opine that his rheumatoid arthritis is work-related.

6. With regards to additional treatment, the patient would be a candidate for follow-up treatment on a non-work-related basis for peripheral neuropathy. This would include pain medications such as Neurontin and/or amitriptyline. I mentioned a nerve biopsy for diagnostic purposes, but would not formally recommend this at this time.

7. The treatment for the neuropathy was reasonable but non-industrial.

8. With regards to medical stability, I would expect that this patient's neuropathy would progress with time as most neuropathies do.

9. The limitations relating to his non-industrial neuropathy would be preclusions from working at any unprotected heights, elevations or around dangerous machinery. He would also not be able to have a Class A license.

10. Within my field, there is no permanent Disability on a work-related basis.

In our decision in Pietro I, we concluded, based on the preponderance of the record, that the employee’s peripheral neuropathy condition was not related to his work with or for the employer.  We concluded:  

We find Drs. Armstrong, Takaro, and Dellon’s opinions regarding causation not supported by the objective, factual record in this case.  The one positive test for arsenic, the hair test, has been disregarded as unreliable by every doctor questioned.  The “gold standard” test, the urine test showed normal arsenic results.  We find Dr. Takaro ultimately concluded that the employee’s neuropathies are “inexplorable.”  We find Dr. Dellon ultimately admitted that he hasn’t actually done or read studies specifically on arsenic exposures, and is ultimately speculating.  

We give more weight to the opinions of Drs. Dordevich and Burton, and SIME Schliemer, which are based on objective findings, and opine that the employee’s peripheral neuropathy is not related to any exposure while he worked for the employer.  We find it telling that the employee showed no other signs of toxic exposure such as gastrointestinal distress, cardiac issues, or dermatologic issues associated with an acute or chronic toxic or arsenic exposure.  We also find telling, the fact that the employee claims his neuropathy actually continued to worsen for 10 years after the plant stopped burning the arsenic solutions, is contrary to the preponderance of medical opinions.  (Emphasis added).  

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 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.  

In Pietro II, we denied and dismissed the employee’s petition for reconsideration;  we concluded as follows:  

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).  (Emphasis added).  

Following our decision denying reconsideration in Pietro II, the employee appealed to the Superior Court.  After development of the appellate record, the Superior Court stayed the appeal to permit the Board to address the employee’s current petition for modification (see below).  

The employee filed his petition for modification of our decisions in Pietro I and II, on October 13, 2006.  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.  In support of his petition for modification, the employee produced a letter dated October 10, 2006 from Richard Parent, PhD., D.A.B.T., F.A.T.S., R.A.C., E.R.T., discussing his toxicology research, and his review of the employee’s medical records.  In summary, Mr. Parent 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.  

At the request of the employee, Tim Takaro, M.D., testified at the June 19, 2007 hearing.  Dr. Takaro testified he is an internist and specialist in occupational and environmental medicine.  He testified that during his examinations of the employee and review of his medical record her believes there is evidence of significant exposures.  He noted there was an absence of other causes for the employee’s carcinoma and melanomas.  He testified that there can be a latency period of 10 to 15 years for development of the carcinoma and/or melanoma.  He testified that in his opinion, the existence of the carcinoma confirms the relatedness of the peripheral neuropathy.  On cross-examination, he admitted that ultraviolet light is the most common cause of basal cell carcinoma and melanomas.  

At the request of the employer, Brent Burton, M.D., also testified at the June 19, 2007 hearing.  Dr. Burton testified that the employee has never presented with lesions consistent arsenic poisoning.  He testified that the employee’s carcinoma/melanoma is not the type consistent with arsenic exposure or poisoning.  He testified that the employee peripheral neuropathy is consistent with his long pre-diagnosed rheumatoid arthritis.  Dr. Burton confirmed that the employee’s long exposure to ultraviolet light and advanced age are the most the likely most likely causes for the employee’s carcinoma/melanoma.  He testified that it is “very unlikely [that the carcinoma/melanoma] to be caused by arsenic in this case.”  He testified that there is zero relationship to this type of carcinoma/melanoma to arsenic exposure.  

The employee argues that as the Board found in Pietro I and II, that a significant factor in its prior decisions was that there was a lack of any “gastrointestinal distress, cardiac issues, or dermatological issues.” After the Boards original decisions, the employee did in fact develop basal cell carcinoma and melanoma, clearly a dermatological condition or issue.  Based on the October 10, 2006 report of Dr. Parent relating the employee’s skin cancers and peripheral neuropathy, the employee argues that the Board has sufficient new evidence to grant modification of its original decision.  The employee argues that the totality of the medical evidence now supports a finding that the employee’s conditions were caused by his exposures to arsenic at work.  The employee asserts that because he has also developed rheumatoid arthritis, does not absolve the employer’s liability for the compensability of his peripheral neuropathy he asserts is caused by arsenic exposure.  The employee asserts that the fact that he has concurrent causes of disability does not destroy the causal link between his work injury and loss of earning capacity.  

The employer argues that the employee’s petition for modification should be denied as he is attempting to reargue his case for a third time.  The employer asserts that the “new evidence” from Mr. Parent (not a medical doctor), could have been produced at the 2005 hearing, and the employee can not show why it could not have been provided earlier with due diligence.  The employer asserts that there is still no objective evidence of a chronic arsenic exposure.  The employer argues that the employee left his employment in 2002 due to his rheumatoid arthritis, according to his own physician, Dr. Armstrong.  The employer asserts that the employee has been on Social Security Disability and long term disability benefits due to his arthritis since 2002.  Absent the employee’s peripheral neuropathy, his arthritis would continue to disable him.  Accordingly, the employer argues that the employee is not “economically” disabled from any alleged toxic exposure (which it strongly disputes).  The employer asserts that the employee has suffered no economic loss as he was already out of the job market.  The employee has retired, he has no loss of earning capacity.  The employer points out that Dr. Takaro initially opined that because the employee’s symptoms continued to worsen after removal of all arsenic from the employee’s plant, that the likelihood of that arsenic can be implicated is reduced.  Further, the Board ordered SIME found no work-related condition and no disability.  


FINDINGS OF FACT AND CONCLUSIONS OF LAW
AS 23.30.130 provides:  


Upon its own initiative, or upon the applica​tion of any party in interest on the ground of a change in conditions, including, for the purposes of AS 23.30.175, a change in resi​dence, or because of a mistake in its determi​nation of a fact, the board may, before one year after the date of the last payment of compensation benefits under AS 23.30.180, 23.30.185, 23.30.190, 23.30.200, or 23.30.215, whether or not a compensa​tion order has been issued, or before one year after the rejection of a claim, review a compensation case under the procedure pre​scribed in respect of claims in AS 23.30.1​10.  Under AS 23.30.110 the board may issue a new compensation order which terminates, continues, reins​tat​es, increases or decreases the compensation, or award compensation.  

The Alaska Supreme Court discussed subsection 130(a) in Interior Paint Company v. Rodgers, 522 P.2d 161, 168 (Alaska 1974).  Quoting from O'Keeffe v. Aerojet-General Shipyards, Inc., 404 U.S. 254, 256 (1971), the court stated: "The plain import of this amendment [adding "mistake in a determination of fact" as a ground for review] was to vest a deputy commissioner with broad discretion to correct mistakes of fact whether demonstrated by wholly new evidence, cumulative evidence, or merely further reflection on the evidence initially submitted."

The court went on to say:


The concept of mistake requires careful interpretation.  It is clear that an allega​tion of mistake should not be allowed to become a back-door route to retrying a case because one party thinks he can make a better showing on the second attempt.  3 A. Larson, The Law of Work​men's Compensation Section 81.52 at 354.8 (19​71).

Id. at 169.

We have adopted regulations to implement our authority to modify a decision.  8 AAC 45.150 states: 


(a)
The board will, in its discretion, grant a rehearing to consider modification of an award only upon the grounds stated in AS 23.30.130.


(b)
A party may request a rehearing or modification of a board order by filing a petition for a rehearing or modification and serving the petition on all parties in accordance with 8 AAC 45.060.  


(c)
A petition for rehearing or modification based upon change of conditions must set out specifically and in detail the history of the claim from the date of the injury to the date of filing of the petition and the nature of the change of conditions. The petition must be accompanied by all relevant medical reports, signed by the preparing physicians, and must include a summary of the effects which a finding of the alleged change of conditions would have upon the existing board order or award.


(d)
A petition for a rehearing or modification based on an alleged mistake of fact by the board must set out specifically and in detail 



(1)
the facts upon which the original award was based; 



(2)
the facts alleged to be erroneous, the evidence in support of the allegations of mistake, and, if a party has newly discovered evidence, an affidavit from the party or the party's representative stating the reason why, with due diligence, the newly discovered evidence supporting the allegation could not have been discovered and produced at the time of the hearing; and 



(3)
the effect that a finding of the alleged mistake would have upon the existing board order or award.  

(e)
A bare allegation of change of conditions or mistake of fact without specification of details sufficient to permit the board to identify the facts challenged will not support a request for a rehearing or a modification.  

(f)
In reviewing a petition for a rehearing or modification the board will give due consideration to any argument and evidence presented in the petition.  The board, in its discretion, will decide whether to examine previously submitted evidence.  


We find the employee has provided new evidence, sufficient to constitute a change in conditions, with the evidence that the employee developed carcinoma/melanoma after our original decisions, sufficient for us to consider the employee’s petition for modification.  We conclude, however, that development of the carcinoma/melanoma on the employee’s ear tips and shoulder in 2006, years after he terminated employment, and over a decade after the employee could have been exposed to any alleged arsenic, to be conjecture at best.  We still place more weight with Dr. Burton’s opinions that the employee never developed any outward lesions consistent with direct arsenic exposure.  We find Dr. Burton’s opinion that the employee’s carcinoma/melanoma in 2006 is most likely related to his age and exposure to sunlight;  this is confirmed by Dr. Takaro’s admission that ultraviolet light is the most common cause of basal cell carcinoma.  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.  


Even had we found the employee’s carcinoma/melanoma somehow changed our opinion that the employee’s peripheral neuropathy was/is caused by his work or work exposure, we would still conclude that the employee is not economically disabled due to any alleged work condition.  In Tremblay v. Wright Schuchart Harbor/ASAG, AWCB Decision No 03-0009 (January 14, 2003), the Board found that where an employee retires for reasons unrelated to his work injury, no temporary total disability benefits are due.  In Tremblay at 5, the Board held:  

Neither the Alaska Workers' Compensation Board nor the Alaska Supreme Court has directly addressed whether a claimant is entitled to TTD benefits after retirement. In Vetter v. Alaska Workers' Compensation Board, 524 P.2d 264 (Alaska 1974), however, the Board found that the employee did not want to work and supported this finding by reference to her husband's attitude toward her employment and her previous sporadic working history. The court stated that a dismissal of a claim for disability compensation for this reason has a proper foundation in the law. Id. at 266. The court explained that the concept of disability compensation rests on the premise that the primary consideration is not medical impairment as such, but rather loss of earning capacity related to that impairment. An award for compensation must be supported by a finding that the claimant suffered a compensable disability or, more precisely, a decrease in earning capacity due to a work-connected injury or illness. The court stated that “[F]actors to be considered in making this finding include not only the extent of the injury, but also age, education, employment available in the area for persons with the capabilities in question, and intentions as to employment in the future. The aim is to make the best possible estimate of future impairment of earnings considering any available clues." Id. at 266. The court further stated: 

If a claimant, through voluntary conduct unconnected with his injury, takes himself out of the labor market, there is no compensable disability. If an employee, after injury, resumes employment and is fired for misconduct, his impairment playing no part in the discharge, there is no compensable disability. Total disability benefits have been denied when a partially disabled claimant has made no bona fide effort to obtain suitable work when such work is available. And, a claimant has been held not entitled to temporary total disability benefits even though she had a compensable injury when she had terminated her employment because of pregnancy and thereafter underwent surgery for the injury. Since the compensable injury was not the reason she was no longer working, temporary disability benefits for current wage losses were denied.
Similarly, in the present case, we find the employee terminated his employment on the advice of his treating physician, Dr. Armstrong that he could no longer perform his work due to his rheumatoid arthritis.  The employee elected to take a medical retirement and has accordingly received social security benefits, and long term disability benefits associated with his rheumatoid arthritis.  No physician has said that the employee is disabled due to his peripheral neuropathy.  We conclude the employee has chosen to take a medical retirement and is not economically disabled due to any alleged exposure from the employee’s work-place.  We find the employee permanently removed himself from the workplace due to his arthritis, not any alleged work-related peripheral neuropathy.  Accordingly, we decline the employee’s invitation to modify our original decisions in Pietro I and II.  


ORDER
The employee’s petition for modification is denied and dismissed.  Our decisions in Pietro I and II stand as detailed above.  

Dated at Anchorage, Alaska on August 27, 2007.  
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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.
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I hereby certify that 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, (Self-Insured) employer / defendant; Case No. 199530232; dated and filed in the office of the Alaska Workers' Compensation Board in Anchorage, Alaska, on August 27, 2007.  
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