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We heard Employee's claim for benefits on August 26, 1998, at Anchorage Alaska.  Employee appeared pro se.  Attorney Richard L. Wagg represented Kenai Peninsula Borough and its insurer, Industrial Indemnity Company (Employer).  We closed the record at the conclusion of our hearing.


ISSUES

1. Did Employee's work-related pesticide exposure and/or heat stress cause her physical or psychiatric injury?


2. Is Employee entitled to recover medical costs, incurred and continuing under AS 23.30.095?


3. Is Employee entitled to temporary total disability (TTD) benefits under AS 23.30.185?


4. Is Employee entitled to permanent partial impairment (PPI) benefits under AS 23.30.190(a) or reemployment benefits under AS 23.30.041?


5. Is Employee entitled to permanent total disability (PTD) benefits under AS 23.30.180?


6. Is Employee entitled to interest on compensation benefits allegedly due and not timely paid under 8 AAC 45.142?


7. Is Employee entitled to recover a penalty on compensation benefits due and not timely paid under AS 23.30.155(e)?


8. Was Employer's controversion of Employee's claim for benefits frivolous and unfair, under AS 23.30.155(o)?


SUMMARY OF PROCEEDINGS AND EVIDENCE

It is undisputed Employee received a respiratory exposure to the pesticide "Ficam Plus," on August 5, 1996, in the course and scope of her work in Employer's maintenance department. Employee claims compensation benefits for physical, neurocognitive and psychological injuries allegedly caused by pesticide and/or heat exposure.  Employer does not dispute the existence of Employee's symptoms and complaints, but asserts there is no competent credible evidence Employee's symptoms and complaints are caused by an exposure to Ficam Plus or Employee's work.


COURSE OF PROCEEDINGS

Employee filed a report of injury on August 15, 1996. On August 30, 1996, Employer filed a controversion stating "the employee has not submitted any medical documentation to support the injury, if any, arose out of the course and scope of employment."  The controversion indicates that copies were sent to Peninsula Internal Medicine and Redoubt Medical Clinic. Employee believes Employer controverted her claim in bad faith, because when she notified Alaska Department of Labor, Occupational Safety and Health (AKOSH) concerning her exposure incident.


On November 11, 1996, following receipt of reports from Dr Crane, Dr. McIntosh and Paul Craig, Ph.d., Employer controverted again, because "[n]o medical evidence has been presented to document objective physical or mental findings to support employee's claim of disability from work or need for medical care."  On November 12, 1996, Employee filed an application for adjustment of claim.


On December 3, 1996, Employer answered, denying all benefits.  Also on December 3, 1996, Employer controverted yet again, giving as its reason "course and scope," and "employee does not present with any neurocognitive limitations that would prohibit her from working. See report of Dr. Paul Craig dated September 9, 1996."  Employer has not paid benefits or compensation.


The evidence in this case consists of medical reports, attachments to Employee's pleadings which have been of record for at least 20 days prior to our hearings, and the Employee's testimony.  Employer expressly waived all "Smallwood" objections and   chose not to cross-examine Employee.


FACTS OF THE INCIDENT

Employee first began spraying Ficam Plus on July 12, 1996.  Ficam Plus contains appoximately 32 percent Bendiocarb, a carbamate neural toxin which acts as an acetylcholinesterase inhibitor.  In addition, it contains 3 percent pyrethrin and 7% piperonyl butoxide.  Employee received no special training in pesticide application.  Employee's supervisor advised her that Ficam Plus was "safe" and  the safety equipment provided to her (cartridge respirator, goggles, Kleen-guard suit and latex gloves) was overkill.  Employee was only instructed to change the respirator cartridge filters when she could smell pesticide odors.  A significant portion of her work entailed spraying in confined (approximately 4 feet by 4 feet) utility tunnels beneath Employer's schools. The tunnels were dark and hot.  Employee testified she had measured temperatures of 110 degrees Fahrenheit in Employer's utility tunnels.  Employee testified she would crawl on her hands and knees to the end of a tunnel, and spray pesticide as she backed out.


On August 5, 1996, while working in a dead end tunnel beneath the Kenai Central High School, Employee's respirator filters became saturated with Ficam Plus, to the point where she could detect pesticide odor in her mask.  Employee began crawling out of the tunnel when the school fire alarm sounded.  Employee became frightened and tried to push open an access grate, but could not move it.  She became more frightened because the tunnel exit was in the boiler room, and Employee believed most fires begin in boiler rooms.  When she crawled out of the tunnel she discovered there was no fire, but the safety man assigned to monitor her work in the tunnel was nowhere to be found.  She replaced the respirator filters, had lunch, and returned to work.


 After lunch, she re-entered the same hot, confined tunnel, and began spraying.  Employee had treated approximately three-quarters of the tunnel when she began to sweat profusely.  She stopped spraying.  Crawling toward the tunnel entrance she experienced arm and leg cramps, breathing difficulty, and visual hallucinations.  She testified, "the silverfish seemed to blow up as big as balloons and deflate."  She sat down in the tunnel for several minutes and concentrated on her breathing.  Her eyes were burning.  Although she "was taking deep breaths, [she] wasn't getting any oxygen."  After Employee crawled out into the boiler room, she lay on the concrete floor to cool off.  She did not leave work.  After work, she testified she experienced diarrhea and unusual exhaustion.


Employee attended work on August 6, 1996, and sprayed Ficam Plus, but not in confined tunnels.  She testified at work she became extremely overheated, sweaty, and had to lay down several times.  The following day, August 7, Employee awoke experiencing shaking and extreme weakness.  She did not go to work and sought medical treatment from Kenneth Hahn, M.D., at the Redoubt Medical Clinic.  Employee returned to work two days later, but left again on August 12, 1996 and has not returned.


COURSE OF MEDICAL DIAGNOSIS, EVALUATION AND TREATMENT
Dr. Hahn's

chart notes of August 7, 1996 indicate Employee reported symptoms of shakiness and fatigue.  Dr. Hahn stated she had no weakness, numbness, dizziness, change in sensorium, or increased salivation.  Dr Hahn found Employee had a fever, increased heart rate, and running sinuses.  He questioned sinusitis, and stated "I do not feel this is poisoning by an organophosphate or such at this time, although further research into exact symptoms of toxicity of these chemicals is probably worth doing."  Dr. Hahn ordered thyroid, blood and urine tests, and prescribed antibiotics.  He instructed the Employee to look into the potential toxicity and symptoms of Bendiocarb and pyrethrin exposure.


Employee returned to Redoubt Medical Clinic on August 12, 1996.  Employee reported problems with palpitations, extreme muscle weakness, as well as getting dyspneic with minimal exertion. She reported feeling fatigue, lethargic, dry, thirsty, as well as hot and flushed.  The impression of Paul D. Raymond, M.D., was pesticide exposure with possible adverse toxic effects.


Dr. Hahn again examined Employee on August 15, 1996.  Dr. Hahn's chart notes state:


P[atien]t is here for multiple problems.  She feels like she is having multiple mental problems secondary to the pesticide exposure.  She is wondering if it might have been secondary to the pesticide in combination with the Paxil [an antidepressant drug Employee had been taking for approximately 3  months] and heat.  She cannot remember things for more than a moment of time.  She says "there is something wrong with my brain."

Dr. Hahn diagnosed Employee with "[n]onspecific memory problem, possibly short term, with confusion.  No specific etiology suggested at this time.  Her laboratory data were all WNL [within normal limits], . . .  The symptoms, I think do warrant further evaluation."  Dr. Hahn referred Employee to Dr. Makim, a neurologist, for evaluation and further testing, and stated the neurologist "may also be able to shed some more light on the possible neurologic consequence of toxicity with the above pesticide."


On August 16, 1996 Employee apparently changed physicians and was examined by Charles M. Crane, M.D., an internist at Peninsula Internal Medicine.  Dr. Crane's impression was of a


42 year old woman status post inhalation of Ficam Plus on the job.  She currently complaints [sic] of palpitations, exertional intolerance, and cloudy thinking.  Her examination today shows borderline resting tachycardia with normal EKG and normal cardiac exam and normal lung exam. . . .


Finally, one of her chief complaints is memory loss, which is particularly disturbing to her.  She may require formal neuropsychiatric testing. . . .

Dr. Crane referred Employee to Paul Craig, Ph.D., Diplomate in Clinical Neuropsychology, for evaluation of memory loss following exposure to pesticide.


On September 9, 1996, Dr. Craig evaluated Employee and reported she had been taking Paxil since June, because her supervisor had been giving her a "hard time."
  Employee stated she had stopped taking Paxil two weeks before Dr. Craig's examination.  Dr. Craig administered twenty five neurological and psychological tests.  In addition, he reviewed materials relating to Ficam Plus and its constituent active chemicals provided to him by Employee.


Dr. Craig reported Employee had a average to high average range of current general intellectual ability.  With regard to Employee's memory, Dr. Craig found Employee,  ". . . may have some very subtle information-processing limitations . . .  [that] would not translate into any neurocognitive limitations in relation to performance of work-related duties."


From the results of the Minnesota Multiphasic Personality Inventory - 2 tests, Dr. Craig reported Employee tested


. . consistent with a tendency to be preoccupied with bodily complaints and concerns to a greater extent than the average populations.  Individuals with this profile are known to report bodily complaints and concerns much more rapidly than the average person in the context of similar organic pathology or tissue damage.  Likewise it is not uncommon for individuals with this profile to tend to convert emotional distress into bodily complaints and concerns at a subconscious level. . . . Denial and repression are frequently themes in their psychological defense mechanisms, which can cause a great deal of difficulty relative to insight, as well as motivation to deal with underlying emotional issues.  In any case, this profile does not rule out any underlying organic pathology, but does point toward a tendency to emphasize bodily complaints and concerns as presenting complaint much more notably than would be the case in the general population.


Dr. Craig stated his diagnostic impressions as follows:


Approximately one month status post pesticide exposure, with complaints of memory dysfunction and lethargy thereafter.  No evidence of a neurocognitive disorder at this time, despite persisting subjective complaints.  This should not be misunderstood as reflecting that the patient did not have any objective deficits immediately after exposure.  Rather, it does not appear that patient suffers from any measurable decline in neurocognitive functioning at this time.  Any decline that did exist post-exposure has probably resolved.


Dr. Craig summarized his findings as follows:


From a strictly neuropsychological perspective, this patient does not present with any neurocognitive limitations that would prohibit her from working. 


. . . There is no question that the pesticide with which the patient was working has some very toxic effects.  Thankfully, the patient does not have any measurable persisting deficits in association with this exposure.   She should be encouraged to get back to work as soon as possible.  If she does not like her current employment or supervisor, she should work on making changes in her life accordingly.  However, these are not Workers' Compensation-related or health related issues.


On August 28, 1996 Employee was examined by Marguerite A. McIntosh, M.D., C.M., for a fast heart beat Employee related to her pesticide exposure.  On September 12, 1996 Employee returned to Dr. McIntosh complaining of dizziness, difficulty moving her body, and persistent memory loss.  Dr. McIntosh questioned whether these were "late effects of organophosphate poisoning?" and ordered plasma and red blood cell (RBC) cholinesterase tests.  The plasma cholinesterase test result was normal, the RBC result was approximately 7 percent below the normal low limit.  Based on this result, Dr. McIntosh diagnosed Employee as suffering from organophosphate poisoning.


On September 27, 1996, Employee had a follow-up examination with Dr. Crane.  Dr. Crane's chart notes indicate Employee's current main symptom was difficulty with reading comprehension.  He also reported with exertion, Employee becomes too hot or two cold and weary all over.  Dr. Crane reported Employee was anxious and tearful and said she had resumed taking Paxil, stating "she became crazy when she discontinued it."  He recommended she consult with a mental health professional for stress reduction, and to deal with her anxiety surrounding the Ficam Plus exposure.  However, Dr. Crane was "at a loss to pinpoint her neurologic abnormality," and suggested a neurological referral or physical therapy for specific work capabilities.


On September 30, 1996, Employee began a course of mental health counseling with Kathleen Dinius, Ph.d..  Also on September 30, Employee began a course of physical therapy to increase her strength, endurance, improve her posture, decrease dizziness and perceptual disturbance, and to improve her functional status to pre-injury (toxic inhalation) status.


On October 7, 1996, Employee returned to Dr. Crane reporting disequilibrium, vertigo, and a new symptom, loss of consciousness for prolonged periods.  Dr. Crane was still of the impression he was treating a "toxic inhalation exposure."  He noted that electrocardiogram (EKG) and performance on exercise treadmill test speak against cardiac etiology for her blackouts.  He ordered an electroencephalogram (EEG) and referred Employee to Charles G. Perkins, M.D., a neurologist.


Also on October 7, Dr. Crane gave Employee a work excuse "for evaluation of symptoms occurring since August 7, 1996, following her Ficam Plus exposure . . . until testing is completed."  On October 4, 1996, Dr. McIntosh gave employee an excuse stating, "Nancy was sick from pesticide exposure."


On October 22, 1996 Employee was examined by Dr. Perkins.  Dr. Perkins reviewed the results of an EEG performed on October 15, 1996, that was read to be mildly abnormal due to slight excess of beta transients.  Dr. Perkins interpreted the EEG results as non-contributory to her complaints.  Dr. Perkins reported the results of his neurological examination were essentially within normal limits.  His impression was of a "normal neurological examination to [sic] post-toxic exposure."  He order a toxicological blood study and a CAT scan.


Following receipt of the blood test results and the CAT scan, Dr. Perkins met with Employee on October 31, 1996.  His charts of that meeting state,


She continues to have vertigo, memory loss and light-headedness.  There is a possibility that all of this might be due to hyperventilation or panic like attacks.  I think this is a real possibility.  She has had a neuropsychiatric evaluation through Dr. Crane and this did not show any specific damage.  The patient has relatively recently had hearing evaluation which was with [sic] normal limits.  She is to see Dr. Zirul to be worked up for her supposed vertigo.  The patient's lab tests show the CBC
 to be within normal limits.  . . . The patient's CAT scan of the head is without abnormalities.

Dr. Perkins concluded that "[n]o neurological reason found for the patient's continuing disability."


The October 30, 1996 notes of Employee's mental health counselor, Ms. Dinius, state


P[atien]t says she has "flashbacks" of being trapped in the tunnel when she had this pesticide exposure.  P[atien]t says, "I know I really can't go back to work there, at least for my mental health." P[atien]t reports that she continues to have dizzy spells.  She has reported these to her physicians - who say she is likely to get better - Discussed how pt. may be having anxiety reactions to subliminal cues of the exposure experience.

On November 11, 1996, Ms. Dinius' consulted with Dr. McIntosh.  She related that "I think p[atien]t. has some physical or neurological problem from the pesticide exposure, but exacerbated by anxiety and depression psychological factors related to pesticide accident and previous workman's compensation, re carpal tunnel syndrome at Borough employment.  Suggest use of antidepressant and as needed anti-anxiety medication."


Employee began treating with James Zirul, D.O., at the Peninsula Ear Nose and Throat Clinic.  Dr. Zirul's chart notes for November 5, 1996 state Employee reported persistent vertigo, especially when she climbs stairs.  She notices it more when she closes her eyes.  Dr. Zirul referred Employee to David Beal, M.D., an otolaryngologist.


Dr. Beal's report of November 11, 1996 states Employee "shows some central ocular motor defect, but the peripheral ear input system seems to be within normal limits."  Dr. Beal's chart note of November 13, 1996 states that Employee related dizziness, disorientation, balance disturbance and probably an ocular motor disturbance as her chief complaints and stated that these symptoms began on August 5, 1996 with spraying pesticide in a closed space.  Dr. Beal diagnosed a "[p]robable central vestibular disturbance secondary to toxic lesion of the brain stem."  Dr. Beal ordered additional tests, including the rotary chair test.  He interpreted the results of this test to be "pretty normal."  Dr. Beal's November 14, 1996 summary states, ". . . the patient has intermittent equilibrium problem which probably mainly centers on some intermittency of abnormal function in the ocular motor system, combined with the cerebrospinal vestibulospinal system."  He believed physical therapy, of up to a year's duration, would result in recovery.


Dr. Zirul reviewed Dr. Beal's finding, which he characterized as showing "most likely, a neurological deficit of central origin causing disequilibrium."  He also agreed with Dr. Beal's recommendation for prolonged physical therapy.  On December 4, 1996 Dr. Zirul released Employee to desk work, reading and short periods of driving.  He restricted her from working around heavy machinery or at heights.  On January 2, 1997, Dr. Zirul referred Employee for another neurological evaluation.  In his referral letter Dr. Zirul states Employee had "black out spells and fade outs" within 24 hours after her Ficam Plus exposure."


On January 22, 1997, Marjorie Smith, M.D., a neurologist, reviewed Employee's medical records, took a medical history, and conducted an examination.  Dr. Smith stated since Employee's earlier EEG was "mildly abnormal" and could be suggestive of encephalopathy, she recommended repeating the test.  Dr. Smith stated her impression as "[p]ossible acute post traumatic stress syndrome, secondary to toxic exposure." She continued,


It is true that her initial RBC/cholinesterase was depressed, and this was almost a month after the exposure.  Unfortunately, I'm not sure of what the significance of that is, although I would say that it could have resulted in some mild, prolonged weakness, which she has interpreted in a more dramatic manner.  This has led her to develop a lot of stress and anxiety, perhaps.


In any event, none of her exams document any neurological changes of any serious nature, but subtle changes could have been present which resulted in the anxiety that we now see.


On February 27, 1997, Dr. McIntosh interpreted follow-up EEG and MRI results as normal, and referred Employee to Jeffrey S. Magee, M.D., a neuropsychiatrist, for psychiatric evaluation.


 Employee reported to Dr. Magee her chief complaint was "PTSD," post traumatic stress disorder. Dr. Magee's report of March 12, 1997 states that Employee was fired by the Employer on two occasions, and was only able to retain her job with the assistance of her union.  Employee stated she was subject to gender discrimination in the Maintenance Department, and had filed a human rights complaint on that basis.  "She later felt that they were placing her in very physically demanding positions and also trying to get her out of the job because she complained too much. . . . She is quite angry that she was exposed to pesticide."


Dr. Magee principal diagnosis of Employee's mental disorder was "Major Depression, recurrent, without psychotic features (provisional)."  Dr. Magee's report stated the following other conditions should be considered (in descending order of attention): "Adjustment Disorder with depressed and anxious mood," "Post Traumatic Stress Disorder," "Mood and Cognitive Disorder due to toxin inhalation," "Disassociative Disorder, NOS," "Panic Attacks," "Differential Malingering or Factitious Disorder." Dr. Magee diagnosed Employee's physical disorders as "[a]pparent exposure to toxin inhalation, [h]istory of alleged tendinitis, [and] [h]istory of motor vehicle accident at age five with facial and neck lacerations."  Dr. Magee evaluated Employee as suffering moderate to severe psychosocial stresses and recommended she re-enter therapy and restart medication with Paxil.  He concluded that Employee may be predisposed to view her circumstance from a "victim stance," and scheduled follow up treatment.


Employee treated with Dr. Magee, the latest document from Dr. Magee in our record is dated November 11, 1997.  His chart notes indicate that he continued to assess Employee with Depression and possibly post traumatic stress disorder.  His chart note of August 7, 1997 states, "[i]mprovement overall but consider a specific phobia to her prior work environment and also consider the possibility of post traumatic stress disorder."


On May 15, 1997, Employee was taken to the Central Peninsula General Hospital emergency room by ambulance.  The report by emergency room physician, John Kasukonis, D.O., states, "patient was at the courthouse in Kenai where she was filing an appeal regarding a Worker's Compensation decision and became very upset and was hyperventilating at the scene and became rigid and apparently confused.  Bystanders called an ambulance."  Under past medical history Dr. Kasukonis states Employee was scheduled to see Dr. Debra Mohn,
 a counselor.  "Further history available through Debra Mohen is the patient does have a bipolar affective disorder and probable post traumatic stress disorder with post traumatic stress disorder possibly related to her pesticide exposure."  Dr. Kasukonis diagnosed Employee with panic attack with hyperventialtion; chronic depression; history of post traumatic stress disorder, bipolar affective disorder.


On behalf of the Employer, Ajit Arora, M.D., Ph.D., an internist and Assistant Clinical Professor of Medicine at U.C.L.A. School of Medicine, reviewed the medical records, reviewed a literature search on pesticide toxicity, tested and examined Employee.  Dr. Arora issued a report on April 18, 1997, and a supplementary report on June 24, 1997.  Dr. Arora summarized his findings as follows:


. . . we are dealing with a one time exposure to Ficam,
 a pesticide belonging to the carbamate class of chemicals.  At the outset, I must point out that Ms. Short's exposure history and subsequent clinical course is not even remotely compatible with exposure to a carbamate pesticide, Ficam being one of the least toxic members of this group. . . . It is quite compatible with viral syndrome complicated by labyrinthitis.

Dr. Arora explained,


Carbamates are derivatives of carbamic acid and are structurally similar to organophosphates insecticides, except for the absence of phosphorous in the molecules. Both carbamates and organophosphates have been used as pesticides for more than 50 years.  However, carbamates have found more wide spread use because of their low toxicity.


Both organophosphates and carbamates exert their toxicity by inhibiting the enzyme acetylcholinesterase.  That results in accumulation of the neurotransmitter acetylcholine and therefore acute multisystem toxicity.  Organophosphates are much more potent inhibitors of acetylcholinesterase and cause irreversible inhibition. . . .  In contrast, carbamates cause reversible inhibition of the cholinesterase and both plasma and red blood cell cholinesterase levels return back to normal within a few hours after exposure.


Acute exposure to carbamate at a significant level can produce acute toxicity because of rapid inhibition of acetylcholinesterase enzyme.  The symptoms will develop within 15 minutes to two hours and last for several hours unless continued absorption occurs from clothing. The typical symptom complex from acute poisoning includes blurred vision, nausea, vomiting, abdominal cramps, excessive salivation, excessive tearing, and diaphoresis.
  Shortness of breath, tremors, muscle twitching, ataxia
 and headaches may appear subsequently.  However the symptoms resolve completely within 24 hours and anything after that is not considered to be the result of carbamate intoxication. . . .  acetylcholinesterase levels are depressed only transiently, coming back to normal within one or two hours, and therefore are not useful in diagnosing carbamate poisoning.


Prolonged neurotoxicity is not known to occur with carbamate exposure.  High level exposure to organophosphates has been attributed to the development of peripheral neuropathy; however, no CNS lesion or chronic toxicity.  With carbamates, such neurological sequelae have not been reported. (citations omitted) (bold emphasis in original)(underlined emphasis added)

Dr. Arora diagnosed Employee with a history of viral syndrome characterized by symptoms of fever, increased heart rate, dyspnea, and sinusitis, subsequently complicated by labyrinthitis (inflammation of the inner ear) resolved without sequelae.  Dr. Arora attributed Employee's hyperventilation, anxiety, depression, dizziness, and fainting to psychiatric origin, unrelated to pesticide exposure.  


In Dr. Arora's opinion, Employee became medically stable from her viral syndrome on October 8, 1996.  He addressed her ability to return to work as follows:


From a toxicological standpoint, I would consider Ms. Short to be able to return to work after Dr. Crane's evaluation ruled out any objective evidence of neurotoxicity. . . . 

Dr. Arora found Employee had no rateable permanent impairment and did not need further diagnostic tests, medical treatment, physical therapy, or medications for her toxic exposure.

  
In his June 24, 1996 supplemental report, Dr. Arora reaffirmed his earlier opinion in light of additional medical records and addressed the presence of 3 percent pyrethrin in Ficam Plus.  Dr. Arora stated that this amount of pyrethrin "will have no clinically significant toxicity in any shape or form."


On June 24, 1997 Dr. McIntosh prepared a one page response to Dr. Arora's report.  Dr. McIntosh noted Employee's September 12, 1996, low RBC cholinesterase test (7,659 versus low normal of 8,250), Dr. Beal's opinion that Employee most likely had a neurological deficit of central origin causing her disequilibrium, and Employee's abnormal October 15, 1996 EEG, as evidence of an objective basis for Employee's symptoms.  Dr. McIntosh implies, but does not state, that the cause for Employee's symptoms was Employee's exposure to a toxic pesticide.


On November 25, 1997, Dr. Beal wrote "To whom it may concern" revising his earlier opinion, in light of unspecified medical records indicating Employee suffered from a viral infection.  Dr. Beal states, "[h]aving seen the report, it would be very hard to get a severe toxic exposure that would create the problems.  If it did create a problem, it probably would be a lot more than we found on the examinations."


On December 21, 1997 Employee filed her own response to Dr. Arora's reports.  Employee stressed that Dr. Arora (1) failed to consider the potential enhanced toxicity of the combined three active ingredients of Ficam Plus; Bendiocarb, pyrethrin, and piperonyl butoxide, (2) viewed her exposure an a onetime acute event, rather than a long term chronic exposure, citing her lack of sufficient dermal protection and the high heat environment in the utility tunnels, (3) evaluated her symptoms in light of carbamate exposures generally, rather than the specific effects of Bendiocarb, the carbamate component of Ficam Plus, and (4) failed to consider that many of Employee's symptoms, which Dr. Arora attributed to viral and psychiatric origin, are also reported to be symptoms of chronic carbamate or organophosphate exposures.  Employee supported her arguments with excerpts from the August 1996 AKOSH investigation of Employee's exposure incident.  In addition, Employee relied on excerpts of various documents relating to the toxic characteristics of the constituent chemicals in Ficam Plus and the symptoms and the effects of carbamate and organophosphate exposures.  In particular, Employee relies on materials relating to Bendiocarb and cholinesterase inhibition from the "Extension Toxicology Network."


Employee underwent a second independent medical evaluation by Patrica J. Sparks, M.D., M.P.H..  On May 6, 1998, Dr. Sparks examined Employee, reviewed her medical records and medical history.  Dr. Sparks' report states,


The n-methyl carbamate esters cause reversible carbamylation of the acetylcholinesterase enzyme allowing accumulation of acetylcholine at parasympathetic neuro-effector junctions, at the skeletal muscle myoneural junctions and the autonomic ganglia, as well as in the brain.  This is a brief reversible effect. . . . the n-methyl carbamates are absorbed primarily by inhalation and ingestion and less readily by skin penetration.  The n-methyl carbamates are hydrolyzed by the liver and broken down rather quickly with metabolic products excreted by the kidneys and liver.


Intoxication may be associated with malaise, muscle weakness, dizziness and sweating.  Symptoms of the carbamates tend to be less severe than that of the organophosphates.  Similarly, central nervous system toxicity is much less prominent because n-methyl carbamates do not penetrate the central nervous system well at al [sic].  As noted, plasma and RBC cholinesterase enzyme determinations are less useful unless drawn immediately after exposure.  Also, there are a variety of other nonpesticide exposure-related conditions that may depress plasma cholinesterase enzyme activity.

Dr. Sparks also noted the neurotoxicity of pyrethrin has rarely if ever been observed in humans.  She states piperonyl butoxide is a synergist to enhance the effect of the pyrethrum.  Its systemic toxicity is reduced by rapid metabolism in the liver. There is little dermal absorption of this compound with intact skin and it has little human toxicity.


Regarding the cause of the symptoms Employee's relates to her Ficam Plus exposure, Dr. Parks stated,


It is not likely that her symptoms were due to acute carbamate toxicity, given the brief duration of the exposure with saturated respiratory filters to already mixed and diluted product even in the presence of elevated temperature.  In fact, some of her symptoms suggest the possibility of heat stress contributing to her symptoms.  She was recently started on Paxil which may have side effects such as sweating, diarrhea, or anxiety.

Dr. Sparks attributed some symptoms to inattention and lack of concentration associated with anxiety and suggested some episodes may have been caused by panic attacks with hyperventilation.  Dr. Sparks elaborated on this opinion,


The onset of panic attack was not likely precipitated by her occupational exposure to Ficam Plus via any known toxicological mechanisms.  However, the circumstances of her exposure, which included elevated temperature, confined space, and exposure to a compound perceived to be toxic, may have exacerbated symptoms associated with panic attack.


It is also possible that she began to associate work in the tunnels with Ficam with the onset of panic attack, resulting in phobic avoidance.  In any case, it is certainly not at all biological [sic] possible that symptoms of dizziness, difficulty with balance, episodes of blanking out, and losing track of events for long periods of time, bears any causal relationship to her occupational exposure to Ficam Plus under the circumstances described on a more probable than not basis.  The reason is that Ficam Plus is not a cumulative toxin.  It is quickly broken down and excreted by the body.  It binds to acetylcholinesterase reversibly.  It has no significant central nervous system toxicity and no delayed effects on the cerebellum, brain stem or balance centers.  No such long term effects have been established in human or animal literature associated with this compound.


In sum, Dr. Sparks found no medical or biological basis for the contention Employee suffered any residual physical neurological effects of her limited exposure to Ficam Plus by respiratory or dermal exposure, under the circumstances described by Employee.  In Dr. Sparks' view, Employee's slightly lowered RBC cholinesterase level on September 12, 1996 is not of clinical significance, and bears no relevance to her August Ficam Plus exposures.  Finally, because carbamates are rapidly broken down in the environment, Dr. Sparks found no basis for a contention that Employee received additional exposures from Ficam Plus applications more than a few days old.  Dr. Sparks found Employee to be medically stable and not in need of further medical or diagnostic treatment as result of her Ficam Plus exposure.

ARGUMENTS OF THE PARTIES


Employee argues she was assigned to spray Ficam Plus in a hot, confined tunnel, without adequate training, safety procedures, health monitoring, or proper personal protection equipment.  These circumstances caused her to suffer acute respiratory, and chronic dermal exposure to Ficam Plus, and exposure to excessive heat.  Employee asserts these exposures caused both short term (lethargy, fatigue, muscle weakness, shakiness, diarrhea, exhaustion, shortness of breath) and long term cardiac (tachycardia and fluctuating blood pressure) and neurological and neurocognitive injuries (memory loss, "brown outs," black outs, decline in intellectual ability, dizziness, disequilibrium, vertigo, hearing loss).  She asserts Ficam Plus is more toxic and its effects more persistent in humans, than either Dr. Arora's or Dr. Sparks' reports would suggest.  She argues these doctors are relying upon published studies based on insect and animal tests, which she asserts are not valid in assessing the toxic effects on humans.


In addition to her assertions of somatic damage, Employee claims psychological damage, particularly the development of post traumatic stress syndrome (PTSD), as a result of her experiences in Employer's utility tunnels and her toxic exposures.  She asserts her organic, functional, and mental injuries are "all facets of the same stone."  To support her claims, she relies on her independent toxicology research filed with her pleadings, the results of the AKOSH investigation, and the opinions of her treating physicians, particularly Drs. McIntosh, Beal, Crane and Zirul and Ms. Dinius.  
Employee asserts Employer lacked a sufficient factual basis to support good faith controversion of her claims.  Further, the Employer's unjustified failure to pay her claim has caused her severe economic distress and compounded psychological injury.  She seeks to have us impose penalties on Employer for bad faith controversions.


Employer does not dispute Employee was exposed to Ficam Plus in the course and scope of her employment.  Rather, Employer argues there must be medical evidence establishing a causal relationship between Employee's toxic exposure and her alleged injury and disability.  Employer asserts no such credible medical evidence exists. 


Employer asserts Employee's symptoms and clinical presentation are inconsistent with a toxic exposure to Ficam Plus.  Employer argues we must rely on the opinions of Drs. Arora, Sparks, Craig, Hahn, Perkins and Crane, and find Employee's exposure to Ficam Plus did not cause long term neurological deficits or any other injury.  

FINDINGS OF FACT AND CONCLUSIONS OF LAW

1.
Did Employee's work-related pesticide exposure and/or heat stress cause her physical or psychiatric injury?


In a deciding a claim for compensation we are required to apply the presumption of compensability in AS 23.30.120(a), except when the claim is for mental injuries resulting from work-related stress. AS 23.30.120(c).  Accordingly, we must apply the presumption of compensability to determine whether Employee's suffered work-related physical injury and if so, whether that physical injury caused her  mental injury.  Under AS 23.30.120(c), we must separately analyze whether suffered mental injury caused by work-related stress. Applying the presumption of compensability is a three step process.
  
In the first step we must determine whether the employee has produced sufficient evidence to raise the presumption that the injury entitles Employee to benefits.  To raise the presumption an Employee need only adduce "some" "minimal" relevant evidence
 establishing a "preliminary link" between the injury claimed and employment,
 or between a work-related injury and the existence of disability,
 or the continuing entitlement to a benefit.
  If Employee's evidence establishes the preliminary link, we presume Employee's injury is compensable, and the burden of producing contrary evidence shifts to Employer.


In the second step, we must determine whether Employer has met its burden of producing contrary evidence.
  To rebut the presumption, Employer must produce "substantial evidence" that "either 1) provides an alternative explanation which, if accepted, would exclude work related factors as a substantial cause of the disability; or 2) directly eliminates any reasonable possibility that the employment was a factor in the disability."
  Employer evidence that simply points to other possible causes of Employee's injury or disability, without ruling out work-related causes, cannot overcome the presumption of compensability.
  "Substantial evidence"  is the amount of relevant evidence a reasonable mind might accept as adequate to support a conclusion.
  Because the presumption shifts only the burden of production to Employer, and not the burden of proof, we examine Employer's evidence in isolation.
   We defer questions of credibility and the weight to give Employer's evidence until after we have decided whether an Employer has produced a sufficient quantum of evidence to rebut the presumption that Employee's injury entitles the employee to compensation benefits.
  If Employer produces substantial evidence rebutting the presumption of compensability, the presumption drops out, and we move to the third step.


In the third step, Employee bears the burden of proving all elements of the claim by a preponderance of the evidence.
  The party with the burden of proving asserted facts by a preponderance of the evidence, must "induce a belief" in the mind of the triers of fact that the asserted facts are probably true.


The threshold issue in this case is whether Employee's work-related exposures were a legal cause of her alleged injuries.  A causal factor is a legal cause if "it is a substantial factor in bringing about the harm." Burgess Construction Co. v. Smallwood, 623 P.2d 312, 317 (Alaska 1981).  


Our first inquiry must therefore focus on what kind of evidence we may rely on in reaching our decision on the causation issue.  "[I]n claims `based on highly technical medical considerations,' medical evidence is often necessary in order to make that connection." Smallwood, 623 P.2d at 316.  "Two factors determine whether expert medical evidence is necessary in a given case: the probative value of the available lay evidence and the complexity of medical facts involved."   Wolfer, 693 P.2d at 871.  If any doubt exists as to the substance of medical testimony, it must be resolved in favor of the employee.  Beauchamp v. Employer's Liab. Assurance Corp., 477 P.2d 993 (Alaska 1978)

 
We find the issue of whether exposure to Ficam Plus was a substantial factor in bringing about Employee's injury is a highly technical and exceedingly complex medical question, requiring medical expertise.  Although Employee's pleadings appear to demonstrate an understanding of the biomedical mechanism of carbamate poisoning, and her supporting documentation provides an intriguing alternative to the views expressed by the medical experts in this case, we find lay evidence on the issue of causation is of little probative value.  Therefore, we must rely on the opinions of the medical experts in deciding the issue of causation and the scope of injuries, if any, caused by Employee's work-related exposures.


Applying the first step in the presumption of compensability analysis, we find ample evidence, based on Employee's testimony and Employer's admission, that Employee suffered an acute respiratory exposure to the neurotoxic Bendiocarb compound in Ficam Plus, on August 5, 1996.  We further find from Employee's uncontradicted testimony concerning the temperature in the utility tunnel and her lack of proper protective clothing, which is supported by the portions of the AKOSH investigation filed by Employee, that Employee also suffered chronic dermal exposure to Ficam Plus and heat stress in the course and scope of her employment.  We find from Employee's uncontradicted testimony that she experienced excessive perspiration, breathing difficulties and fatigue following her acute respiratory exposure to Ficam Plus and heat stress on August 5, 1996.  


Based on Dr. McIntosh's reports, on Dr. Arora's report of April 18, 1997 (stating that acute exposure to carbamate can cause diaphoresis, followed by shortness of breath, tremors, and muscle twitching), and on Dr. Sparks' report (stating that carbamate intoxication may be associated with malaise, muscle weakness, and sweating), we find Employee produced significant evidence she suffered acute carbamate intoxication.  Further, we find the excessive perspiration, breathing difficulties and fatigue Employee suffered within 24 hours of her acute exposure on August 5 and subsequent additional dermal exposure on August 6, are evidence of work-related injuries caused by carbamate poisoning combined with heat stress.  


We find this quantum of evidence sufficient to satisfy the "minimal relevant evidence" requirement of the first step in the presumption analysis and establishes a "preliminary link" between the injuries Employee claims and her employment.  We find Employee raised the presumption that her injuries are compensable.  Accordingly, we must determine whether Employer produced substantial evidence to rebut this presumption.


We find Employer produced substantial evidence that eliminates any reasonable possibility exposure to Ficam Plus was a substantial factor causing Employee physical injury.  In reaching this finding we rely on Employee's treating physicians and Drs. Sparks and Arora.  Specifically, we rely on Dr. Hahn's statement of August 7, 1996 that he did not feel Employee suffered from "organophosphate or such" poisoning; Dr Craig's report of September 9, 1996, finding no objective neurological deficits; Dr. Perkins' conclusion of October 31, 1996 that there was no neurological reason for Employee's complaints; Dr. Magee's finding on March 12, 1997 of no serious neurological deficits and his diagnosis of depression; and Dr. Beal's report of November 25, 1997.  We also rely on Dr. Arora's diagnosis of a viral syndrome and his conclusion that Employee's exposure history and clinical course is not even remotely compatible with carbamate pesticide exposure.  Further, we rely on Dr. Sparks' conclusion that there is no medical or biological basis for the contention Employee suffered any physical neurological effects from her exposure to Ficam Plus.


Having found that Employer produced substantial evidence to overcome the presumption Employee's injuries are compensable, the presumption drops out.  We must therefore weigh the evidence and decide whether Employee has proven her claim for compensation predicated on physical injury by a preponderance of that evidence.


We find by a preponderance of the evidence Employee's acute respiratory exposure to Ficam Plus and heat stress in the utility tunnel on August 5, 1996, were substantial factors in bringing about the shortness of breath, excessive perspiration, and muscle complaints Employee testified she suffered on that date.  In reaching this conclusion we rely on Employee's uncontradicted testimony concerning the events of that day and her symptoms.  We also rely on Dr. Arora's inclusion of these symptoms in the typical symptom complex of acute carbamate poisoning.  We further find that Employee's complaints of malaise, weakness and sweating on August 6, 1996, are consistent with symptoms Dr. Sparks associated with carbamate intoxication and consistent with Dr. Arora's statement that the symptoms of carbamate poisoning may take up to 24 hours to resolve.  


We do not discount Dr. Arora's opinion that Employee also suffered from a viral syndrome, but we note Dr. Arora predicated his opinion on a "one time exposure to Ficam Plus," and assumed Employee wore an impermeable, Tyvek protective suit and rubber gloves.  We find however, based on the AKOSH investigation and Employee's testimony, this was not the case.  We find Employee's protective suit was porus and she wore latex, rather than rubber gloves.  We find this inadequate protective clothing caused Employee to receive dermal exposure to Ficam Plus in addition to her single saturated respirator episode.  


We also do not discount Dr. Sparks' opinion that Employee's symptoms suggest the possibility of heat stress, an adverse reaction to the drug Paxil, and/or a panic attack unrelated to a Ficam Plus exposure.  However, Dr. Sparks' opinion, that it is not likely Employee's symptoms were due to acute carbamate toxicity, is also predicated on the assumption that Employee only had a brief exposure with a saturated respirator filter.  We do not find that viral syndrome, panic attack and/or Paxil were not factors in causing Employee's symptoms on August 5 and 6, only that after weighing all the competent evidence we find by a preponderance of that evidence, Employee's acute respiratory and chronic dermal exposures to Ficam Plus were a substantial factor in causing Employee to suffer the physical symptoms both experts stated were indicative of carbamate intoxication. 


We find, based on the opinions of Drs. Sparks and Arora, Employee's physical injury from exposure to Ficam Plus was reversible and resolved no later than 24 hours after her last exposure to Ficam Plus on August 6, 1996.  We find Employee failed to prove Drs. McIntosh, Beal and Zirul had expertise in pesticide, and particularly carbamate, intoxication, and we give their opinions little weight.  Dr. McIntosh consistently diagnosed Employee suffered from organophosphate poisoning.  We find no evidence Employee was exposed to an organophosphate compound.  Dr. Beal revised his earlier diagnosis of a brain stem lesion and concluded Employee's disequilibrium symptoms were not caused by her pesticide exposure. We find by a preponderance of the evidence that Employee's Ficam Plus exposures and heat stress were not a substantial factor in causing Employee's subsequent black outs, brown outs, tachycardia, fluctuating blood pressure, vertigo, disequilibrium, dizziness, or any long term or persistent neurological or neurocognitive injury.  In reaching this conclusion we rely on the reports of Drs. Craig, Perkins, Magee, Arora and Sparks.


Employee also claims benefits for mental injury (PTSD).  It is unclear from Employee's pleadings and arguments whether she is alleging her psychiatric disability was caused by the mental stress of her exposure experience or the stress caused by her temporary physical injury caused by Bendiocarb intoxication.  We will analyze her claims on both basis.


We do not apply the presumption of compensability to a claim of mental injury caused work-related stress.  AS 23.30.120(c).  To establish that she suffered compensable mental injury from workplace stress, Employee must prove by a preponderance of the evidence that "(A) the work stress is extraordinary and unusual in comparison to pressures and tensions experienced by individuals in a comparable work environment, and (B) the work stress was the predominate cause of the mental injury; the amount of work stress shall be measured by actual events; . . ."  AS 23.30.395(17).  Williams v. State of Alaska, 938 P.2d 1065 (Alaska 1997). 



We find that an acute respiratory exposure to a pesticide containing the neurotoxin Bendiocarb while employee was alone in a hot, dark, confined, dead end utility tunnel, is an actual event causing work stress that was extraordinary work and unusual in comparison to the pressures and tensions experienced by municipal maintenance workers.  We find Employee's  stress was compounded by the learning from the AKOSH investigation that Employer failed to follow proper safety procedures for spraying Bendiocarb in the utility tunnels and failed to provide Employee with proper personal protection equipment.  


We find, based on the entire record, and particularly the reports of Drs. Smith and Magee, Employee suffers mental illness.  We find however, by the preponderance of the evidence the mental stresses caused by Employee's Ficam Plus exposure experience were not the predominant cause of Employee's mental injury. In making this finding, we rely on Employee's history of complaints and treatments for work-related stress and anxiety before August 1996, including her emergency room treatment in 1994 for suicidal thoughts attributed to work anxiety.  We also rely on Dr. Craig's finding that Employee's personality type tends to be preoccupied with bodily complaints, somaticize emotional distress, and lacks motivation to deal with underlying emotional issues.  Further, we rely on Dr. Magee's principal diagnosis of Employee as suffering from major depression. Dr. Magee's subsequent treatment notes consistently identify depression as his principal diagnosis.  Although Dr. Magee's notes and report indicate that he also "considers" several other disorders, including PTSD, we find it significant that Employee was referred to Dr. Magee for evaluation of PTSD and Dr. Magee's principal diagnosis was not of PTSD.  Based on this record, we cannot find Employee's work experience was the predominant cause of her mental illness.


Employee's claim for PTSD can also be interpreted as alleging her Ficam Plus intoxication injury caused her mental injury.  In analyzing a claim of mental injury caused by work-related physical injury, we apply the presumption of compensability.  


We find Employee produced sufficient evidence to establish a preliminary link between her work-related Bendiocarb intoxication and her mental injury.  In making this finding we rely on Dr. Smith's impression that it is "possible"  Employee suffered acute PTSD, "secondary to toxic exposure."  We rely on the treatment notes of Dr. McIntosh and Dr. Beal's opinion that Employee "may have stress syndrome."  We rely on the progress notes of Ms. Dinius, Employee's mental health counselor.  We also note the reference in Dr. Kasukonis' report of Employee's emergency room treatment on May 15, 1997, stating that Dr. Mohn told him Employee had bipolar affective disorder and probable PTSD, possibly related to her pesticide exposure.  Having found the Employee raised the presumption of compensability, the burden of producing substantial contrary evidence shifts to the Employer


We find the report of Dr. Magee, Employee's treating psychiatrist, indicating that his principal diagnosis was major depression, and not PTSD, is substantial evidence to rebut the presumption Employee suffers from PTSD.  


In weighing the evidence, we find we must give less weight to the opinions of Drs. McIntosh and Beal.  Dr. McIntosh is not a psychiatrist, and she consistently diagnosed Employee as having suffered organophosphate poisoning.  There is no evidence Employee was ever exposed to an organophosphate, rather than a carbamate compound.  Dr. Beal is an otolaryngologist.  He initially diagnosed Employee with a brain stem lesion, but later revised his opinion stating that Dr. Arora's diagnosis of viral syndrome was possible and "it would be very hard to get a severe toxic exposure that would create the problem [Employee's complaints of vertigo and disequilibrium].  We also find we must give less weight to the opinions of Ms. Dinius and Dr. Mohn.  The record does not contain a report from Ms. Dinius and, although she signs her chart notes "Kathleen Dinius, Ph.d.," there is no evidence of her training and experience from which we could conclude she is competent to perform a psychiatric diagnosis.  Dr. Mohn's statement is double hearsay.  The only evidence that Dr. Mohn examined, treated, or expressed any opinion concerning Employee is the statement in Dr. Kasukonis' emergency room record.  We find Dr. Mohn's statement to be untrustworthy, and give it little weight.  


We give greater weight to the opinion of Dr. Magee who diagnoses Employee as suffering from depression.  We further find no competent medical evidence that Employee's brief Bendiocarb intoxication was a substantial factor in causing or aggravating Employee's long standing problems with depression and work-related anxiety.  In reaching this finding, we also rely on Dr. Sparks' opinion that Ficam Plus cannot cause panic disorder or generalized anxiety by any known toxicological mechanism.


Further, we find from a review of the entire record, all of the  medical evidence that could be interpreted as supportive of a diagnosis of PTSD, or mental illness, caused by her Ficam Plus intoxication, is expressed in terms of a possibility.  We find there is no competent, credible medical opinion expressed in terms of a "probability" or a "reasonable degree of medical certainty" that Employee suffers PTSD or other mental disorder that was caused by her Bendiocarb intoxication.  "Where one has the burden of proving asserted facts by a preponderance of the evidence, he must induce a belief in the minds of the [triers of fact] that the asserted facts are probably true."  Saxton v. Harris, 395 P.2d at 72 (emphasis added). Proof that a fact is possibly true is not sufficient carry a claimant's burden of proof.  We find Employee failed to carry her burden of proof that her psychiatric disorder was caused by her work experience or Ficam Plus injury.

2. 
Is employee entitled to recover medical costs, incurred and continuing, under AS 23.30.095?

AS 23.30.095(a) provides in pertinent part:  "The employer shall furnish medical . . . treatment . . . for the period which the nature of the injury or the process of recovery requires."  As 23.30.395(20) provides in pertinent part: "'Medical and related benefits' includes but is not limited to physicians' fees, nurses' charges, hospital services, hospital supplies . . . as may reasonably be required which arise out of or is necessitated by an injury."  The presumption of compensability in AS 23.30.120(a) applies to claims for medical benefits. Childs 860 P.2d 1184.


We find Employee has established a preliminary link that her medical bills are covered, raising the presumption of compensability.  In making this finding, we rely on the reports of Drs. Hahn, Craig, and McIntosh, Dr. Crane's reports through October 7, 1996 in which he stated that it was his impression he was treating a "toxic inhalation exposure," Ms. Dinius' chart note of November 11, 1996, and Dr. Beal's report of November 11, 1996. 


We find Employer produced substantial evidence to rebut the presumption that Employee's treatments were reasonable and necessary.  In making this finding, we rely on the reports of Drs. Arora, Sparks, Smith, Perkins, and Magee.


Having found that Employer rebutted the presumption, Employee must prove her claim by a preponderance of the evidence.  There is no dispute Employee suffered an acute exposure to neurotoxic chemical, Bendiocarb.  We earlier found this exposure caused her to suffer symptoms of carbamate exposure that persisted for as long as 24 hours after her last exposure.  We find that when Employee sought medical diagnostic treatment in August, September, and October 1996, she had a reasonable belief her work injury was causing her complaints.  Provided they are reasonable and necessary, diagnostic tests to rule out work-related causes of an employee's complaints are compensable.  See Amaya v. Our Lady of Compassion Care, AWCB Decision No. 98-0046 (March 11, 1998); Phillips v. Municipality of Anchorage, AWCB Decision No. 97-0197 (October 2, 1997); See also, 5 A. Larson, Workers' Compensation Law, Sec. 61.12(h)at 10-87, n. 57.1 (1998)


Employee's treating physicians appear to have agreed.  We find that diagnosis and treatment for carbamate intoxication requires special knowledge and expertise and that Employee's treating physicians, who claim no such special knowledge and expertise, acted reasonably and conservatively in methodically ruling out organic damage from Employee's Bendiocarb exposures.  Dr. Hahn doubted Employee was suffering pesticide intoxication, but he thought further research and tests were worth doing.  Dr. Crane referred employee to Dr. Craig for an evaluation of memory loss following pesticide exposure.  Dr. Craig found no objective neurocognitive deficit, but acknowledged such a deficit may have been caused by her exposure and subsequently resolved. On October 7, Dr. Crane was still of the impression he was treating a "toxic inhalation exposure" when he referred Employee to Dr. Perkins for a neurological evaluation.  On October 31, 1996 Dr. Perkins found Employee suffered no neurological damage.  


We find that the diagnostic treatments and tests performed by Drs. Hahn, Craig, and Perkins and Dr. Crane up to October 31, 1996, were performed for the reasonable and necessary medical purpose of ruling out Employee's work related Ficam Plus exposure as a cause of Employee's complaints, and are therefore compensable.  We further find that the aforesaid diagnostic treatments, particularly Dr. Perkins findings of October 31, 1996 (and subsequent toxicological expert evaluation), ruled out work-related injury as a factor in Employee's neurological, cognitive, cardiac and psychiatric complaints.  We find that none of Employees medical treatments after October 31, 1996 are compensable.  Further, since work-related injury was ruled out as a cause of Employee's complaints, the mental health counseling and physical therapy Employee received prior to October 31, 1996 are not compensable.

  
We specifically find that Dr. McIntosh's treatments are not compensable because she treated Employee for "organophosphate poisoning" and there is no evidence Employee was ever exposed to an organophosphate compound.  Further, we find that Employee's treatments with Dr. McIntosh constitute a change of physicians in violation of AS 23.30.095(a) and therefore her bills are not compensable.  Jaouhar v. Marenco, Inc., AWCB Decision No. 98-0166 (June 24, 1998).


Employee also claims reimbursement for medical travel expenses.  We find that Employee is entitled to recover those medical travel expenses, in accordance with 8 AAC 45.090, that are attributable to the medical diagnostic treatments we have found to be compensable, above.  We reserve jurisdiction to determine, if necessary what, if any, of Employee's medical travel expenses are compensable, and if so, in what amount.


Finally, we note that on August 11, 1998, Great Western Life Insurance Company, as health care administrator, acting on behalf of its plan holder, Kenai Peninsula Borough, asserted a lien to recover medical bills it paid on for treatments rendered to Employee.  The amount of that lien on August 5, 1998 is asserted to be $18,228.44.  We retain jurisdiction of this case to determine, if necessary, the amount Employer must pay for Employee's compensable medical treatments, the amount of Great Western's lien, if any, and whether the medical compensation benefits we award are subject to Great Western's lien.

3.
Is Employee entitled to temporary total disability (TTD) benefits, under AS 23.30.185?

AS 23.30.185 provides as follows: 


In case of disability total in character but temporary in quality 80 percent of the injured employee's weekly wages shall be paid to the employee during the continuance of the disability.  Temporary disability benefits may not be paid for any period of disability occurring after the date of medical stability 


 As used in the Worker's Compensation Act "disability" means an "incapacity because of an injury to earn wages which the employee was receiving at the time of the injury or any other employment."  A.S. 23.30.395(10).  In Vetter v. Alaska Workmen's Compensation Board, 524 P.2d 264, 266-67 (Alaska 1974), the court discussed the concept of disability compensation:


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 decrease in earning capacity due to a work-connected injury or illness.


In deciding whether Employee is entitled to TTD benefits, we are required to apply the presumption of compensability.  Kramer, 807 P.2d at 474.  We earlier found Employee suffered a work related injury, Bendiocarb intoxication.  We also found Employee was under the care of Dr. Crane for that injury and his diagnostic medical treatments and referrals were reasonable and necessary until October 31, 1996.  On October 7, 1996 Dr. Crane wrote a note stating "Nancy Short has been undergoing evaluation of symptoms occurring since 8-7-96 after exposure to Ficam-Plus at work.  Please excuse her from work until testing has been completed.  Thank you."  


We find Dr. Crane's order of October 7, 1996 is some evidence establishing a preliminary link between Employee's work-related injury and her incapacity to earn wages until the evaluation of the symptoms that manifested following her pesticide exposure was completed.  We further find the opinions of Drs. Arora and Sparks, that Employee's pesticide exposure did not cause injury, is substantial evidence to the contrary rebutting the presumption Employee is entitled to any TTD benefits.  The presumption therefore drops out, and Employee must prove her entitlement to TTD benefits by a preponderance of the evidence.



It is well established law in Alaska that an employee has a responsibility to mitigate damages caused by his injury.  Bignell v. Wise Mechanical Contractors, 651 P.2d 1163, 1168 (Alaska 1982). "The law contemplates that the injured workman will do everything humanly possible to restore himself to his normal strength so as to minimize his damages"  Phillips Petroleum Co. v. Alaska Ind. Brd., 17 Alaska Reports 658, 663 (Dist. Ct., Alaska 1958). 


We find that Employee was totally incapacitated from earning wages by Dr. Crane's order.  We further find, based on Employee's responsibility to mitigate her damages, she had a duty to follow the instructions of her treating physician, who was providing her reasonable and necessary diagnostic medical treatment required by the Employee's Bendiocarb exposure injury, and to not attend work until it was determined to a reasonable medical certainty Employee was not suffering a work related injury.  We have previously found that date to be October 31, 1996, when Dr. Perkins found no neurological basis for employee's continuing disability.


Under AS 23.30.185 Employee's entitlement to TTD ceased when she reached medical stability.  Two physicians address the issue of medical stability, Drs. Sparks and Arora.  Dr. Arora found Employee was medically stable from her viral syndrome on October 8, 1996.  Dr. Sparks found Employee was medically stable generally on the date of her report, May 6, 1998, but she did not address when Employee first became medically stable.  We find neither of these opinions helpful in determining when Employee became medically stable from her pesticide intoxication or when her incapacity due to reasonable and necessary diagnostic treatments ended. 


We rely on Dr. Arora's opinion that from a "toxicological standpoint," Employee was able to return to work after Dr. Crane ruled out objective evidence of neurotoxicity.  We have previously found that date to be October 31, 1996.  Therefore, we find Employee is entitled to recover TTD for the periods from August 7, 1996 to August 8, 1996, and from August 12, 1996 to October 31, 1996.


The record does not contain sufficient information to determine Employee's TTD rate.  We therefore, retain jurisdiction to decide Employee's TTD compensation rate, if necessary.

4.
Is Employee entitled to permanent partial impairment (PPI) under AS 23.30.190(a) or reemployment benefits under AS 23.30.041?

Under AS 23.30.190(a), if Employee suffered impairment partial in character and permanent in quality from a work related injury, she is entitled to PPI benefits.  Under subsection .190(b) determinations of the existence and degree of PPI shall be made strictly and solely under the whole person determination as set out in the American Medical Association Guides to Evaluation of Permanent Impairment.  


In deciding whether Employee is entitled to PPI we are again required to apply the presumption of compensability.  We find there is no competent medical evidence that Employee has any work related permanent impairment, or an impairment rating pursuant to subsection .190(b).  Further, the only physician to address whether Employee had a ratable injury was Dr. Arora and he found she had no ratable impairment.  We find Employee's evidence is insufficient to raise the presumption that her claim for PPI is compensable.  We find Employee's claim for PPI should be denied and dismissed.


We further find, since Employee suffers no permanent impairment caused by her work-related injury, she is not entitled to vocational rehabilitation benefits.  AS 23.30.041(f)(3).  We find Employee's claim for a reemployment benefits eligibility evaluation should be denied and dismissed.

5.
Is Employee entitled to permanent total disability (PTD) benefits, under AS 23.30.180?

To be entitled to PTD benefits, an employee must have a total disability caused by a work-related injury that is adjudged to be permanent.  AS 23.30.180.  Earlier, we found that Employee suffered no permanent impairment caused by her work-related injury.  We also found the only compensable disability Employee suffered was a temporary incapacity to earn wages imposed by Dr. Crane's medical order, while Employee underwent diagnostic testing and evaluation of the work-related injury from Bendiocarb exposure.  We found Employee's work-related injury resolved, at the latest, 24 hours after her last exposure to Ficam Plus on August 6, 1996.  We find based on all competent credible evidence, that Employee is not disabled from a work-related exposure injury.  Employee's claim for PTD should be denied and dismissed.

6.
Is Employee entitled to interest on compensation benefits allegedly due and not timely paid, under 8 AAC 45.142?
AS 23.30.155(b) governs when compensation must be paid and provides:

   
The first installment of compensation becomes due on the 14th day after the employer has knowledge of the injury or death.  On this date all compensation then due shall be paid.  Subsequent compensation shall be paid in installments, every 14 days, except where the board determines that payment in installments should be made monthly or at some other period.

8 AAC 45.082(d) provides that medical bills for an employee's treatment are due and payable within 14 days after the date the employer receives the medical provider's bill and a completed report on form 07-6102.


Employer produced no evidence that it did not timely receive the bills for those diagnostic medical treatments rendered to Employee prior to October 31, 1996, that we have found above to be compensable. Therefore, under AS 23.30.120(a), we presume the doctors' bills were timely and correctly submitted to Employer and remained unpaid beyond the fourteen day period.  


8 AAC 45.142 provides, in pertinent part, as follows:


If compensation is not paid when due, interest must be paid at the rate established in AS 45.45.010.  If more than one installment of compensation is past due, interest must be paid from the date each installment of compensation was due, until paid. . . .

Our regulations, 8 AAC 45.142, require the payment of interest at a statutory rate of 10.5% per annum, as provided in AS 45.45.010, from the date at which each installment of compensation is due.  See also, Land & Marine Rental Co. v. Rawls, 686 P.2d 1187, 1191-92 (Alaska 1984).  The Alaska Supreme Court interprets the requirement for interest payments broadly.  "Interest awards are a way to recognize the time value of money, and they give 'a necessary incentive to employers to release . . . money due."  Childs, 860 P.2d at 1191, quoting Moretz v. O'Neill Investigations, 783 P.2d 764, 766 (Alaska 1989).  


Under 8 AAC 45.142, and in keeping with the court's rationale in Childs, we find Employee is entitled to recover interest from Employer on those medical benefits (including medical transportation expenses) we have found above to be compensable.  Further, we find Employee is entitled to an award of interest on the unpaid TTD benefits awarded to Employee, above.

7.
Is Employee entitled to recover a penalty on compensation benefits due and not timely paid, under AS 23.30.155(e)?


An employee is entitled to recover a penalty under AS 23.30.155(e) if an installment of compensation is payable without an award and is not paid within seven days after it becomes due. Under subsection 155(a), compensation shall be paid promptly, except where liability to pay compensation is controverted by the employer.  A controversion notice must be filed in good faith to protect an employer from imposition of a penalty. For a controversion notice to be filed in good faith, the employer must possess sufficient evidence in support of the controversion that, if the claimant does not introduce evidence in opposition to the controversion, the Board would find that the claimant is not entitled to benefits.  Harp v. Arco Alaska, Inc., 831 P.2d 352, 358 (Alaska 1992). 


On August 30, 1998, Employer controverted Employee's claim based upon a lack of medical documentation that her claim of injury arose out of her employment.  We find there is no credible evidence to support Employee's allegation that Employer controverted her claim because she notified AKOSH concerning her August 5, 1996 Ficam Plus and heat stress exposures.  No evidence was presented concerning what medical evidence Employer possessed at the time of filing its August 30, 1996 controversion, however the controversion document indicates that it was copied to Redoubt Medical Clinic (Dr. Hahn) and Peninsula Internal Medicine (Dr. Crane).
A review of the medical records of Drs. Hahn and Crane dated to prior August 30, 1996, indicates that, although both physicians thought further inquiry and testing was medically indicated, neither physician stated that in their opinion Employee was injured or was suffering symptoms that were causally related to her work-related exposures. 


We find that if our hearing had been held on the record as it existed on August 30, 1996 we would have been required to hold for the Employer.  Under the Harp standard we find Employer's August 30, 1996 controversion was filed in good faith. We further find that Employer's position only became stronger as time went. We accordingly find Employer's successive controversions on November 11, 1996 and December 3, 1996 were likewise filed in good faith.  It is not until April 18, 1997, when Dr. Aurora delineated the symptoms of carbamate exposure that there was substantial evidence Employee had suffered symptoms indicative of injury from carbamate intoxication. We find all of Employer's controversions were filed in good faith under the Harp standard, and Employee's claim for a penalty under subsection .155(e) is denied and dismissed.

8.
Was Employer's controversion of Employee's claim for benefits frivolous and unfair, under AS 23.30.155(o)?

Based upon the findings we made in the foregoing section we find by a preponderance of the evidence that Employer's controversions were in good faith, and neither frivolous nor unfair.  Employee's claim that Employer's controversion was frivolous and unfair under AS 23.30.155(o) is denied and dismissed.

ORDER
1.
Employer shall pay the medical expenses for diagnostic treatment rendered to Employee by Dr. Hahn, Dr. Crane, Dr. Craig, and Dr. Perkins, between August 7, 1996 and October 31, 1996, together with the reasonable and necessary medical transportation expenses attributable to the aforesaid treatments, in accordance with our statutes and regulations.  All other Employee claims for medical benefits or medical transportation benefits are denied and dismissed.

2.
Employer shall pay the Employee TTD benefits for the period from August 7, through August 8, 1996 and from August 12, through October 31, 1996.  All other Employee claims for TTD are denied and dismissed.

3.
Employee's claim for PPI is denied and dismissed.

4.
Employee's claim for a reemployment benefits eligibility determination is denied and dismissed. 

5.
Employee's claim for PTD is denied and dismissed.

6.
Employer shall pay Employee interest on all medical benefits, medical transportation benefits, and TTD benefits we award today, from the date such benefits were due to the day of payment, at the statutory rate of 10.5 percent per annum.

7.
Employee's claim for a penalty under AS 23.30.155(e) is denied and dismissed.

8.
Employee's claim of frivolous and unfair controversion under AS 23.30.155(o) is denied and dismissed.


Dated at Anchorage, Alaska this _________________ day of _________________, 1998.

                  ALASKA WORKERS' COMPENSATION BOARD

                  ___________________________________

                  Steven Constantino, Designated Chairman

                  ___________________________________

                  Mark Stemp, Member

                  ___________________________________

                  Valerie Baffone, Member

If compensation is payable under terms of this decision, it is due on the date of issue and penalty of 25 percent will accrue if not paid within 14 days of the due date unless an interlocutory order staying payment is obtained in Superior Court.

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.

Proceedings to appeal must be instituted in Superior Court 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, as provided in the Rules of Appellate Procedure of the State of Alaska.

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 that the foregoing is a full, true and correct copy of the Decision and Order in the matter of Nancy Short, employee / applicant; v. Kenai Peninsula Borough, employer; and Industrial Indemnity, insurer / defendants; Case No.9616785; dated and filed in the office of the Alaska Workers' Compensation Board in Anchorage, Alaska, this _____________ day of _________________, 1998.

                             _________________________________

                             ELENA A. COGDILL, Clerk
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     �  The AKOSH inspection (Activity No. 12409337, Inspection No. 124093352) resulted in Employer being cited for several "serious" violations of federal health and safety regulations (29 C.F.R. 1910.146, 29 C.F.R. 1910.132/134 and 29 C.F.R. 1919.1200) relating to the failure to identify, evaluate, secure permits or institute mandatory safety procedures for work in confined spaces and the spraying of Ficam Plus.  In particular, AKOSH found Employee had not been provided with appropriate non porus gloves and protective suit for the application of Bendiocarb.


     �  Employee has a prior history of anxiety and depression focused around her job.  Employee received mental health counselling, principally for job related stress, from Kathleen Dinius, Ph.D, in January of 1993, August, September, and November of 1994, and July of 1995.  On May 20, 1994 Employee was seen in the Central Peninsula Hospital Emergency Room after calling the Suicide Prevention Hotline.  She complained of anxiety, shortness of breath and a headache.  She reported multiple social stresses at work.  She was diagnosed with depression.


     �  A RBC cholinesterase blood test performed on October 30, 1996 showed Employee's RBC cholinesterase had returned to the normal range.





     �  There are no medical or other records from Dr. Mohn in our file.


     �  Dr. Arora's June 24, 1997 report evaluates the characteristics and constituent chemicals of Ficam Plus and concludes that this information does not change the opinion expressed in his April 18, 1997 report.


     �  "The act or process of perspiring, especially excessive perspiration, as during an illness; induced perspiration, used as a therapeutic measure." 1 J. Schmidt, Schmidt's Attorney's Dictionary of Medicine, at D-80 (1992).


     �  "Lack or loss of muscular coordination (the purposeful working together of groups of muscles) resulting in irregularity of muscular movements.  There are many causes, most of them attributable to disturbances of the central nervous system." Schmidt at A-415.


     �  "A Pesticide Information Project of Cooperative Extension Offices of Cornell University, Michigan State University, Oregon State University and University of California at Davis.  Major support and funding was provided by the USDA/Extension Service/National Agricultural Pesticide Impact Assessment Program."  The excerpts provided do not contain a publication date and appear to have been secured through the internet on October 13, 1996.


     �  Louisiana Pacific Corp. v. Koons, 816 P.2d 1379 (Alaska 1991)


     �  Cheeks v. Wismer & Becker/G.S. Atkison, J.V., 742 P.2d 239, 244 (Alaska 1987).


     �  Burgess Construction v. Smallwood, 623 P.2d 312, 316 (Alaska 1981).


     �  Wien Air Alaska v. Kramer, 807 P.2d 471,473-74 (Alaska 1991).


     �  Municipality of Anchorage v. Carter, 818 P.2d 661, 665 (Alaska 1991)(medical benefits).  


     �  Id.


     �  Big K Grocery v. Gibson, 836 P.2d 941, 942 (Alaska 1992) (quoting  Grainger v. Alaska Workers' Compensation Board, 805 P.2d 976, 977 (Alaska 1991).


     �  Childs v. Copper Valley Electric Ass'n., 860 P.2d 1184,1189 (Alaska 1993).


     �  Miller v. Itt Arctic Services, 577 P.2d 1044, 1046 (quoting Thornton v. Alaska Workmen's Compensation Board, 411 P.2d 209, 210 (Alaska 1966)). 


     �  Veco Inc. v. Wolfer, 693 P.2d 865, 869 (Alaska 1985).


     �  Norcon Inc. v. Alaska Workers' Compensation Board, 880 P.2d 1051, 1055 (Alaska 1994); Wolfer, 693 P.2d at 869.


     �  Wolfer, 693 P.2d at 870. 


     � Id.


     �  Saxton v. Harris, 395 P.2d 71, 72 (Alaska 1964).







