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We heard this claim for permanent partial disability (PPD) benefits, medical expenses, interest and statutory attorney fees on April 29, 1988 in Anchorage, Alaska. The employee was present and represented by attorney Chancy Croft; defendants were represented by attorney Frank S. Koziol, Jr. The record closed at the conclusion of the hearing.

MEDICAL BACKGROUND

The medical records reflect that on October 15, 1976, the employee was treated by George Stewart, M.D., for exogenous obesity and work‑related depression. On a follow‑up visit on October 19, 1976, Dr. Stewart advised Grissom that no further therapy was necessary other than becoming more active. At this time the employee had blood pressure readings of 130/98 and 130/90.


When Grissom returned to Dr. Stewart on December 12, 1978 for her annual physical checkup, she was found to be basically in good health and having a blood pressure reading of 140/85.


In April of 1981, the employee went to the Virginia Mason clinic in Seattle for a complete checkup where she was examined by Paul Weiden, M.D., an internal medicine specialist. At this time she mentioned that her only physical problem was being overweight and fatigued from work. Dr. Weiden noted in his report of April 8, 1981 that Grissom suffered from exogenous obesity, borderline hypertension (blood pressure readings of 138/104 and 140/100), a history of smoking and a tense anxious personality. When her blood pressure was taken again on April 18, 1981, Grissom had readings of 134/88 and 130/85.


The employee was admitted to the Virginia Mason Hospital in August 1981 due to an episode of lower extremity pain and redness and swelling over her ankles. She was diagnosed as having erythema nodosum and treated with aspirin for discomfort.


Grissom suffered from another recurrence of erythema nodosum in November 1981 and another relapse in February 1982. The later incident was so severe that she had to be transported to the hospital by ambulance where she started steroid therapy. The employee suffered another relapse in April 1982.


On April 14, 1982, Grissom saw Dr. Weiden again for her annual physical. In his report the doctor noted that the employee suffered recurrent erythema nodosum and exogenous obesity. At this time her blood pressure reading was 124/92.


On January 11, 1983, Dr. Weiden began treating Grissom's elevated blood pressure with a mild diuretic. When her blood pressure readings were 124/90, 130/90 and 134/95 on January 28, 1983 and 142/96, 130/98, 140/98 and 155/105 on March 20, 1983, Dr. Weiden prescribed blood pressure medication. The doctor reported that the employee's blood pressure was within normal limits in April, July and October of 1983. (Weiden dep. at 13). Dr. Weiden described Grissom's hypertension, as "mild." He stated that a diastatic number from 90 to 100 is termed "mild", a reading of 100 to 120 is "moderate" and a reading above 120 is "severe." With medication her diastolic readings were between 78 and 85. (Id. at 14).


On October 21, 1983, Grissom presented symptoms of transient blindness in her right eye to Dr. Weiden who referred her to Scot A. Brower, an ophthalmologist. (Id. 14‑15). On October 24, 1983, the employee suffered from complete blindness in the right eye.


Dr. Weiden testified that his diagnosis was a central retinal artery occlusion (CRAO). (Id. at 21). He further diagnosed her suffering from vasculitis. (Id. at 22‑23). He explained that the symptom complex supported the diagnosis of vasculitis. He found it significant that Grissom previously suffered from erythema nodosum, which is an inflammation disease similar to the inflammatory disease of vasculitis. (Id. at 56‑57). He also found it significant that her blood tests showed an elevated sedimentation rate. The doctor explained that an elevated sedimentation rate it, commonly found in patients with inflammatory diseases. (Id. at 46, 56). Dr. Weiden also found it significant that the employee was a woman of relatively young years. He testified that inflammatory diseases are much more common in women than in men and are characteristically found in younger women. (Id. at 35, 56).


Dr. Weiden did not think that CRAO was caused by an emboli. The echocardiogram, which tests for emboli from the heart, was negative. (Id. at 18) . Also, the doctor testified that it was unlikely that Grissom suffered from arteriosclerosis because arteriosclerosis is a disease of older men. (Id. at 35).


When asked at his deposition whether he could, to a reasonable medical certainty, find that job stress caused, contributed, aggravated or accelerated any condition which led to the CRAO and vasculitis, Dr. Weiden testified that he did not know of any evidence which either did or did not implicate stress as a cause of CRAO or vasculitis. Nevertheless, he did not find any such relationship so as to prescribe any anxiety decreasing drugs. (Id. at 31‑32).


Dr. Brower is the ophthalmologist who has treated Grissom since she began experiencing her vision problems in October 1983 until the present time. (Brower dep. at 6, 13).


Dr. Brower ultimately concluded that the employee suffered from vasculitis which, he said, is an inflammation of the blood vessel walls to the eye. (Id. at 12). He based his diagnosis on Grissom's past history of erythema nodosum and a blood test which revealed an elevated blood sedimentation rate (Id.). The doctor explained that the erythema nodosum, which is skin rash, is related to vasculitis (Id.). While Dr. Brower diagnosed vasculitis, he could not determine its cause. He explained that the term "vasculitis' is a descriptive, non‑specific term. (Id. at 13).


As a result of the symptom complex fitting the diagnosis of vasculitis and because tests to determine other causes of the occlusion were negative, Dr. Brower concluded to a reasonable medical certainty that the employee's CRAO was caused by vasculitis. (Id. at 32).


When asked at his deposition whether he could state, to a reasonable medical certainty, whether job stress could have caused, contributed, aggravated, or accelerated Grissom's vasculitis, Dr. Brower testified that he knew of no such relationship. (Id. at 16).


When asked by the employee's counsel whether she may suffer from arteriosclerosis, Dr. Brower stated that while he could not rule it out, he could not, to a reasonable medical certainty, state that she had arteriosclerosis (Id. at 21, 32).


Dr. Brower testified that frequently a specific diagnosis cannot be made in Person suffering from CRAO. For example, he said, in approximately 50 percent of the patients he has seen, he was not able to diagnose beyond CRAO. (Id. at 32‑33). He did not consider Grissom's case to fall within this percentage because she was diagnosed as suffering from vasculitis. (Id. at 33).


Laird G. Patterson, M.D., was the employee's treating neurologist who had either seen or treated her four or five times before the end of December 1983. (Patterson dep. at 4‑5, 16‑18). He stated that before testifying, he did not review or consider any medical reports issued after December of 1983 and only glanced at the depositions of Drs. Weiden and Brower. (Id. at 23‑24, 8).


Dr. Patterson diagnosed the employee as suffering from CRAO of unknown etiology. (Id. at 6‑7). He testified that CRAO with unknown etiology is the most common type of classification for persons suffering from CRAO. He stated that this is a diagnosis in over 50 percent of the cases. (Id. at 6‑7, 22).


When asked at his deposition whether he agreed with Dr. Weiden's and Brower's diagnosis of vasculitis, Dr. Patterson stated: “I think that you could certainly say that it's vasculitis..." but "I'm sort of still in the 'I'm not sure what caused it camp'..." (Id. at 25).


Dr. Patterson further testified that he did not diagnose a condition of atherosclerosis or arteriosclerosis because of the negative carotid arteriogram. (Id. at 25‑26). He also found nothing which would suggest Grissom had coronary artery disease or any involvement of peripheral vessels. (Id. at 26).


At his deposition, Dr. Patterson was asked to comment extensively on the relationship between hypertension and CRAO. On direct examination he stated:

Q. On what basis do you make the statement that her central retinal artery occlusion may be directly related to the fact that she is hypertensive and was a smoker?

A. Well, both of those conditions will accelerate atherosclerosis. Hypertension is‑‑hypertension and smoking together are a combination of risk factors that certainly will contribute to atherosclerosis.

(Id. at 11).

Q. What is the relationship between hypertension and stress?

A. Well, I think that certainly people who have hypertension in many cases are in positions that are stressful, have jobs that are stressful, have relationships that are stressful and have elevated blood pressures that reflect that stress. I think that's a known factor as a cause of hypertension. In fact, I think the America Heart Association considers it such.

(Id. at 11‑12).

Q. Now your linking of hypertension and CRAO was with atherosclerosis, was it not?

A. That's correct. It would be as an‑‑we were discussing the epidemiology of this. Hypothetically, if you take central retinal artery occlusion of unknown cause and you look for factors that those patients share in common, then hypertension and smoking are factors that are found in a higher than would be expected percentage of patients with central retinal artery occlusion.

Q. without a diagnosis in Mrs. Grissom of atherosclerosis, then it is difficult to say, is it not, that hypertension was a contributing cause of her CRAO when that diagnosis had not been made?

A. Well no. What I say is that, if you took a hundred patients with central retinal artery occlusion of unknown cause and you looked for factors that associated those patients, a higher than normal percentage of them, or a higher than background percentage of them, would have a history of smoking and a history of hypertension. That's all I'm saying.

Q. That does not mean that's a cause and effect relationship?

A. No. It's an associated feature. That's all.

Q. That's all you're saying?

A. Yes. And I can't give you percentages on that. I'm sorry.

(Id. at 26‑27).

Q. You would agree that associated factors are not necessarily cause and effect factors?

A. I would agree that that's correct.

(Id. at 28).

Q. If the levels were mild prior to her being treated, rather than moderate or severe, would that be an important factor to you?

A. I think it would be a f actor in that I think there is a linear relationship between the degree of hypertension, its control and its duration and the development of disease. I think that's a clear cut association.

Q. So to the extent, if it was a mild condition, it would cut against this association that you spoke of?

A. It would certainly not produce rapidly progressive changes in the blood vessels or arteriosclerosis if it were mild to begin with, well controlled by the usual criteria we use to define control and of relatively short duration, say less than three or four years, five years.

(Id. 29‑30).

Q. I understood you have a number of factors‑‑the duration and severity‑‑but I'm also asking if it was well controlled, would that not be a significant factor in‑

A. No. That would be the least significant factor, frankly, yeah.

Q. But you would consider it?

A. I'd consider it. And I'd certainly consider that the hypertension was not a major factor if it had been of relatively short duration and relatively mild prior to coming under control.

(Id. at 31‑32).


On cross‑examination, Dr. Patterson further stated:

Q. So of all of the factors that we know about in her case, all of the tests and all of the information we have, is it true that the condition that would most likely be associated with CRAO of unknown etiology, would be hypertension and smoking‑‑of what we know about her?

A. Those factors, as I say, are associated features in a population of patients with central retinal artery occlusion. I can't give you the exact: percentage on that. If it were a hundred percent, then there would be no question. It's definitely associated. it's not a hundred percent by any means.

Q. Right. What I was trying to ask‑‑and I'm not doing a very good job of it‑‑do you know of any other factor in her case, any other traits of her case, that are as associated with CRAO of unknown etiology as is hypertension and smoking?

A. No. I would say we don't.

Q. So of what we know about her condition, those would then be the most two likely causes if you define a cause as something that is associated because of it's greater than normal statistical occurrence? 

MR. KOZIOL. I'm going to object to the form of the question as to the making‑‑translating association into cause, which can't be done.

A. Actually, I would have to answer the question as an aside as saying you can't do that.

Q. (By Mr. Croft) Okay.

A. Because what you're saying is that hypertension causes‑‑or cigarette smoking causes this disease. Those cause other alterations, other conditions, that then lead to the disease. So they are not proximate causes, if you will, of central retinal artery occlusion.

We don't even know how hypertension and smoking actually cause atherosclerosis if we assume that atherosclerosis is the proximate cause of this condition.

That's the reason we have to say they are associated features at this point‑‑is because we can't go from cause to effect without going through a circuitous and, unfortunately, probably erroneous route of association.

(Id. at 45‑47).


Finally, Dr. Patterson stated that it would be hard to say, to a reasonable medical certainty, that CRAO was directly related to the employees job stress. (Id. at 40‑41).


On November 6, 1987, Grissom was seen by Edward E. Crouch, M.D., an ophthalmologist, at the defendants' request, for an ophthalmologic examination. In his report of November 23, 1987, Dr. Crouch stated, in pertinent part:

In summary, this lady has had visual damage to her right eye as a result of vascular occlusive disease of an arteritic nature. In spite of the negative work‑up for arteritic vasculitis, she was treated for that after symptoms began in her ‑opposite eye. The response to therapy would support the diagnosis of arteritis as the cause of her‑visual difficulty, and she has done well since that time. The patient, at the time of her difficulty, was working in a stressful situation, and the question has arisen as to the relationship between the stress of her job and the onset of her vascular difficulties with her eve. In the face of her hypertension, it was felt on the patient's part, that the hypertension could have aggravated her vasculitis and therefore brought on her visual difficulty. While it would be difficult to refute this completely, there is no reasonable medical certainty to support such a casual relationship. To my knowledge, there is no evidence to support stress of any sort as being the cause f or vasculitis associated with central retinal artery occlusion. Hypertension, undeniably, has vascular complications throughout the body, but the patient's hypertension has been well‑controlled and again the question of stress, in its relation to hypertension, is not one of hard and fast cause and effect rules. I, therefore do not feel that I can say with any degree of reasonable certainty that the stress the patient was subjected to had any casual relationship to the vascular difficulties that resulted in her loosing the sight in her right eye.


At his deposition, Dr. Crouch testified that after reviewing all the medical reports and performing a physical examination, he reached the same conclusion that Drs. Weiden and Brower did that the employee suffered from CRAO specifically caused by a vasculitis. (Crouch dep. at 6‑7). The doctor stated that besides the test results, he felt a diagnosis of vasculitis was appropriate because Grissom had a favorable response in left eye from steroid treatment, suffered from erythema nodosum and had symptoms in both eyes. He explained that a favorable response to steroid treatment is significant because steroids are an anti‑inflammatory drug. (Id. at 8‑10). Next, he reported that erythema is an inflammatory disease. (Id. at 10). Finally, the doctor testified that studies show that bilateral symptoms are much more common in cases of vasculitis than in cases of arteriosclerosis. (Id. at 11‑12).


Dr. Crouch testified that even if the employee was suffering from arteriosclerosis, it was unlikely that her hypertension would have been a factor in its development because the hypertension had been well controlled. (Id. at 13).


In conclusion, Dr. Crouch stated, as he did in his report of November 23, 1987, that job stress did not, to a reasonable medical certainty, cause, contribute to, aggravate, or accelerate Grissom's vasculitis. He testified that he knew of no relationship between vasculitis and stress. (Id. 25‑26).


The employee underwent a psychological examination by David J. Sperbeck, Ph.D., on November 9 and 10 of 1987 and a psychiatric examination by David J. Coons, M.D., on November 11, 1987.


In his report of November 19, 1987, Dr. Sperbeck concluded, in part, an pages 8‑9:

There is, however, a relationship between emotional stress and hypertension. Certainly, Mrs. Grissom suffered from a certain amount of stress in her job by virtue of the fact that she was a highly trained and responsible individual in her company. However, it was less job stress and more distress that she related to me that she suffered. Specifically, she reported having felt manipulated, verbally abused, and unfairly blamed by Mr. Roark and was obviously distressed by these episodes. However, she apparently was not impressed nor did she impress her treating physicians of the severity of her stress/distress to the point where she was referred for psychiatric or psychological treatment. In fact, I could find nothing in Mrs. Grissom's medical records which would support job stress as an etiological factor in her developing or exacerbating her vasculitis, hypertension, or other physical disorders.

On two or three occasions, I found reference in Mrs. Grissom's medical records to her as an anxious and tense person. In fact, in 1976 she was described as suffering from a certain degree of job related depression, by her Anchorage physician, Dr. Stewart. I cannot distinguish etiologically between the factors of family history, exogenous obesity, and the stress of working as an executive in a industry known for stressful job circumstances, since these factors all were concurrent in Mrs. Grissom's life. I can state if job stress was as significant as Mrs. Grissom claims it was, that it is surprising to me that 1) she did not complain of this more to her treating physicians, 2) that her treating physicians did not make a point: of mentioning this more prominently in their reports and 3) that Mrs. Grissom chose to go right back into this line of work.

I do not disagree that her feelings were hurt and that was stressful. However, she is a very capable and competent woman who describes herself as tough and capable of managing stressful circumstances.


In his report of November 16, 1987, Dr. Coons reported at pages 7‑8:

The connection between stress and the symptoms that Mrs. Grissom had are not, to my knowledge, established but that is probably an area for lively intellectual debate because the nature of her illness is mysterious, let alone the cause. I do believe that she was under stress for many years from a high level of work and responsibility and that she was at a higher level of stress near the time of her blindness. on the other hand, she has not been comfortable being away from work and seems to need the stimulation that responsibility and the associated "stress" provides. She does tend to minimize her own potential contributions to her difficulties, (like smoking, poor weight control and her own need to maintain a high level of work activity), and she tends to overlook the fact that she has had some indications of both vascular difficulties and hypertension that predated the period that she sees as being extra stressful.

I do think that she believes the connection that she outlined to me. it is possible that it may provide such a strong focus that it allows her not to look at other potential contributors. It may also be more comforting to attribute cause to a situation that is changeable, (and has been changed), than to an unexplained and unpredictable illness with a life of its own. Mrs. Grissom is naturally frightened about the future and is fearful of becoming a burden to her husband. Her fear of having to depend on him for coverage of future medical care along with a fear of being unable to pull her own financial weight is a continuing source of worry for her, in addition to the worry about the condition itself and the inactivity that would occur if she were unable to work.

EMPLOYEE'S WORK HISTORY

Grissom, who started working in the insurance industry as an adjustor in 1969, related that by 1975 she had become director of claims for ALPAC. (Grissom dep. at 10). In 1980, when she was director of Workers' Compensation for ALPAC, she joined the employer, a new company, as vice‑president of claims. (Roark dep. at 8). After being treated for her CRAO, the employee returned to work for the employer until March 31, 1987 when she quit to form her own company.

ALLEGED STRESS FACTORS

In her deposition, Grissom testified extensively to various stressful occurrences that she had to deal with before she suffered CRAO while working for the employer. Ben C. Roark, the employer's treasurer and controller between January 1, 1980 and the present, was also deposed and commented on the incidents mentioned by the employee. Each of these events will be specifically set forth below.


1. Roark testified that in early 1980 both he and Grissom left their employment with ALPAC and joined the employer, which had just come into existence. (Roark dep. at 8). He stated that the employer officially purchased Charter American Insurance Company (Charter) on April 4, 1982, and Charter was completely merged with the employer by May 5, 1983. (Id. at 27). Roark testified that Grissom's job with regard to the merger was to obtain certificates of authority to write insurance in 33 states. (Id. at 27). The employee stated that by May 5, 1983 when the merger was complete, she had obtained certificates from 30 of the 33 states and had completed approximately 90 percent of her work on the project. (Grissom dep. at 38). She testified that even after the merger date she felt a lot of pressure to complete the project by December 31, 1983 because it would make the employer's financial statement look better, which might in turn affect the company's rating from Best's Rating Company. She also felt her bonus and raise might depend on obtaining all 33 certificates (Id. at 39‑40). The employee testified that because of her illness, the company was not listed in Best's, she did not get a raise, and her bonus was less than it would have been otherwise (Id.). Finally, she explained that what caused her stress during this period was a lot of work and traveling, and she was getting tired. (Id. at 43) . Roark testified that the Best's rating was not in any way related to Grissom's acquiring the final three state certificates. He a, so stated that her raise and bonus was also not contingent upon obtaining the final certificates. (Roark dep. at 31‑32).


2. Grissom relayed that she had a problem with Roark over the company's membership in the National Association of Independent Insurers (NAII). (Grissom dep. at 46). she stated that because the company had just been assessed $10,000 for membership, Roark felt that the company should resign from the association. (Id. at 47). The employee reported that even though the idea of joining the association was that of the previous president and not hers, Roark felt she was responsible for the new assessment. According to the employee, when she explained to Roark that it was not her idea, Roark became suddenly quite irrational and called her a liar. (Id. at 47‑48). In particular she testified:

Q. What did you say to him?

A. I don't recall my exact words. I was so shocked. He flew into a tantrum. I had never seen him do this kind of thing. I've since seen him do it. It utterly shocked me.

He said he didn't trust me, et cetera, et cetera. I can't remember all the words that were saId. It just‑‑I don't recall that I even responded to him at the time because I was shocked at the way he was acting.

Q. How long did that conversation last?

A. It seemed forever at the time. Five minutes, ten minutes.

(Id. at 48).


Linda Pysher, the employer's assistant director of claims in 1983 testified that on one occasion Grissom came into her office very upset almost the point of tears and stated that Roark had just screamed at her, calling her a liar and a person he could Do longer trust. (Pysher dep. at 13, 20). Pysher stated that after approximately 20 minutes she was able to calm the employee down to the point where she went back to work. (Id. at 19). Pysher concluded her testimony by stating that Grissom was capable of holding her own when disagreeing with others and that disagreements with fellow management persons at Pacific marine was not unusual but only a part of the way the upper levels of corporations tried reaching decisions. (Id. at 25‑26).


Roark testified that the NAII membership dispute occurred at the September 6, 1983 executive meeting. (Roark dep. at 11). He stated that because he felt that the $10,000 for the association membership was a needless waste of corporate assets he recommended that she advise the president that membership be dropped. (Id. at 12). Roark testified the employee disagreed with him, and after the meeting he explained to her that if she maintained her position, she would be giving the president incorrect information. (Id. at 16). He also reported that he told Grissom that he had lost confidence in some of her business judgment and decisions and sometimes questioned her integrity. (Id. at 18). Roark said that this conversation only lasted five or ten minutes. (Id.).


3. Apparently in the summer of 1983, Roark and Grissom were in agreement about how the provisions of a pension and profit sharing plan were to be interpreted before meeting with the company's president. However, while discussing the matter with the president the employee was persuaded to agree with him and not Roark. She testified:

Q. Was it after that discussion, after that changing of mind, that you had a discussion with Mr. Roark about his ability not‑‑his inability to rely on you and your opinions?

A. I'm sure we had a discussion after that, too. But if he did, it wasn't like the one that we had about the NAII assessments.

Q. So, this incident I've described you do recall happening; but it did not cause you significant stress? Is that an accurate assumption?

A. If I can recall ' it might have upset me. But it was no more than the normal day‑to‑day business type thing. It was his tantrum that he displayed on that other occasion that created the problems. Differences of opinions don't necessarily create stress.

Q. You're used to differences of opinions working in the insurance field over the years?

A. Certainly, certainly.

(Grissom dep. at 49‑50).


Regarding Roark stated this dispute, that he told the employee that she would never do that to him again and that he had lost confidence and faith in her judgment. (Roark dep. at 21).


4. Grissom also reported that she was under "considerable pressure in the fall of 1983 to get the reserves reduced and, if necessary, to change the entire reserving philosophy and to start discounting reserves..." (Id. at 51). she said she disagreed with the new corporate policy and strongly advised against it. (Id. at 52). Roark testified that during the period when a new reserves policy was being discussed, he never knew the employee was against discounting. (Roark dep. at 34).

FINDINGS OF FACT AND CONCLUSION OF LAW

The principle issue in this case is whether work‑related stress caused Grissom's central retinal artery occlusion.


AS 23.30.120(a) provides in pertinent part: "In a proceeding for the enforcement of a claim for compensation under this chapter it is presumed, in the absence of substantial evidence to the contrary, that (1) the claim comes within the provisions of this chapter."


In Burgess Construction Co. V. Smallwood, 623 P.2d 312, 316 (Alaska 1981) (Smallwood 11), the Alaska Supreme Court held that the employee must establish a preliminary link between the injury and continuing symptoms. This rule applies to the original injury and continuing symptoms. See Roqers Electric Co. v. Kouba, 603 P.2d 909, 911 (Alaska 1979). "[I]n claims 'based on highly technical medical considerations' medical evidence is often necessary in order to make that connection." Id. “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." Veco Inc. v. Wolfer, 693 P.2d 865, 871 (Alaska 1985). Once the employee makes a prima facie case of work‑relatedness the presumption of compensability attaches and shifts the burden of production to the employer. Id. at 870. To make a prima facie case the employee must show 1) that he has an injury and 2) that an employment event or exposure could have caused it.


To overcome the presumption of compensability, the employer must present substantial evidence the injury was not work‑related. Id. Miller v. ITT Arctic Services, 577 P.2d 1044, 1046 (Alaska 1978). The Alaska Supreme Court "has consistently defined 'substantial evidence' as 'such relevant evidence as a reasonable mind might accept as adequate to support a conclusion."' Miller, 577 P.2d at 1046 (quoting Thornton v. Alaska Workmen's Compensation Board, 411 P.2d 209, 210 (Alaska 1966)). In Fireman's Fund American insurance Cos. v. Gomes, 544 P‑2d 1013, 1016 (Alaska 1976), the court explained two possible ways to overcome the presumption: 1) producing affirmative evidence the injury was not work‑related or 2) eliminating all reasonable possibilities the injury was work‑related. The same standards used to determine whether medical evidence is necessary to establish the preliminary link apply to determine whether medical evidence is necessary to overcome the presumption. Veco, 693 P.2d at 871. "Since the presumption shifts only the burden of production and not the burden of Persuasion, the evidence tending to rebut the Presumption should be examined by itself." Id. at 869. If the employer produces substantial evidence that the injury was not work‑related, the presumption‑drops out, and the employer must prove all the elements of his claim by a preponderance of the evidence. Id. at 870, "Where one has the burden of proving asserted facts by a preponderance of the evidence, he must induce a belief in the minds of jurors that the asserted facts are probably true." Saxton v. Harris, 395 P.2d 71, 72 (Alaska 1964).


Based on the testimony of Drs. Sperbeck, Coons and Patterson, we find that the employee has established the preliminary link between her employment with the employer and the disability. First, Dr. Sperbeck reported that the employee certainly suffered from a certain amount of stress in her job because she was a highly trained and responsible person in her company. Dr. Coons testified that Grissom was under stress for many years from a high level of work and responsibility and that she was at a higher level of stress near the time her right eye became blind. Dr. Patterson stated that he felt that the employee's CRAO may be directly related to the fact that she is hypertensive. He testified, in essence, that there is relationship between job stress and hypertension, and that, in turn, could accelerate atherosclerosis which could cause CRAO. Having determined that the preliminary link has been established, we conclude that the presumption of compensability arises and the employer must come forward with substantial evidence to overcome it.


We find that the defendants overcame the presumption by introducing affirmative evidence that the employee's disability was not work‑related. The source of this evidence is the testimony of Drs. Weiden, Brower and Crouch and the findings of Dr. Sperbeck and Coons.


Dr. Weiden and Brower both diagnosed CRAO and vasculitis, an inflammation of the blood vessel walls to the eye. They based their diagnoses on tests and the fact that Grissom had a history of erythema nodosum, which is also an inflammatory condition of the blood vessels. Both doctors testified that frequently a specific diagnosis cannot be made in person suffering from CRAO. Dr. Weiden stated that he did not find any relationship between job stress and CRAO and vasculitis. Dr. Brower testified that he could not, to a reasonable medical certainty, state that the employee had arteriosclerosis.


Dr. Crouch testified that he agreed with Drs. Weiden and Brower that: the employee suffered from CRAO and vasculitis. The doctor reported that besides the factors which Dr. Weiden and Dr. Brower based their diagnoses on, he found it significant that the employee had a favorable response in her left eye from steroid treatment and she had symptoms in both eyes. He explained that a good response to steroid treatment was important because vasculitis is an inflammatory disease and steroid is an anti‑inflammatory drug. Dr. Crouch also stated that bilateral symptoms are much more common in cases of vasculitis than in cases of arteriosclerosis. The doctor testified that even if the employee suffered from arteriosclerosis, hypertension would probably not have caused it because her hypertension had been well controlled. In conclusion, Dr. Crouch stated his opinion that job stress did not, to a reasonable medical certainty, cause, contribute to, aggravate, or accelerate Grissom's vasculitis.


In his report, Dr. Sperbeck reported that he could find nothing in the employee's medical records which indicated that job stress was a factor in the development or exacerbation of her vasculitis, hypertension or other physical disorders.


Finally, in his report, Dr. Coons stated that to his knowledge a connection between stress and Grissom's symptoms has never been established. While he believes that the employee sees such a connection, the doctor thinks that she may be overlooking other possible factors such as her history of erythema nodosum, smoking, poor weight control and her own need to maintain a high level of work activity as possible causes of her problems. As he stated, "it may also be more comfortable to attribute a cause to a situation that is changeable . . . than to an unexplained and unpredictable illness with a life of its own."


With regard to Dr. Patterson's testimony that in the employee's case job stress could have lead to hypertension, hypertension could have accelerated atherosclerosis, which, in turn, could have culminated in CRAO, it must be noted that he based it on only associated factors by considering statistics and not on his treatment of Grissom. in fact, the record shows that Dr. Patterson saw the employee a few times while she was in the Virginia Mason Hospital in 1983, he did not review or consider any medical reports after that time and only glanced the depositions of Drs. Weiden and Brower. Not only were Dr. Patterson's opinions regarding the possible cause of Grissom's CRAO based on sheer percentages but it was also dependent on her having elevated and uncontrolled blood pressure for a number of years. In response to the question of whether a history of mild hypertension would possibly change his view, he testified that:

It would certainly not produce rapidly progressive changes in the blood vessels of arteriosclerosis if it were mild to begin with, well controlled by the visual criteria we use to define control and of relatively short duration, say less than three or four years, five years . . .

I'd certainly consider that the hypertension was not a major factor if it had been of relatively short duration and relatively mild prior to coming under control.

(Patterson dep. at 29‑30).

The medical‑records reflect that, based on Dr. Weiden's definition, Grissom did not have high blood pressure in October 1976, had a mild elevation in April 1981, was placed on medication for mild blood pressure between January and April 1983, and after that date, her blood pressure was within normal limits. Based on these facts, we find that the employee had not suffered long‑term uncontrolled hypertension, and, therefore, there is little support for Dr. Patterson's views that her CRAO was caused by atherosclerosis brought about by hypertension. This is also supported by Dr. Crouch, who found Grissom's hypertension to have been well‑controlled.


Based on this evidence, the presumption of compensability drops out, and the employee must prove the elements of her claim by a preponderance of the evidence.


After reviewing all of the evidence, we find that the employee has not, by a preponderance of the evidence, proven that the work‑related stress caused her central retinal artery occlusion in her right eye. Accordingly, her claim for permanent partial disability benefits, medical expenses, interest and attorney's fees must be denied.

ORDER

1. The employee's claim for permanent partial disability benefits is denied and dismissed.


2. The employee's claim for medical expenses is denied and dismissed.


3. The employee's claim for interest is denied and dismissed. 


4. The employee's claim for attorney's fees is denied and dismissed.


Dated at Anchorage, Alaska, this 27th day of May, 1988.

ALASKA WORKERS' COMPENSATION BOARD

/s/ Russell E. Mulder
Russell E. Mulder, Designated Chairman

/s/ John H. Creed
John H. Creed, Member

/s/ Donald R. Scott
Donald R. Scott, Member

REM/fs

If compensation is payable under terms of this decision, it is due on the date of issue and penalty of 20 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

A compensation order may be appealed through proceedings in Superior court 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.

A compensation order becomes effective when filed in the office of the Board, and unless proceedings to appeal it are instituted, it becomes final on the 31st day after it is filed.

CERTIFICATION

I hereby certify that the foregoing is a full, true and correct copy of the Decision and Order in the matter of Barbara Grissom, employee/applicant; v. Pacific Marine Insurance, employer; and Fireman's Fund Insurance, insurer/defendants; Case No. 326695; dated and filed in the office of the Alaska Workers' Compensation Board in Anchorage, Alaska, this 27th day of May, 1988.

Clerk

SNO

