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OPINION AND ORDER

Claimant appeals from a decision of the

Administrative Law Judge filed July 12, 2013.

The Administrative Law Judge entered the

following findings of fact and conclusions of law: 

1. The Arkansas Workers’
Compensation Commission has
jurisdiction over this claim.
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2. On the date of the alleged compensable
injury – that is, April 12, 2011 – the
claimant was employed by the respondent
employer.

3. The claimant has alleged that she
sustained a compensable inhalation
respiratory injury.

4. Respondents No. 1 have denied and
controverted this claim in its entirety.

5. The claimant’s average weekly wage of
$554.00 entitles her to compensation
rates of $369.00 per week for temporary
total disability and $277.00 per week for
permanent partial disability.

6. The claimant has failed to establish that
she sustained a compensable pulmonary
injury pursuant to the requirements of
Arkansas Code Annotated Section 11-9-114.

7. The claimant has failed to establish that
she sustained a compensable occupational
disease pursuant to the requirements of
Arkansas Code Annotated Section 11-9-601.

We have carefully conducted a de novo review

of the entire record herein and it is our opinion that

the Administrative Law Judge's decision is supported by

a preponderance of the credible evidence, correctly

applies the law, and should be affirmed. Specifically,

we find from a preponderance of the evidence that the

findings of fact made by the Administrative Law Judge

are correct and they are, therefore, adopted by the Full

Commission.
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Thus, we affirm and adopt the decision of the

Administrative Law Judge, including all findings and

conclusions therein, as the decision of the Full

Commission on appeal.

IT IS SO ORDERED.

                                   
A. WATSON BELL, Chairman

                                   
KAREN H. McKINNEY, Commissioner

Commissioner Hood dissents.

DISSENTING OPINION

After my de novo review of the entire record,

I must respectfully dissent from the majority opinion. 

The claimant sought benefits for her restrictive lung

disease as a compensable inhalation respiratory injury. 

The claimant had been working for the

respondent-employer in a dusty, dirty, smoky, ashy

environment with fumes from combustion engines, as a

crane operator, since around April  2010.  She was

confined to the cab of the crane, which was equipped

with an air conditioning system, that became inoperative
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as of the summer of 2011.  Without the use of that

system, the claimant was forced to open the window,

which meant that she was exposed, in very close

proximity, to the polluted air.  The claimant explained

that she used a crane to move and dismantle cars and

that there were explosions regularly.  She stated that

the air was full of dirt, soot, smoke, large particulate

like snow, and other materials.  Polluted air is a

necessary part of the activities of the employer.  This

is evidenced by the fact that the claimant’s cab was

equipped with a system to clean and cool the air. 

Certainly the general population is not subjected to

such air quality conditions, and had the claimant’s

equipment been properly functioning, she would not have

been either.  Her employment placed her at a much

greater risk of lung disease than the risk faced by a

member of the general population.

After the cab air system was disabled, the

claimant, in April 2011, had an episode of shortness of

breath with chest pain that required immediate medical

attention.  The claimant and Dr. Holland related her

problems to this work activity.  The claimant’s last

injurious exposure was the date that she went to the
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hospital.  Since that time, she has been unable to

return to her employment or to any employment.

The exact nature of the claimant’s condition

has not been identified.  However, Dr. Holland stated

that her diagnosis was pneumonitis or pneumoconiosis,

which means injury to the lung tissue.  This type of

diagnosis is a way to describe the way a condition acts,

when specific identification is not possible.  Pneumonia

was originally the same kind of diagnosis, until

pneumococcus was identified as the cause.  Dr. Rector

testified that the claimant’s lungs were not normal,

that there was a restrictive abnormality and not an

obstructive abnormality.  A diagnosis of pneumonitis

satisfies the “disease” requirement of the definition of

“occupational disease.”  Ark. Code Ann. § 11-9-

601(e)(1)(A).  

A claim for benefits arising out of an

occupational disease requires proof of a causal

connection between the claimant’s condition and her

employment.  It is important to note that the claimant

had pre-existing lung issues.  She was treated in

November 1996 for anxiety and gave a history of

shortness of breath, among many other symptoms. 
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Five years later, in April 2001, the claimant

presented to her physician with “shortness of breath

that is exacerbated by diesel fumes, perfume, etc.”  She

had shortness of breath with exertion, especially

stairs, tightness all over her chest.  These were worse

with increased humidity.  Her physician observed

tightness in her lungs, with wheezes on inspiration and

expiration.  She was short of breath at rest.  He

assessed bronchial asthma, for which she was to quit

smoking and use two medications.

Again, five years later, in May 2006, the

claimant presented to the emergency room with chest pain

that started two weeks prior and had worsened.  She was

diagnosed with acute bronchitis with interstitial

pneumonia.

Four years after her acute bronchitis

diagnosis, in January 2010, the claimant presented to

the emergency room with the sudden onset of chest pain

on a couple of days before that, and since that time,

she had shortness of breath and exertional fatigue.  It

was observed that she was out of breath with minimal

activity.  The diagnosis was respiratory distress.  She

had a couple of episodes of shortness of breath since
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October 2009.  She reported that she was in her usual

state of good health when she had the sudden onset of

shortness of breath.  She could not catch her breath. 

She denied wheezing.  She settled down after 20 minutes,

but she did not return to her normal functional status. 

She was normally very active without difficulty.  Her

pulse oximetry was 88% on arrival at the emergency room. 

She was unemployed at the time.  The assessment was that

she likely had chronic obstructive pulmonary disease,

but possibly an autoimmune issue, interstitial lung

disease, or anxiety.  She was admitted. The diagnoses

were shortness of breath and tobacco use disorder. The

claimant returned the next day with shortness of breath

and coughing after using the inhaler.  She had the new

symptom of lightheadedness and the feeling that she was

going to “pass out.” She was to follow up with Dr.

Lavendar.  On January 11, 2010, the claimant called Dr.

Lavendar’s office, needing an earlier appointment due to

her “spells,” but due to a communications problem, no

appointment was scheduled.  By February 4, when the

doctor’s office did speak to the claimant, she stated

that she was doing better and the appointment scheduled

would be fine.  In February, the claimant sought a less
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expensive inhaler, and later, missed some appointments

for studies.

On March 28, 2011, the claimant saw Dr. Carter

with uterine and abdominal pain, with no mention of lung

issues.

The claimant had four episodes of lung

problems, and in February 2010, she had improved

sufficiently to discontinue active treatment, to work in

roofing, and then to take the crane operator job in the

summer of 2010.  She did not seek any treatment for her

lungs until she had a significant episode of shortness

of breath, chest pain, and fatigue in April 2011.  The

claimant definitely had pre-existing issues, but she did

not have the significant condition or any disability

before April 2011 that she did afterward. 

Dr. Holland testified that he had been the

claimant’s doctor since 1996 and that she had typical

maladies.  She had a little asthma in 2001 that was

controlled with a few medications, but did not require

steroids.  He stated that before 2011, there were no

limitations on her ability to work due to her health. 

She previously had a little asthma.  She was a smoker. 

She required an intermittent inhaler.  Her asthma was
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controlled with the inhaler and with a medication that

stabilizes the allergy cells in her lungs.  She did not

require steroids before April 2011, and she did

afterward.  She has experienced a cascade of

complications since April 2011. 

I recognize that Dr. Holland was not aware

that the claimant was seen in January 2010 with chest

pain and subsequent shortness of breath.  However, the

claimant’s symptoms resolved sufficiently in February

2010 that she no longer needed treatment and that she

was able to continue to work without treatment or

disability, for more than a year.  Thus the significance

of that episode is minimized other than as evidence that

she had four episodes of shortness of breath, which

resolved promptly and which were separated by four or

five years each.

Dr. Holland testified that in his care of her

up to April 2011, she had not complained of or exhibited

symptoms to suggest hypoxia.  There was concern, because

she smoked, but even back in 2001, her oxygen saturation

on room air at rest was 93%, and “that’s okay for a

smoker usually.”  In December 2010, her saturation on

room air was 98%.  She had no complaints at that time.
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The claimant consistently related to all her

treating physicians that her lung condition in April

2011 to her employment, to the dirt, fumes and particles

in the air, and to the defective air conditioner in her

crane.  She reported that she had been able to work long

hours without limitation until April 2011, although she

also reported that she thought that her breathing had

worsened since she took the job in the summer of 2010. 

She was unable to work subsequently or to even function

without supplemental oxygen.

The claimant was a poor historian at the

hearing, but the records support a finding that between

February 2010 and April 2011 the claimant was not seen

by any provider for lung problems, despite the

claimant’s continued medical care for other issues.  She

began to work for the respondent-employer in early 2010

without limitation until April 2011.

More than a year after her last medical

treatment for her lungs, between April 12 and 21, 2011,

the claimant was admitted to St. Vincent Hospital with

chest pain, shortness of breath, and fatigue.  She

presented with objective signs consistent with acute

respiratory failure, cause uncertain.  It was noted that
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she works on a crane and is exposed to diesel gases and

“abundant dirt.”  She was also exposed to a shredding

machine with a combustion engine.  She had a history of

tobacco dependency and shortness of breath on exertion. 

She was totally disabled from work.  She was to wear

oxygen continuously and to avoid any strenuous work. 

The assessment was acute chronic respiratory failure,

chronic lung disease probably associated with tobacco,

rule out possibility of interstitial lung disease,

shortness of breath and fatigue associated with lung

disease, secondary polycythemia secondary to chronic

hypoxemia, and rule out gall bladder disease.

On April 13, 2011, while at the hospital, the

claimant was evaluated by Dr. Greenwood, a

pulmonologist.  He wrote that the claimant had a long

history of smoking, which she “tolerated ... quite

well.”  She did not wheeze.  Eight months prior to her

hospitalization, the claimant took a job operating a

crane, which exposed her to “lots” of diesel fumes and

other particulate matter.  She reported that she thought

her breathing had been “worse” since then.  The claimant

had gained 25 pounds with the crane job.  She had been a

roofer before that, with “certainly no breathing
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problems.”  She did not describe fits of wheezing in her

new job.  Dr. Greenwood diagnosed hypoxemia.  He stated

that his “suspicion would be very high for [intracardiac

shunt] being a problem even if it took decades of

smoking and perhaps a new environment to set her

hypoxemia and symptoms off.”  She needed to quit

smoking, to stop taking steroids and to carry an

albuterol inhaler, because with perfectly clear lungs,

her pulse oximetry was 92% and after a very slow one-

hundred-foot walk, it dropped to 88%.

Dr. Holland explained that a patient’s lungs

could be clear and still have hypoxemia and lung damage. 

The pulmonary system is very efficient, and even with

sixty percent damage the lungs can still have 100%

saturation, if the patient is not exerting herself.

Dr. Holland testified at deposition that while

in the hospital in April 2011, she had a cardiac workup,

which showed that she had hypoxemia which is low oxygen

in her blood.  Dr. Holland stated that 80% on room air

was significant hypoxemia.  The emergency room doctor

felt that her heart was adequate and that she had

polycythemia, which is excess red blood cells.  He

performed a phlebotomy, which is the removal of blood. 
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Dr. Holland also explained that on April 20,

2011, the claimant was seen almost immediately after her

release from the emergency room by Dr. Holland’s

partner, Dr. Carter, who felt there was something more

significant wrong.  She had hypoxia, low oxygen

concentration, below 90-92% on room air.  She had 98% on

two liters of air.  He stated that:

She said she had more significant shortness of
breath. His note, it says, “Severe and almost
always occurs at work in the cabin of her
crane.” And she did tell us then the air
conditioning was broken on her cabin, that
it’s a recycling kind of area where they have
burning tires and things like that, and so she
was exposed to shredded automobile parts and
tires burning and smoke like that in her cab,
and that her air conditioner wasn’t working,
and she was getting short of breath a lot.
That’s what she told us.

Dr. Holland testified at deposition that her

condition required continuing care and she was

readmitted to the hospital after her visit on April 27,

because she was worse, forgetful, and with an even lower

oxygen saturation while on oxygen.  She had a pulmonary

embolism, which is a blood clot in the lung.  Dr.

Holland did a physical examination of the claimant at

the April 27 appointment, with Dr. Carter.  They felt

that she had something else going on, because she had
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such a significant respiratory failure.  They continued

her on warfarin, a blood thinner, to prevent pulmonary

emboli, which they thought was related to the hypoxia. 

There was no problem with that before April 2011, and no

suggestion or symptom which might have suggested it,

before April 2011.  Dr. Holland stated that he and Dr.

Carter had known and treated the claimant for several

years. They felt that she was sharing her knowledge with

the intent of getting well, without other agenda.

On June 29, 2011, the claimant saw Dr. Rector

for chronic lung symptoms.  She reported that in April

2011, she could not breathe.  She works for a company

that crushes cars and other metals, operating a crane

moving vehicles with a magnet. The cab of her crane is

air conditioned, but the air conditioner was

inoperative, requiring her to leave the window open.  It

was hard to breathe with the window open because there

was a lot of stuff in the air.  She described it “like

snow,” and stated that it was so bad that she could not

breathe.  She reported that there were often explosions

at work, which caused her anxiety. She stated that prior

to April, she was healthy and worked seven days a week,

sometimes up to eleven hours a day.  She had some
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problems with fatigue about in March.  The claimant told

Dr. Rector that she had been terminated while she was in

the hospital and that her employer did not want her to

file a workers’ compensation claim.  Dr. Rector did not

observe any parenchymal lung problems or embolisms.  She

felt that the polycythemia was related to her hypoxia,

given the timing of her symptoms. She did not prescribe

any medication. 

Dr. Rector explained at deposition that, at

the claimant’s first visit, in June 2011, her x-rays did

not show any specific infiltrates, and that a CT showed

pulmonary emboli.  A pulmonary function test showed her

lungs were at sub-normal capacity.  The claimant had

shortness of breath and hypoxemia, which is too little

oxygen in the blood.  The amount of oxygen in the blood

is measured non-invasively with pulse oximetry.

Hypoxemia is caused by the absence of oxygen to breathe,

intercardiac shunt in which the oxygenated blood goes

the wrong direction, and ventilation profusion mismatch

in which the air does not get to the blood vessels to

allow oxygen into the blood, as in asthma, chronic

obstructive pulmonary disease, and pulmonary emboli.  It

can also be caused by an elevation in carbon dioxide in
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the blood, forcing the oxygen to decrease.  The lungs of

a person with hypoxemia might look perfectly normal on

x-ray.  X-rays would show pneumonia, emphysema, and

interstitial lung disease.  It would not show carbon

monoxide poisoning.

On September 6, 2011, the claimant returned to

Dr. Rector.  Dr. Rector noted that the claimant was

hospitalized again in July, for a week.  She continued

to require oxygen, and her daily activities were

severely limited.  The claimant repeated that she was

healthy before her exposure at work and since then she

had not done well.  Dr. Rector noted that pulmonary

embolus was documented, but she did not feel this was

enough to account for her persistent hypoxemia.  She did

not know what the cause was.  At deposition, Dr. Rector

explained that the claimant had a restrictive

physiology, which means that the capacity of the lungs

is less than it should be, although air exits the lung

at a sufficient rate.  The claimant had several CT

scans, only one of which showed pulmonary emboli, after

she had a cardiac catheterization.  She developed a

hematoma as a result, and then was on bed rest, which

can cause emboli.  Dr. Rector felt the pulmonary emboli
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were a result of the catheterization. Subsequent scans

showed that the emboli had resolved.  With a normal CT

and a normal echocardiogram, there was no reason to do

an invasive biopsy. 

The claimant returned to Dr. Rector on

November 4, 2011.  She was in pulmonary rehabilitation,

and she had a spell where her oxygen level dropped

significantly.  She had some kind of infection, as well,

and a lot of chest tightness.  Dr. Rector stated that

her pulmonary functions were back to where they were the

first time she was seen.  She had moderate restrictive

abnormality.  Dr. Rector testified that the claimant was

unable to be consistent with the rehabilitation program

due to illness and then transportation issues.  The

claimant’s oxygen levels would drop with exertion,

because her lungs had to do more work.  The claimant

received updraft treatment, which is a way to deliver

bronchodilator medication to the lungs to open up

obstructed airways.  She did not have obstructed

airways, but the therapy was still administered.  A

pulmonary function test is used to find obstruction. 

She still did not know why the claimant had restrictive

abnormality with hypoxemia.
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The claimant returned to Dr. Rector on March

2, 2012. She had been hospitalized, with breathing

difficulties and unrelated gallbladder problems.  She

reported that her breathing had stabilized, and that her

activity level was low, because she would get out of

breath.  She was using a sleep apnea machine, which

helped the quality of her sleep and her headaches.  Her

pulmonary function studies showed moderate restrictive

abnormality.  Dr. Rector testified that this was her

last visit with the claimant.  Dr. Rector never saw the

claimant while she was acutely ill.  The sleep apnea

machine delivered positive pressure through a mask for

inspiration and expiration, for non-invasive mechanical

ventilation, with the intent to improve her oxygenation

at night.  That is ultimately the problem, that the

claimant’s blood does not get enough oxygen.  Dr. Rector

thought that the sleep apnea machine was probably

necessary. Sleep apnea is more common in overweight

people.  On March 2, 2012, the claimant was using

oxygen, and her blood oximetry was 95%.  Normal blood

oximetry on room air (without supplemental oxygen) is

94-98%.  She was to increase her activity level.  Dr.

Rector did not add to her medications.  She was still
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treating the symptoms, as the cause was unknown.  That

was the last visit with Dr. Rector.  The claimant’s next

visit was cancelled because she was admitted to the

hospital.

Dr. Rector saw the claimant four times.  Since

March 2, 2012, the claimant had called her office, but

she had not been seen in the clinic.  Dr. Rector

received all of the claimant’s records, concerning her

pulmonary condition, from other providers, which she had

reviewed.  She did not have records older than about

five years.  Dr. Rector did not review her older records

sufficiently to be able to say that there was not a

consistent problem with shortness of breath.

The claimant had pulmonary function tests

performed right before Dr. Rector saw her, and Dr.

Rector used the results in her evaluation at each visit. 

In September 2011, the total air the claimant blew out

of her lungs was 36.9 percent.  Normal is 80-85%, so her

score was a significant decrease.  The air came out

fairly quickly, making it a restrictive abnormality

instead of an obstructive abnormality.  In November

2011, her test improved to 53.5%.  On March 2, 2012, her

test was at 51%.  That information told Dr. Rector that
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her lungs are not normal.

Dr. Rector stated that in April 2011, the

claimant’s pulse oximetry was 86%, which is bad.  With

that level, a person would be short of breath, operating

on low oxygen.  Her energy level would be less than

normal, and she would not be able to function normally. 

It was possible that the claimant would be able to

operate heavy machinery in the six to twelve months

before that April reading, because people adapt.

Dr. Holland stated that the measurement of

oxygen saturation is not within the control of the

claimant.  He did a desaturation test, in which he

tested her at rest and then at activity, and her lungs

did not do “extra exchange” to keep up with the oxygen

her body needs, which has to do with lung damage.

In reviewing the claimant’s medical records

before April 2011, Dr. Rector noted that she did not

have shortness of breath.  She had a lot of anxiety

issues and a couple of bouts of bronchitis.  She would

expect that sometimes, but not always, a person with 86%

pulse oximetry would complain about shortness of breath. 

Her complaint of shortness of breath on April 20, 2011

to Dr. Holland was temporally related to her
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difficulties, but she could not be certain about cause. 

It was one piece of evidence.

By the time Dr. Rector saw the claimant, in

June 2011, she needed oxygen continuously.  She had not

needed oxygen continuously before April 2011.  There was

some change, but the cause is unknown.  Without

supplemental oxygen, her blood oxygen levels were low in

the time that Dr. Rector was treating her.  At the last

visit in March 2012, her levels off the oxygen were

somewhat improved, but not enough to take her off the

oxygen.  Dr. Rector stated that, with the claimant’s

need for supplemental oxygen, she would be limited in

her ability to work.  She could not operate a crane. 

She would have to do a sedentary desk job.

The medical experts and the medical records in

this claim have established important facts.  The

claimant was able to work without supplemental oxygen

before April 2011.  The claimant had some kind of pre-

existing lung condition which caused her to need

treatment for a limited period of time on four occasions

separated by four or five years.  More than one year

passed between her last need for treatment and April

2011 when her condition changed drastically.  Her
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condition indeed changed drastically in April 2011, and

she has needed supplemental oxygen ever since.  She was

unable to return to her work for the respondent-employer

and was limited to a sedentary desk job, at best.

Also, the record shows what the claimant does

not have.  Dr. Holland explained that hereditary

conditions were ruled out.  Dr. Rector and Dr. Holland

agreed that smoking was not an explanation of her

condition, because it would take forty years of smoking

to cause enough damage to cause emphysema and to require

supplemental oxygen, and because her pulmonary function

did not show the typical abnormality seen in smokers. 

Both doctors agreed that carbon monoxide poisoning was

ruled out in the emergency room, because her oxygen

saturation on supplemental oxygen did not improve, there

was no evidence of carbon monoxide poisoning in the

records at all, and carbon monoxide poisoning would not

cause permanent lung damage.  They also agreed that, if

the claimant’s lungs were already compromised and

operating at a limited capacity, then exposure to carbon

monoxide poisoning could have “pushed her over the

edge,” so that her lungs could not compensate, causing

her oxygen saturation to drop.
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Dr. Holland stated that the claimant’s

condition “looks like an insult to lung tissue that

actually scarred the tissue, and it looks like it

was[]... no simple occurrence.  It was like a cumulative

effect.”  He noted that she was only forty-five years

old at the time.

Dr. Holland also explained that the body is

not equipped to handle all types of inhaled particles. 

For example, silicosis is caused by the inhalation of

little particles of silica, which the body does not have

a way to dispose.  The particles accumulate over time

until enough of the very large surface area of the lungs

is compromised sufficiently to affect lung function. 

The lungs are able to compensate until a certain amount

of lung tissue is damaged.  There is a large reserve

capacity in the lungs, and for a person to notice the

damage, that reserve has to be limited, so that walking

the stairs or across a parking lot causes shortness of

breath.  In the claimant’s case, there is no definitive

biopsy, showing what particles are in her lungs, but she

was exposed to a lot of undefined non-organic particles

which accumulated, because the body does not know how to

get them into the blood stream to dissolve them.  To the
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contrary, carbon monoxide and carbon dioxide can be

absorbed directly through the lung tissue into the

bloodstream and then carried out through the kidneys.

Dr. Holland received extensive training in

lungs in medical school.  During his residency, he was

responsible for his hospital’s pulmonology patients, and

he had a lot of lung and ventilator patients.  He was

Medical Director of the Select Specialty Hospital at St.

Vincent Hospital for four years.  During that time he

had ventilator patients on a regular basis and worked

with specialists on a daily basis on patients with

severe lung problems. He testified that: 

... in my acumen, information I have in my
thirty years of practice, we never had a
patient that was like this. And so I can’t
say, because I wasn’t there on her job site, I
can’t say that this occurred at her job site,
but the patient relates no other exposure to
me that could cause this.  And this is not
like anything we see with, you know, cracked
lung or bizarre things like that.  It just
doesn’t look like any other kind of toxic
exposure.

Dr. Holland gave very certain opinions about

the claimant’s condition.  When asked at deposition if

there was something that was 51% of the cause of her

problems, he said: “we really have come down to believe

this is a toxic exposure, is a toxicity of the lungs.” 
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She had nothing intrinsic to her, such as lupus or

sarcoid that could cause a similar presentation.  He

said that even after a pulmonary embolism, the lungs

recover quickly.  Her condition at the time of the

deposition was similar to that of April 2011.  She

required continuous oxygen, and she had significant

fatigue.  Her oxygen saturation on room air was

insufficient.  Prior to April 2011, the claimant never

needed oxygen.  Now, at 45 years of age, she was on

oxygen continuously and unable to work. 

Dr. Holland further testified that her

exposure to chemicals at work caused her problems.  She

was disabled. Objective findings supported the

diagnosis.  He opined that there was a 51% probability

that the work exposure on April 12, 2011, caused her

condition.  He commented at deposition that:

This was actually one of those things that we
had never seen anything like this before, you
know, a normal, healthy working person all of
a sudden succumb to lung problems, and
different doctors who we think are pretty good
have made different diagnoses because there
were so many things going on. 

Her systems all of a sudden didn’t work, you
know,... But when we saw her, it was pretty
obvious that she had developed more problems,
and so we felt like that she might have lung
injury due to toxic exposure. 
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It’s called pneumonitis or pneumoconiosis, and
it has to do with toxic chemicals and/or
debris settling in the lung causing this
hypoxia.

Similarly, Dr. Holland completed a form

stating that he felt that the claimant’s lung conditions

resulted from her chemical exposure at work. 

Dr. Holland testified that with his history of

treatment with the claimant that he was able to state

the opinions he has in this case and that he was

comfortable with those opinions. 

On the other hand, Dr. Rector, who had

practiced pulmonary medicine since 1977, was unwilling

to give an opinion. On June 29, 2011, she wrote:

As far as whether or not this is work-related,
I cannot say that either.  The company has
been in existence for a long time, and they
have 100 more employees.  They have other
crane operators, and I am sure that they have
safety checks, and particles the size of snow
would be filtered in the upper airway.

This opinion does not address the issue at

hand, which is whether the claimant’s employment caused

- was a factor in - her lung condition.  Williams.  The

opinion does not address the fact that the claimant’s

safety equipment, the air conditioning system in her

crane cab, was inoperative.  It does not address her
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experience at all.

Dr. Rector stated that in September, and at

the time of the deposition, she did not know the

etiology of the claimant’s  restrictive lung problem:

Her data... doesn’t really add up in that
restrictive or decreased capacity would not be
what I would expect to see from an
environmental exposure, a chemical bronchitis
or a pneumonia, the hypoxemia, so it didn’t
all fit in any nice package like we would
expect that it should.

In November and March, Dr. Rector noted that

she did not know what the cause of her restrictive

abnormality with hypoxemia was.  Dr. Rector, when asked

about causation at the deposition, stated:

Well, that’s what I could not put together,
no, so I could never say that [her problems
came from her employment].  And you know, she
certainly had asked me to make that statement
to help her with her disability evaluation,
but because I could not be convinced that I
could say that, I could not do that.

She also stated that: 

Exposures to chemicals can certainly cause
lung problems.  They can cause shortness of
breath, they can cause bronchitis, they can
cause a number of things. It’s just that we -
I could not, in the records that I reviewed,
document that she had those things that I
could directly say that was what the cause
was.

Dr. Rector’s statements show that she was
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looking for a definitive answer, something close to 100%

certainty.  All that is necessary here is that causation

is shown by a preponderance of the evidence.  Later, Dr.

Rector did answer that she could not state with a

reasonable degree of medical certainty or at least a 51%

probability that the claimant’s condition resulted from

a chemical exposure at work.  She felt that the claimant

should have improved once removed from the work

environment, but she did not.

The timing of the severe escalation of the

claimant’s lung condition from an occasional and easily

resolved problem to a chronic debilitating condition,

after eight months of exposure to an atmosphere filled

with particles and chemicals, including dust, ash, fumes

from diesel fuel and engines and burning tires, require

a finding that the work atmosphere was the factor that

caused the escalation of her condition from occasional

to permanent, and from mild to severe.  Dr. Holland’s

opinions and the variety of testing support this

conclusion.

While the claimant’s condition does not have a

textbook definition, causation can still be found.  I

would award the claimant appropriate benefits for her
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compensable occupational disease.

For the foregoing reasons, I must respectfully

dissent from the majority opinion.

                                   
PHILIP A. HOOD, Commissioner


