
 
    NOT DESIGNATED FOR PUBLICATION

BEFORE THE ARKANSAS WORKERS' COMPENSATION COMMISSION

CLAIM NO. G300048  

HOWARD BAKER,
EMPLOYEE                           CLAIMANT

LEE COUNTY,
EMPLOYER                             RESPONDENT

AAC RISK MANAGEMENT SERVICES,
INSURANCE CARRIER/TPA                     RESPONDENT

OPINION FILED AUGUST 26, 2014

Upon review before the FULL COMMISSION in Little Rock,
Pulaski County, Arkansas.

Claimant represented by the HONORABLE SHEILA F.
CAMPBELL, Attorney at Law, North Little Rock, Arkansas.

Respondents represented by the HONORABLE MICHAEL E.
RYBURN, Attorney at Law, Little Rock, Arkansas.

Decision of Administrative Law Judge:  Affirmed and
Adopted.

OPINION AND ORDER

Claimant appeals an opinion and order of the

Administrative Law Judge filed April 17, 2014.  In said

order, the Administrative Law Judge made the following

findings of fact and conclusions of law:

1.  The Arkansas Workers’ Compensation Commission   
         has jurisdiction of this claim.

2.  The employer/employee/carrier relationship      
    existed on or about July 1, 2011, when the      
    claimant contends he sustained a compensable    
    occupational disease.
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3.  The claimant’s wages were sufficient to entitle
    him to compensation rates of $350.00 for
    temporary total disability benefits and $263.00
    for permanent partial disability benefits.

 
4.  The claimant’s last day of work for Lee County  
    was August 3, 2012. 

5.  Respondents have controverted this claim in     
         its entirety.

     6.  The claimant has failed to prove by a           
    preponderance of the evidence that he 

         sustained a compensable injury or occupational
         disease.

7.  The claimant has failed to prove by a           
         preponderance of the evidence that his          
         respiratory and other health problems were      
         caused or related to his work environment.

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. 

Therefore we affirm and adopt the April 17, 2014

decision of the Administrative Law Judge, including all

findings and conclusions therein, as the decision of the

Full Commission on appeal. 



 BAKER - G300048 3

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 dissent from the majority opinion.  

         The claimant sought benefits for a lung injury

which arose from his repeated exposure to diesel fumes

while seated inside a trackhoe cab.  An “occupational

disease” is any disease resulting in disability or death

that arises out of or in the course of an occupation or

employment of the employee.  Ark. Code Ann. § 11-9-

601(e)(1)(A).  The burden of proof is a preponderance of

the evidence.  Ark. Code Ann. § 11-9-601(e)(1)(B).

Ordinary diseases of life to which the general public is

exposed are not compensable.  Ark. Code Ann. § 11-9-

601(e)(3).  The occupational disease must be “due to the

nature of an employment in which the hazards of the

disease actually exist and are characteristic thereof

and peculiar to the trade, occupation, process, or

employment and is actually incurred in his employment.” 
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Ark. Code Ann. § 11-9-601(g)(1)(A).  However, a disease

may be considered compensable although the general

public may contract the disease if the nature of the

employment exposes the worker to a greater risk of the

disease than the risk experienced by the general public

or workers in other employments.  Osmose Wood Preserving

v. Jones, 40 Ark. App. 190, 843 S.W.2d 875 (1992); Sanyo

Mfg. Corp. v. Leisure, 12 Ark. App. 274, 675 S.W.2d 841

(1984).  To constitute an occupational disease, there

must be a recognizable link between the nature of the

job and an increased risk in contracting the disease. 

Sanyo Mfg. Corp., supra.

         The claimant had no history of pulmonary

problems or symptoms prior to July 2011.  The claimant

has never smoked. He testified that in July 2011, he

began working in a trackhoe which developed a problem,

in that air fouled with diesel fumes began entering the

trackhoe cab where the claimant sat to operate the

machine. Despite efforts to repair the problem, fumes

continued to enter the cab.  Exposure to the fouled air

caused him to develop immediate shortness of breath and

coughing.

         The claimant was seen by Dr. Balke in October

2011 with shortness of breath, which he related to the
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diesel machine he used in ditch digging at work.  Dr.

Balke saw the claimant again in May 2012 with breathing

problems, coughing, difficult with taste and smell, head

congestion, redness and swelling in his nasal passages.

He diagnosed sinusitis and mentioned chronic sinusitis.

         In June 2012, the claimant returned to Dr.

Balke with a productive cough and chest congestion.  He

had not improved since May.   He had rales and a deep

wheeze in his lungs.  Dr. Balke’s diagnosis was

sinusitis and bronchitis.  A chest x-ray showed no

infiltrates.  He was sent to an ear nose and throat

specialist.  The claimant reported to Dr. Balke in

November 2011 with shortness of breath and difficulty

breathing. Dr. Balke had a lung function test performed

which showed moderate to severe airways obstruction,

which indicated poorly controlled asthma, and low forced

vital capacity. He also ordered an overnight pulse

oximetry test which showed that while on room air, the

claimant’s oxygen dropped from 98% to 85%. On November

18, 2011, he was referred to Dr. Rector, a pulmonary

specialist. He returned to Dr. Balke at the end of

November for a check up and breathing treatment, but the

records handwritten and illegible.
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         The claimant presented to the emergency room on

February 6, 2012 with shortness of breath. His breathing

was moderately labored, with wheezes in all four

quadrants of the lungs. He had a productive cough. Chest

x-rays showed calcified lymph nodes but no infiltrate.

The diagnosis was an acute exacerbation of asthma.  The

claimant saw Dr. Balke the next day with continued

shortness of breath.

         On June 7, 2012, a chest x-ray was performed

and compared to the February one.  No infiltrate was

seen, although it was noted that if symptoms persisted

or worsened, a CT scan could perform a more precise

examination.  Scattered granuloma consistent with old

granulomatous disease were present. 

         The claimant was admitted to the emergency room

in November 2012, with shortness of breath, after going

into respiratory failure in the ambulance.  He reported

a previous diagnosis of chronic obstructive pulmonary

disease.  The emergency room physician noted this

reported diagnosis and stated that he had an

exacerbation of his chronic obstructive pulmonary

disease.  He reported that his breathing problems were a

result of work exposure.  A spirometry exam showed

obstructive disease.  X-ray did not show any acute
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infiltrative pulmonary disease. A CT of his head showed

extensive sinus disease.

         The claimant was admitted to the hospital again

in August 2012 with shortness of breath, to the point

that he passed out.  He explained that he worked on

Friday, August 3.  He had a significant increase in

symptoms, including shortness of breath, so that he

passed out while driving, and chest pain.  While in the

emergency department, he had an episode of forceful

coughing.  He became tachycardic and his oxygen

saturation dropped to 89%, and he passed out.  He

reported that he was exposed to gasoline fumes all the

time, and that his cough and shortness of breath

continued to worsen. They were exacerbated by exposure

to the fuel fumes at work.  A CT scan showed:

         bilateral peribronchial thickening              
         predominantly centrally.  This can be seen in   
         chronic airways disease as well as acute        
         processes such as bronchitis. There are         
         enlarged mediastinal and hilar lymph nodes      
         which are nonspecific but may relate to this    
         process. Minimal opacity in the right base may  
         reflect atelectasis.

         His diagnosis was an acute severe exacerbation

of chronic obstructive pulmonary disease. 

         On August 7, 2012, the claimant returned to Dr.

Balke who referred him to a pulmonogist.  On August 31,
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2012, Dr. Balke prepared an off-work slip for the

claimant due to his pulmonary issues.

         A November 20, 2012, pulse oximetry report

stated that the claimant’s basal oxygen level was 87.1%

and his lowest level was 57.0% during an overnight

study. He qualified for nocturnal oxygen under Medicare

guidelines.

         The claimant was hospitalized on January 2,

2013, with wheezing, labored breathing, and a productive

cough. A chest x-ray showed scattered perihilar

granulomas.

         Dr. Balke stated on January 3, 2013 that the

claimant was unable to work, and should be on

disability, as a result of his declining lung function.

         Dr. Greenwood evaluated the claimant on January

29, 2013, noting:  

         Mr. Baker is a 53 male who I was asked to see   
         for evaluation of COPD. Pt has been treated for 
         COPD for some time with prednisone 20 mg or     
         more for many months, nebs, and samples of      
         other inhalers. He has medicaid pending this    
         Spring. He never smoked and not really sign.    
         second hand smoke. He drove some sort of        
         bulldozer for years and states that the cab was 
         poorly ventilated and he was breathing up       
         diesel fumes the whole time. He reports poor    
         sense of smell and is very SOB with somewhat    
         chronic cough and wheeze.  He cannot go to      
         grocery store and walk the whole time but       
         rather gets in  an electric chair. He recently  
         qualified for O2 at night. He was desperately   
         ill in hospital in Forrest City last year. No   
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         wt loss, hemptysis, fever, chills, nightsweats  
         of CP.

         Dr. Greenwood noted no other exposures other

than exposure to diesel fumes at work for years. His

impression was that:

         He certainly has severe obstructive lung        
         disease and regardless of etiology I will try   
         60mg x 15 days... back down to 10mg upon        
         return.  I gave him two months of dulera as     
         well.  We’ll get alpha-1 antitrypsin level at   
         next visit. Hopefully this is mostly reversible 
         with the ‘roids but hard to say. Regardless he  
         needs to improve his fitness as he might be     
         stuck with severe obstruction and this will     
         help his QOL.

         On February 28, 2013, Dr. Balke wrote that the

claimant suffers from chronic obstructive pulmonary

disease/emphysema and diabetes. He had extreme dyspnea. 

She wrote that the claimant was “absolutely unable to

work an eight-hour job” and “is totally disabled.”

         In August 2013, the claimant returned to Dr.

Balke with dyspnea.  On August 31, 2012, Dr. Balke wrote

that the claimant was unable to work due to his lung

disorder.

         On October 10, 2013, Dr. Balke wrote that the

claimant’s diagnosis was chronic obstructive pulmonary

disease/emphysema and that the objective findings

supporting this diagnosis were dyspnea and lung function

testing. She stated that it was her opinion, within a
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reasonable degree of medical certainty, that the chronic

obstructive pulmonary disease/emphysema was a result of

his job exposure injury.  She further stated that his

job duties were more than 50% of the cause of his

breathing disorder. She stated, unequivocally, that

there was no pre-existing condition which was

aggravated, exacerbated or worsened, because he was a

non-smoker, because there were no known pre-existing

conditions. She took him off work effective October 31,

2011, because his bronchial spasms and wheezing were

unresolved even with treatment. He was referred to a

pulmonologist at that time.  She stated that his

condition could not have occurred gradually over time,

because he had no prior history of any lung condition

and because he was a non-smoker.  She stated that there

was no other cause of his condition other than the work

exposure, because the claimant related that his symptoms

of shortness of breath began two years prior to his

initial visit with her on October 31, 2011. Dr. Balke

stated that the claimant still had chronic obstructive

pulmonary disease/emphysema, and that she recommended

ongoing treatment including medications, office visits,

periodic lung function testing and referrals to

pulmonology specialists. Surgery was not indicated.  She



 BAKER - G300048 11

stated that the major cause of the claimant’s impairment

was his work-related exposure, and that there was no

other cause of his condition. His healing period had not

ended.  

         Dr. Rector evaluated the claimant once on

December 28, 2011 for breathing problems.  He reported

that he became aware of diesel fumes in the cab of his

trackhoe in July, and that he did not know how long it

had been happening.  He developed breathing problems and

was treated for pneumonia and asthma.  His medications

were not very helpful.  He had no prior history of

asthma, lung problems or smoking. Her assessment was:

         His resting room air SaO2 is 98%. We have the   
         CT scan from January from Stuttgart which shows 
         some bibasilar infiltrates and, in fact, his    
         chest x-ray showed that, as well. Chest x-ray   
         here today does not show any specific           
         infiltrates and actually looks fairly normal.   
         On the CT scan, I do not see any significant    
         emphysema.  His pulmonary function studies here 
         today show some variable curves.  The best      
         curve shows moderate obstruction to expiratory  
         flow.  His FEV1 is 67%.  Mid flow 42%. I gave   
         him an Albuterol treatment and had him re-      
         breath.  The curves are probably more variable. 
         There does appear to be some slight response to 
         bronchodilator in the FEV1 and the mid flow.    
         Certainly, his symptoms suggest that he has     
         some asthma but he has nasal obstruction and he 
         does not have any sense of taste or smell,      
         which indicates to me that he has significant   
         upper airway and sinus problems that may be     
         part of the problem.  As far as the role of the 
         diesel fumes, that is not clear to me at the    
         moment.  Certainly, he never had symptoms       
         before.  He could have occupational asthma.  He 
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         could have reactive airways disease and a quick 
         look on UptoDate website, there is at least 1   
         case report of asthma symptoms related to       
         diesel fuel and I would simply need to look     
         into that further.  I think that today, we need 
         sinus films and then he may need an ear, nose   
         and throat evaluation.  In the meantime, as far 
         as medications, I have given him Advair 231/21  
         2 puffs a day and we did review his inhaler     
         technique, which needed a little work, and      
         given him a Proventil HFA rescue inhaler        
         instead of the Flovent as a rescue.  He can use 
         the nebulizer as needed but, hopefully, will    
         not need it as much.  He asked if he could go   
         back to work.  I told him not at this point in  
         time, that we need to see how he does with this 
         medication and he has a month’s supply of the   
         Advair.

         One witness testified that he was currently

employed by the respondent and worked on the claimant’s

trackhoe more than once because of a fumes problem.  He

smelled the fumes, which were an exhaust smell, and the

problem was never resolved. Another current employee

witness stated that the trackhoe had a smell inside it

that was difficult to tolerate, which came back despite

repairs. He recalled having a cough after using the

trackhoe once, and he recalled the claimant getting out

of the trackhoe because he was sick on three occasions

because of the smell.  The smell was like exhaust.  

         A mechanic wrote that, other than clogged air

filters, he never found anything wrong with the

trackhoe.  A representative of the equipment company

wrote essentially the same thing.
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         The majority has erroneously concluded, by

adopting the Administrative Law Judge’s opinion, that

the medical evidence does not support a causal

connection between the claimant’s workplace exposure and

his lung problems. The record fully supports the causal

connection between the two.  

         First, there is not one scintilla of evidence

that the claimant had any other risk factor for lung

problems. He did not smoke. He had no history of

complaints or treatment, prior to the July exposure. He

had no family history of lung problems. Dr. Balke found

this to be significant, as did Dr. Greenwood and Dr.

Rector.  

         Second, the claimant’s symptoms arose upon his

exposure to exhaust fumes in his trackhoe cab in July

2011.  The presence of these fumes were confirmed by two

co-workers, one who maintained the trackhoe and one who

operated it. These witnesses were current employees of

the respondent employer. The claimant reported that for

a time he had some very slight improvement on weekends

when he was away from work.  His symptoms progressed

severely during his continued work and exposure. All

three physicians found this significant. The two

conclusions to be drawn on the basis of this evidence
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are first, that the claimant’s exposure triggered his

condition, or that the claimant’s exposure occurred at

precisely the same moment as his lung problems

spontaneously generated.  To conclude that lung problems

spontaneously generated where they had never existed

before the exposure, yet were independent of the

exposure, is to engage is speculation and conjecture and

some mental gymnastics as well, especially in light of

the remaining facts.

         Third, the claimant had documented wheezing and

rales with positive lung function testing and pulse

oximetry testing, which showed the existence of

significant lung compromise, since June 2011.  A CT scan

showed sinus disease in November 2012, but this could

not account for wheezing or lung function compromise.

Further, there is no medical evidence that the claimant

suffered from sinus problems prior to November 2012. 

Importantly, sinus problems would not reduce a person’s

lung function sufficiently to cause respiratory failure

and seizing as happened in November 2012.  I recognize

that Dr. Rector felt that the claimant’s sinus issues

required investigation, which is a reasonable approach

to attempting to improve the condition of a man with

obstructive lung disease.  This recommendation cannot be
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interpreted to mean that Dr. Rector felt that his sinus

issue was the cause of his lung function impairment.

         Fourth, neither Dr. Greenwood nor Dr. Rector

contradicted any of Dr. Balke’s opinions.  Dr. Greenwood

stated that the claimant certainly had obstructive lung

disease.  He did not reach the question of causation.

Dr. Rector did not state that there was no causal

connection. She deferred making a conclusion until she

had done more research.  However, her findings were no

different that those of any other doctor, that his x-

rays were clear other than some granulomas, that he had

some sinus problems which would benefit from an ear nose

and throat evaluation, and that he had obstruction to

his expiratory flow.  The opinions she did give, that he

could have occupational asthma or reactive airways

disease, and asthma symptoms related to diesel fuel were

found at least once in the medical literature, were

supportive of Dr. Balke’s conclusions, even if they were

insufficiently definitive on their own.  When considered

together, the claimant’s medical history since July 2011

and the opinions of Dr. Balke, Dr. Greenwood and Dr.

Rector substantially support the conclusion that the

claimant’s work-related exposure to diesel exhaust fumes



 BAKER - G300048 16

was the major cause of his lung disease. There is no

medical opinion to the contrary.

         For the foregoing reasons, I must dissent from

the majority opinion.                          

 
                                                     
  PHILIP A. HOOD, Commissioner


