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Decision of Administrative Law Judge:  Reversed and
dismissed.

OPINION AND ORDER

Respondents appeal from the Administrative Law

Judge's opinion finding that the claimant sustained a

compensable injury to her right hand.  Based upon our de

novo review of the record, without giving the benefit of the

doubt to either party, we find that the claimant has failed

to prove by a preponderance of the evidence that he suffered

a compensable occupational disease as a result of his

exposure to mold at his work site.  Our carefully conducted

de novo review of this claim in its entirety reveals that

the claimant has failed to prove a causal relationship
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between his current health conditions and his exposure to

mold.  Therefore, compensability is hereby denied and the

decision of the Administrative Law Judge reversed. 

The facts are essentially undisputed in this

claim.  The claimant, a veteran of the Madison County

Sheriff’s Office, had worked for several years in the

basement of the Madison County courthouse where there was an

ongoing problem with flooding and water seepage.  In March

of 2008, the basement flooded leading to an inspection of

the premises by A-Z Inspections of Springdale in August of

that same year.  As a result of that inspection, the

Sheriff’s Offices were found to have mold.  Specifically,

the A-Z Inspection Report prepared by Tom Bramlett dated

August 15, 2008 stated: 

"One (1) spore trap sample was collected
on Captain Boyd's office, one (1) in Ms.
Livermore's office, one (1) in the
sheriff's office, one (1) in the
sheriff's office, one (1) in the clerk's
office and 1 (1) outside for comparison. 
The spore trap samples were collected on
Zefon Air-O-Cell cassettes ...

Generally, the microbial species present
in the indoor environment should be
representative of the species in the
outdoor environment to a significant
lessor degree.  Interpretation of the
Zefon Air-O-Cell (spore trap analysis)
results collected on August 13, 2008
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revealed that the total airborne mold
spore counts were lower in comparison to
the outside sample.  However, it is
noted that Aspergillus/Penicillium
fungal spores were slightly higher in
the Sheriff's office and the Clerk's
office, Chaetomium was slightly higher
in Ms. Livermore's office, and higher in
Ms. Livermore's office and the Clerk's
office in comparison to the outside
sample.  It is further noted that
Aspergillus/Penicillium was
significantly higher in Ms. Livermore's
office in comparison to the outside
sample.  The presence of Stachybotrys
and Chaetomium suggest the probability
of repeated moisture intrusion.  It is
our opinion the indoor air quality was
degraded at each location sampled." 

Therefore, employees of the Sheriff’s Offices, to

include the claimant, were temporarily housed at another

facility while remediation of the offices was performed. 

Following remediation, employees of the Sheriff’s Offices

moved back into the basement of the courthouse in February

or March of 2010.

The claimant testified that he continued to be

exposed to the mold during the time that remediation was

being performed because he assisted with the renovations. 

After completion of the remediation, A-Z Inspection again

tested for mold levels in the Sheriff's offices.  In a

report dated January 12, 2009, Mr. Bramlett reported
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"...total airborne mold spore count at each inside location

sampled were lower in comparison to the outside sample."  

The medical records reflect that the claimant was

being treated for asthma prior to his alleged occupational

injury by a surgeon and his primary care physician with the

Madison County Medical and Surgical Group, Dr. John

Kendrick.  In addition, the claimant was being treated by

Dr. Kendrick for a skin rash of unknown etiology.  On

January 1, 2009, the claimant presented to the Washington

Regional Medical Center emergency department with shortness

of breath.  Emergency room records reveal the following:

TIME COURSE: Onset of symptoms
reported as gradual, Onset was
1 ½ years, worse over last 3
days.

...
NOTES: Patient w/chronic
shortness of breath and cough
being managed by pcp with
inhalers w/worsening cough and
shortness of breath/wheezing
for the last 2 days.

 
These records further reflect that the claimant

reported having smoked cigarettes at a pack per day for the

past 20 years.  Further, upon admission into the hospital

the claimant’s nursing assessment notes reflect the

following:

[Patient] states he has been
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having trouble with his
breathing for the past year
and a half and that has been
getting worse over the past
few days. [S]tates he has been
using his inhalers several
times a day with little
relief. [S]tates he saw Dr.
Kendrick a few days ago.
[S]tates he was treated a year
ago for staph and states he
has a red rash area again
today in his abdomen area and
left lower leg. 

According to his Discharge Summary dated January

6, 2009, the claimant informed Dr. Kendrick that he had a

history of working in a damp, courthouse basement for the

last 7 years.  In addition, Dr. Kendrick noted that he had

been evaluating the claimant for bronchitis and severe

shortness of breath on an outpatient basis prior to his

visit to the emergency room.  According to Dr. Kendrick, the

claimant had suffered an “acute exacerbation” of his pre-

existing pulmonary condition.  Finally, Dr. Kendrick

reported, in part, as follows:

Pulmonary consultation was
carried out. It was ultimately
determined that he had severe
chronic obstructive pulmonary
disease with bronchospasm. His
treatment required antibiotics
and high dose steroids. His
evaluation included fungal
antibodies that initially
showed Blastomyces antibody 1,
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less than 1 to 8, coccidioides
antibody less than 1 to 2;
histoplasmosis Y antibodies,
less than 1 to 8, and negative
cryptococcus antigen and
aspergillosis antibodies
pending. These will need to be
repeated on an outpatient
basis in approximately one
month.

In addition to exposure to mold and cigarette

smoke, the record demonstrates that the claimant had a

history of exposure to multiple chemicals while cleaning

methamphetamine labs and to smoke from a burning house.  In

addition, the claimant reported having been exposed to

lacquers and paint thinners during the recent remediation of

the Sheriff’s Offices.

The claimant was seen in follow-up on January 12,

2009, by APN, Staci Hopper at the Fayetteville Diagnostic

Clinic.  According to Ms. Hopper’s notes of that visit, the

claimant started “coughing up blood” after his discharge

from the hospital and was seen again by Dr. Kendrick.  Ms.

Hopper diagnosed the claimant with COPD/asthma and recent

tobacco abuse.  The claimant returned to the clinic on

January 30, 2009, at which time Ms. Hopper returned him to

work on February 2, 2009, with avoidance of mold exposure. 

During that visit, the claimant reported that he had been
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tobacco free since his recent hospitalization.

As of his follow-up appointment of May 13, 2009,

pulmonologist with the Fayetteville Diagnostic Center, Dr.

Edward Jackson, noted that the claimant reported an

improvement in his condition until he moved back into the

newly renovated courthouse basement.  In addition, Dr.

Jackson stated:

He states that four out of his
fifteen co-workers have
significant lung problems that
he feels are related to
whatever mold is present in
his work place basement.
During his hospitalization,
however, he had a very
thorough workup and all of his
titers for blastomycosis and
coccidioidomycosis were all
negative. His aspergillus was
negative. His sedimentation
rate was 1 which was normal.
He currently avoids tobacco as
best he can but occasionally
people at work smoke around
him. He has no other pulmonary
or constitutional complaints.

On May 20, 2009, the clamant underwent allergy

testing with allergist, Dr. Kevin Keller at the FDC allergy

clinic.  In the history portion of the report of that visit,

Dr. Keller noted that the claimant reported worsening

symptoms whenever exposed to his work environment.  Dr.

Keller further noted that the claimant reported the return
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of mold since the cleanup and renovation of the Sheriff’s

Offices.  Dr. Keller stated:

The patient notes that
circumstances surrounding
hospitalization in January
included the above described
exposure to the work
environment (basement of the
Madison County Court House
previously noted to have
significant mold problem)
along with the patient having
significant exposure to
various cleaning agents around
the same time that he began
experiencing severe worsening
of his lower respiratory
symptoms. His job with the
Madison County Sheriff’s
Division includes cleaning up
Meth labs in Madison County.
He notes that during his
hospitalization his workup
included evaluation for
blastomycosis and
coccidiomycosis (sic) which
were negative. Also noted was
aspergillus which was
negative. Also significant is
the fact that the patient has
a significant past smoking
history of one pack per day
for 20 years discounting
following discharge from the
hospital in January 2009.

In addition, Dr. Keller noted the claimant

reported living in an older home with a cat and aged,

bedroom carpet.  Upon physical evaluation of the claimant,

Dr. Keller found no allergic sensitivities identified to
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various common molds including Cladosporium, Penicillium,

Aspergillus, and Alternaria, in spite of the fact that a

previous mold evaluation of the claimant’s workplace

identified the presence of Penicillium, Cladosporium, and

Stachybotrys.  In addition, the claimant demonstrated

adequate histamine control with no negative reaction to cat

dander and house dust mites. 

A CT scan of the claimant’s lungs conducted on May

27, 2009, revealed mild emphysematous changes with some

scattered bullae and blebs with no evidence of pleural

effusion or mass.  Although suspected mild nodal enlargement

in the right suprahilar region was noted as unchanged, no

bulky adenopathy or mediastinal mass was seen, with no chest

wall abnormality, axillary adenopathy, neck adenopathy,

supraclavicular adenopathy or thoracic inlet lesion noted. 

A small gallstone was identified through this study,

however.  A CT scan conducted of the claimant’s sinuses that

same day revealed findings of pansinusitis with related

mucosal membranes thickening along the nasal passageways.  

The claimant returned to Dr. Keller on June 8,

2009.  According to Dr. Keller’s report of that visit, the

claimant’s diagnostic testing was not conclusive for

hypersensitivity pneumonitis.  More specifically, Dr. Keller
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stated, “There certainly are some symptoms which would be

suggestive of clinical recurrence of hypersensitivity

pneumonitis symptoms with re-entering the environment as

described above.  As of yet there has been no histological

finding to further suggest this diagnosis.”        

Upon review of the claimant’s recent CT scans and

his physical examination of the claimant, Dr. Keller

assessed the claimant with chronic sinusitis; mild emphysema

with “patient having significant past smoking history, and;

mixed restrictive obstructive airway process.  With regard

to potential hypersensitivity pneumonitis, Dr. Keller

stated:

Elevated IgG to both
penicillium and aspergillus
with penicillium species being
identified with environmental
evaluation of patients (sic)
work site (Madison County
Courthouse). These findings by
themselves do not make the
diagnosis of hypersensitivity
pneumonitis but merely suggest
patients (sic) exposure to
this antigen. Patients (sic)
known exposure, elevated IgG
to this specific antigen (in
the form of penicillium),
pulmonary function test
abnormalities, along with the
above noted clinical symptoms
in association with re-
exposure to the work
environment suggest the
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possibility of
hypersensitivity pneumonitis.
These findings alone however
do not make the diagnosis but
merely would suggest this is a
possibility.  

Dr. Keller recommended that the claimant schedule

for a bronchoalveolar lavage (BAL) to submit material for a

CD4/CD8 ratio through Dr. Jackson in the near future.

In a clinic note dated June 17, 2009, Dr. Jackson

stated: 

Mr. Boyd is a pleasant 45 year
old gentleman who I follow for
shortness of breath. He also
has moderate COPD with some
asthmatic component. He has
seen Dr. Kevin Keller with the
last appointment being in
June. Dr. Keller has placed
him on Levaquin for 21 days
due to chronic sinusitis. Dr.
Keller also is very concerned
because he is growing many
budding yeast from his nasal
smear. His workplace
evaluation has grown
penicillium and aspergillus.
He has elevated IgG to both of
these species and Dr. Keller
is concerned he might have
hypersensitivity pneumonitis
though he has a relatively
normal chest x-ray. Dr. Keller
has asked me to perform a
bronchoalveolar lavage with
close attention being paid to
his CD4 to CD8 cell ration.

On July 21, 2009, the claimant was seen by
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otolaryngologist, Dr. Lance Manning, at the Ear, Nose, and

Throat Center of the Ozarks.  The history portion of Dr.

Manning’s report of that visit reflects the following:

The patient is a pleasant 45
year old kindly referred from
Dr. Keller for evaluation of
chronic sinusitis which has
been present for approximately
2 years. He reports
significant PND and bilateral
nasal obstruction. He has been
treated with multiple ABX
including several courses of
Azithromycin, several courses
of Augmentin, and a 21 day
course of Levaquin. He reports
he has some improvement with
the Levaquin, but his Sx
recurred following cessation
of the Levaquin. He has used
several nasal sprays in the
past. He has used
antihistamines and
decongestants. He had allergy
testing performed by Dr.
Keller which was unremarkable.
He also had a CT scan which I
have reviewed. This shows
pansinusitis. There is also
some question as to whether or
not the patient may be having
some fungal etiology for this.
He underwent nasal cultures
which reportedly shows some
molds. It is difficult to say
whether or not these are
ubiquitous or actually
pathogen.

In the Plan portion of his report, Dr. Manning

stated that surgery was indicated for the claimant.  On July
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31, 2009, Dr. Manning performed a nasal septoplasty with

bilateral image guided functional endoscopic sinus surgery.

The claimant was seen in follow-up by Ms. Hopper

on August 13, 2009.  The report of that visit reflects as

follows:

Mr. Boyd is a 45-year-old
patient followed by Dr.
Jackson for his moderate COPD.
Dr. Jackson has suspected an
asthmatic component as well.
Review of pulmonary function
studies from January 2009
reveal an FEVI of 2.3 which is
63% of predicted FEVI/FVC
ratio of 63. He is here today
as a three month follow-up
from a May visit with Dr.
Jackson at which time he
switched his Combivent to
Spiriva. He was to continue
his Advair. In the interim,
the patient was to be
evaluated by Dr. Keller and
treated for chronic sinusitis.
The patient was also growing
some budding yeast from his
nasal smear and he had
elevated IgG to penicillium
and aspergillus species. Dr.
Keller was concerned that he
might have hypersensitivity
pneumonitis and asked Dr.
Jackson to perform a
bronchoalveolar lavage. He
underwent his bronchoscopy on
06-19 at Washington Regional.
Cultures grew normal upper
respiratory flora with no AFB
or fungi. In the interim he
ended up having sinus surgery
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by Dr. Manning about two weeks
ago. He says he feels great
now. He says even just about
two weeks after starting the
Spiriva he was breathing
better but now he is feeling
really good. He denies
dyspnea, cough, or wheezing.
He denies fever, chills, or
night sweats. He has not had
anymore smoking since some
time in February or March. He
tells me they have done a lot
of work in his workplace and
he is hoping that the mold
situation is improved there.

Ms. Hopper’s assessment of the claimant’s

condition as of that date was COPD/asthma, significantly

improved, and history of chronic sinusitis now status post

sinus surgery.  In response to the claimant’s reported

improvement, Ms. Hopper reduced his Advair dosage.  When the

claimant reported back to Ms. Hopper on November 17, 2009,

however, he reported that certain symptoms such as dyspnea

on exertion had returned.  “He is still having mold exposure

at work, and that is certainly not helping things,” noted

Ms. Hopper.  Ms. Hopper increased the claimant’s dosage of

Advair, and she instructed him to return to the clinic in 3

to 4 months.

The claimant was evaluated by Dr. Jackson on March

17, 2010.  At that time the claimant reported that he had
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not been sick since his July, 2009, surgery.  Repeat

pulmonary functioning testing performed on March 17, 2010,

showed an overall improvement in the claimant’s lung

functioning.  When the claimant was seen in follow-up with

Dr. Jackson on September 8, 2010, he reported that “He

thinks he has gone backwards somewhat with regards to his

nasal congestion” since his last appointment.  In addition,

the claimant had a negative reaction to his Advair in the

form of tongue irritation.  “He is convinced,” stated Dr.

Jackson, “with good reason, that his work environment is

playing a part in his symptoms.”

A physical examination of the claimant on October

12, 2010, by Dr. Kendrick revealed that the claimant

suffered from bronchitis and sinusitis with hypertension and

dyspnea.  Repeat x-rays taken by Dr. Kendrick on that date

showed COPD with hyperaeration of the upper lung tissue with

some hyperaeration of the lower lobes.  Otherwise, these

films were negative for pulmonary infiltrates, mediastinal

widening, tracheal deviation or bony abnormalities.

On November 11, 2010, the claimant was evaluated

by an infectious disease specialist in Northwest Arkansas,

Dr. Stephen Hennigan.  After an examination of the claimant,

the etiology of the claimant’s illness remained unclear. 
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Therefore, Dr. Hennigan opined that the claimant’s skin rash

and pulmonary symptoms were suggestive of a unifying process

since they occurred together.  Upon his return visit with

Dr. Hennigan on December 6, 2010, the claimant reported

having undergone jaw surgery whereby three teeth were

removed.  The claimant further reported to Dr. Hennigan that

his skin rash returned after having finished his last round

of antibiotics.  Although Dr. Hennigan stated that they

still had no explanation for the claimant’s symptoms, he

opined that the claimant might suffer from functional

antibody deficiency or perhaps celiac disease.  

On December 9, 2010, the claimant returned to Dr.

Kendrick’s clinic where he was seen by APN, Lela Shipman. 

The report of that visit reveals that the claimant was being

seen for “thrush due to his inhalers and previous

antibiotics.”   On December 19, 2010, the claimant presented

to the WRMC emergency room with chest pain and hemoptysis. 

In a follow-up clinic report dated December 21, 2010, Dr.

Hennigan noted:

[H]ere today for follow up.

Not doing well. He has been to

the ER twice since his last

visit. He has been diagnosed

with pneumonia and given rx

for levaquin, albuterol, and
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augmentin. 

Suspecting that the claimant might suffer from a

reactive airways disease, Dr. Hennigan prescribed him a

tapering trial of prednisone.  A repeat CT scan of the

claimant’s sinuses conducted December 28, 2010, showed

significant interval improvement in the mucosal thickening

of the clamant’s bilateral maxillary, ethmoid, and frontal

sinuses as compared to the CT scan of May 27, 2009.

Upon the claimant’s return visit with Dr. Jackson

on January 3, 2011, the doctor noted that the claimant had

“been doing very well” until three weeks prior when he began

developing an upper respiratory tract infection.  Doctor

Jackson further noted that a CT scan of the claimant’s chest

during his recent emergency visit to Washington Regional was

negative for all but emphysema.

Thereafter the claimant continued in follow-up

treatment with Dr. Kendrick.  Reports of that treatment

reflect that the claimant continued to present with dyspnea,

coughing, and congestion.  Also noted in these records is

the fact that the claimant had resumed smoking 5-7

cigarettes per day.  Dr. Kendrick continued to diagnose the

claimant with chronic bronchitis and sinusitis, for which he

primarily prescribed Lisinopril, Levaquin, and Prednisone
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tablets with an occasional anti-inflammatory.

Testing for mold was again performed by A-Z

Inspections in May 2011.  In a letter dated May 25, 2011,

Mr. Bramlett specifically found "Total airborne mold spore

counts were significantly lower at each indoor location

sampled in comparison to the outdoor levels."  Mr. Bramlett

also offered several observations regarding the Sheriff's

offices to include the following:

Effervescence was present on basement
walls.  This is often mistaken for
fungal growth but is different. 
Effervescense occurs as a result of
moisture wicking through masonry walls. 
As the walls dry towards the interior of
a structure, mineral deposits are pulled
to the surface.  This is generally not
considered a health issue and the
deposits can be removed with cleaning
products.  The bigger concern is the
fact that moisture is entering the
structure which is undesirable."

On July 8, 2011, the claimant returned for a

follow-up visit with Dr. Jackson.  In his clinic report of

that visit, Dr. Jackson noted that for the second time in

the past few years, the claimant had been evacuated from his

office due to significant mold.  Upon his return visit to

the clinic on July 25, 2011, Ms. Hopper noted that on July

8, 2011, Dr. Jackson had treated the claimant with

prednisone and doxycycline for an “exacerbation” of his
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condition.  As of his July 25, 2011, appointment, Ms. Hopper

stated that the claimant’s exacerbation had resolved.  PA

and lateral chest x-rays taken on October 11, 2011,

confirmed hyperaeration of the claimant’s upper lung tissue

consistent with COPD.  

On October 12, 2011, the claimant was examined by

Dr. Tom Whiting for a hernia.  The claimant was diagnosed

with an upper respiratory infection at the time.   

Thereafter, the claimant continued under the regular care of

doctors at the Madison County Medical Group for sinus-

related symptoms.  The claimant also continued to have an

ongoing problem with thrush.  In a clinic note dated May 23,

2012, Dr. Kendrick stated, “He was in a contaminated

environment that I believe has produced many of his current

health problems.”

In a narrative report dated May 30, 2012, Dr.

Jackson wrote:

Mr. Robert Boyd is a patient
of mine in the pulmonary
department of Fayetteville
Diagnostic Clinic. I initially
began taking care of Mr. Boyd
in January of 2009 during his
hospitalization for a
respiratory illness. I have
seen him consistently since
that time in the clinic. I
feel he has multiple pulmonary
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problems to include mild
moderate persistent asthma,
mild COPD, and chronic
sinusitis. He has had
significant time with
environmental exposure,
specifically mold exposure, in
his workplace that exacerbates
his problems. He has
demonstrated a direct
relationship with overall
worsening of his symptoms with
exposure to mold in the
workplace. In the times he has
been taken out of that
environment to work, he has
had minimal to no symptoms
whatsoever. Also, by his
report, multiple coworkers
seem to demonstrate the same
symptoms when they are in the
workplace. These pulmonary
symptoms, to include cough,
shortness of breath, and
wheeze return upon his
exposure to his workplace. 
While it is almost impossible
to find a specific test to
confirm sensitivity to
environmental mold, it is
highly likely that his
recurrent exacerbations of his
pulmonary condition are
related to exposure to his
work environment. 

The claimant returned to Dr. Jackson on June 22,

2012, at which time the doctor noted improvement in the

claimant’s pulmonary functioning.  Dr. Jackson took the

claimant off of Spiriva and instructed him to avoid heavily

mold-infested areas that might trigger his symptoms.
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In a letter dated June 30, 2012, internal medicine

physician, Dr. Jennifer Bingham, wrote:

I am writing this letter in
reference to my patient,
Robert Boyd. He has been my
patient for about eleven
months. During this time I
have treated him for various
general medical and
respiratory related
conditions. I have reviewed
his medical records
extensively and studied all
test results that have been
performed. I have also
reviewed all of his
consultation results and
reports from various
specialists’ (sic) that he has
seen for medical evaluation.
I am also aware of the
hazardous environmental
exposure that he experienced
through his workplace
location. After reviewing all
the facts and results, it is
my medical opinion that Robert
Boyd most likely experienced
his negative medical
conditions and occurrences
from that said hazardous
exposure. Although it can not
be conclusively proven that
his medical conditions arose
from that exposure, it is most
medically reasonable to agree
that the continued exposure
certainly could aggravate or
prompt a condition. 

To this letter, Dr. Bingham added that she
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believed the claimant having been removed from his hazardous

work environment directly correlated with his medical

improvement.

On August 21, 2012, the claimant was seen by a

rheumatologist, Dr. Charles Mills.  In his report of that

visit, Dr. Mills noted the claimant’s past exposure to mold

and his history of significant breathing problems. “They

have since moved to another location,” added Dr. Mills. “His

breathing problems have improved, ... . He has not really

felt well since that time.”   Among other things, Dr. Mills

assessed the claimant with symmetrical polyarthritis with

inflammatory features, likely representing rheumatoid

arthritis. 

On October 5, 2012, the claimant returned to Dr.

Jackson with increased shortness of breath, cough, and sinus

congestion.  The claimant informed Dr. Jackson that he had

just returned from a 10-day trip to Baton Rouge, and that he

had been running a fever for approximately the last 24-48

hours. 

The claimant continued to be followed by Dr. Mills

for his rheumatoid arthritis and by Dr. Jackson for his

pulmonary complaints. 

The claimant returned to Dr. Keller on February
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26, 2013.  At that time Dr. Keller noted that the claimant

reported a recent history of recurrent upper respiratory

infections.  Further, Dr. Keller noted that blood work

related to the claimant’s recent immunologic evaluation

failed to show abnormalities.  In his assessment portion of

his report Dr. Keller stated:

Recurrent URIs with associated
dry cough: 5 courses of
antibiotics received during
the past 5 months. Question
whether patient may have
chronic sinusitis with acute
exacerbations.
No allergic sensitivities
identified to various trees
grasses and weeds tested for
today along with previous
testing performed 2009 failing
to reveal any allergic
sensitivities to various
perennial items including
mold, cat (family has indoor
cat), and house dust mite.  
Mildly elevated total IgE:
Etiology not determined. I do
not think this is playing any
role in the patient’s current
respiratory condition which he
presents with. 
To this point, evaluation of
adaptive/humoral immune system
has failed [to] reveal any
abnormalities. This includes
normal total IgG, IgA, and
IgM.

Upon his last reported follow-up visit with Dr.

Keller on March 19, 2013, the claimant was asymptomatic for
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any upper respiratory infections.  In addition, Dr. Keller

noted that the claimant’s mildly elevated IgE was of an

undetermined etiology.  Likewise, Dr. Jackson reported on

June 12, 2013, that the claimant appeared to be doing very

well.  Dr. Jackson advised the claimant to return for a

follow-up visit in 6 months.  A medical report from Dr. Gary

L. Templeton with Dr. Jackson’s office dated July 1, 2013,

however, indicates that the claimant returned to the clinic

at that time due to a flare-up of his symptoms, to include

fever and coughing up blood-streaked sputum.

Madison County Emergency Management Coordinator,

Lori McConnell, testified on behalf of the respondents. 

According to Ms. McConnell, who oversaw the remediation

effort, the air quality in the Sheriff’s Offices was tested

in January of 2009 for mold and was found to be acceptable. 

Thereafter, employees of the Sheriff’s Offices moved back

into the renovated offices.  Ms. McConnell confirmed that

these same employees continued to work in these renovated

offices until April of 2011, when the basement once again

flooded.  Thereafter, employees of the Sheriff’s Offices

were permanently relocated.  Ms. McConnell testified that

air quality testing was performed after the flood of 2011,

and found to be acceptable.  
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The claimant testified that he took independent

samples of the air quality in 2009, with kits that he

purchased from The Home Depot.  The claimant acknowledged

his understanding that mold is present everywhere in the

environment at different levels.

Ark. Code. Ann. § 11-9-601(e)(1) defines an

occupational disease as:

(A)[A]ny disease that results
in disability or death and
arises out of and in the
course of the occupation or
employment of the employee or
naturally follows or
unavoidably results from an
injury as the term is defined
in this chapter.

(B)However, a causal connection between the
occupation or employment and the occupational
disease must be established by a
preponderance of the evidence.  

Moreover, where an employee suffers from an

occupational disease ... and is disabled or dies as a result

of the disease and where the disease was due to the nature

of the occupation or process in which he or she was employed

within the period previous to his or her disablement ...,

then the employee, or,... his or her dependents, shall be

entitled to compensation as if the disablement were caused

by an injury ... . Ark. Code. Ann. § 11-9-601(a).
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The record establishes that the claimant was

exposed to mold at his work site in or about March of 2008. 

Moreover, the claimant believes that this hazardous work

environment somehow caused or contributed to his respiratory

and pulmonary problems, as is illustrated by Dr. Jackson’s

clinic notes of September, 2010, in which he states, “He

[the claimant] is convinced, with good reason, that his work

environment is playing a part in his symptoms.” 

Notwithstanding the claimant’s sincere belief that his

health conditions are connected to his exposure to mold, or

his treating physicians’ varying opinions that this exposure

has had a negative impact on the claimant’s pre-existing

health conditions, the claimant has failed to show that a

causal connection exists between his employment and his

alleged occupational disease in that he has failed to show

that he suffers from an occupational disease.    

The claimant’s office was flooded in March of

2008, causing mold to appear.  On January 1, 2009, the

claimant presented to the WRMC emergency room for shortness

of breath (dyspnea) with a preexisting history of symptoms. 

The record confirms that prior to January of 2009, the

claimant was being treated by his physician, Dr. Kendrick,

for asthma and a skin rash. 
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To illustrate, the claimant, a 20-year smoker,

admitted reporting to Washington Regional emergency room

staff on January 1, 2009, that he had experienced

respiratory symptoms and breathing problems for a year-and-

a-half prior to his visit there.  Likewise, these same

records reflect that the claimant reported having “severe

wheezing and coughing” for the last two winters.  And, even

though the claimant reported to emergency room staff that

his symptoms had become markedly worse over the three days

prior to his January 1, 2009, emergency room visit, he

implied that his work environment contributed to his

symptoms over an extended period of time.  In addition, the

claimant stated to respondent’s counsel, “I think it was a

slow onset.” (T-27). 

Hospital records reflect that, aside from mold,

the claimant reported fairly extensive exposure to various

other hazardous agents, to include smoke from a house fire,

lacquers, paint thinners, and chemicals used to make

methamphetamine, combined with a long history of smoking. 

Upon his discharge from the hospital on January 6, 2009, Dr.

Kendrick assessed the claimant with an acute exacerbation of

his pre-existing pulmonary condition, which Dr. Kendrick

reported had been diagnosed during the claimant’s hospital



Boyd -  F900673   28

stay as severe chronic obstructive pulmonary disease (COPD)

with bronchospasm. 

The claimant further admitted to respondent’s

counsel that he moved out of the courthouse basement in

September of 2008, or approximately three months prior to

the January 1, 2009, emergency room visit.  While the

claimant admitted that he did not work continuously in the

mold-affected environment during the renovation of offices

in the last part of 2008, he asserted that he was still

exposed to the mold via his involvement in the remediation

effort.  For example, the claimant responded to questioning

by respondents’ counsel as follows:

I see what your (sic)saying,
but I was fully involved in
the remediation and
everything. I was going down
to the courthouse. I was in
the courthouse, in the
basement.

Notwithstanding the above, however, the claimant

failed to provide evidence as to how often he was exposed to

mold during this period of renovation, the duration of each

exposure, or other details related to said exposure. 

Further, we note that while the claimant suspected that his

symptoms were the result of mold exposure by that time, he

failed to state whether his involvement in the renovation
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effort was mandatory. (T-46)  This would leave reasonable

minds to question why the claimant would allow himself to

continue to be exposed to known mold contamination when he

strongly suspected that this exposure was the cause of his

ongoing symptoms.  

Thus, while the claimant essentially alleged that

he had a “sudden onset” of symptoms which worsened over the

three days prior to his January 2009, hospitalization, he

admitted that his symptoms began no later than mid-2007, and

progressed to the point that he required medical treatment

in the way of inhalers by mid-2008.  

Furthermore, although the claimant maintained that

the “mold was there” in his work environment well prior to

the flood of March 2008, even intimating that perhaps his

exposure spanned over a period of 20 years, the record

confirms that no testing for mold was done until after the

2008 flood.  The claimant’s work environment was again

tested in January of 2009, and air samples were found to be

acceptable.  Likewise, the claimant’s work environment was

tested a third time in May of 2011, and was again found to

be acceptable.  We do not give any credibility to the

testing performed by the claimant as he is not qualified to

perform such testing and he did not test for specific levels
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of mold against outside samples as was performed by A-Z

Inspections. 

The claimant continued to have respiratory

problems which he reportedly associated with his continued

exposure to mold.  However, several diagnostic studies

performed over the course of the claimant’s medical

treatment failed to show that the claimant had an allergy or

hypersensitivity to mold, in spite of certain molds having

been found in 2008 at his work site.  For example, upon

allergy testing, Dr. Keller found no allergic sensitivities

identified with the claimant’s exposure to various common

molds including Cladosporium, Penicillium, Aspergillus, and

Alternaria.  This, in spite of the fact that penicillium,

cladosporium, and stachybotrys mold were conclusively found

in the claimant’s workplace, and a culture from the

claimant’s nose revealed that certain budding yeast spores

were present in his sinuses.  Although budding yeast spores

were identified in the claimant’s sinuses, no spores were

ever found in the claimant’s upper respiratory system,

leaving his treating physicians to further question the

etiology of his condition.  Furthermore, the claimant

demonstrated adequate histamine control with no negative

reaction to cat dander and house dust mites.  
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In May of 2009, Dr. Jackson noted that the

claimant had a thorough work-up during his emergency

hospitalization, and that 1) all of his titers for

blastomycosis and coccidioidomycosis were negative; 2) his

aspergillus was negative, and; 3) his sedimentation rate was

normal.  Likewise, approximately one week later, Dr. Keller

again noted that the claimant’s diagnostic studies for mold

were negative.  Of particular note to Dr. Keller, however,

was the claimant’s 20 year history of smoking.

Furthermore, a CT scan of the claimant’s lungs

conducted on May 27, 2009, revealed mild emphysematous

changes with some scattered bullae and blebs.  Likewise, a

CT scan of the claimant’s sinuses conducted that same day

revealed findings of pansinusitis with related mucosal

membranes thickening along the nasal passageways.  

Dr. Keller eventually diagnosed the claimant with

chronic sinusitis, mild emphysema, and mixed restrictive

obstructive airway process.  Dr. Keller failed, however, to

assess the claimant with hypersensitivity pneumonitis in

that, while some of the claimant’s symptoms were

“suggestive” of this condition, there had been no

histological findings to support this finding.  Therefore,

Dr. Keller could never state that the claimant’s diagnostic
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testing was conclusive for a reaction to mold.  Dr. Keller

did state, however, that findings of elevated IgG to both

penicillium and aspergillus with penicillium species being

identified with environmental evaluation of claimant’s work

site, by themselves, do not make the diagnosis of

hypersensitivity pneumonitis.  According to Dr. Keller,

these findings “merely suggest the possibility of

hypersensitivity pneumonitis.”  Therefore, Dr. Keller

referred the claimant to two specialists for further

diagnostic testing.  

Subsequently, Dr. Manning opined that there was

some question as to whether or not there may be some fungal

etiology for the claimant’s pansinusitis.  Ultimately he

stated that “It is difficult to say whether or not these are

ubiquitous or actually pathogen.”  On July 31, 2009, Dr.

Manning performed a nasal septoplasty with bilateral image

guided functional endoscopic sinus surgery, which was

reported to have had favorable results in alleviating many

of the claimant’s symptoms.

Upon seeing the claimant in follow-up that same

day, Ms. Hopper’s assessment of the claimant’s condition was

COPD/asthma, significantly improved, and history of chronic

sinusitis now status post sinus surgery.  When the claimant
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subsequently returned to Ms. Hopper in August of 2009, his

condition had reportedly improved to the point that Ms.

Hopper reduced his dosage of Advair.  Interestingly enough,

when the claimant saw Ms. Hopper in November of 2009, he

reported that certain symptoms such as dyspnea on exertion

had returned.  Therefore, Ms. Hopper increased the

claimant’s Advair to his previous dosage.

Repeat pulmonary functioning testing performed by

Dr. Jackson in March of 2010, showed an overall improvement

in the claimant’s lung functioning.  By September of that

same year, however, the claimant had reported a “set-back”

in his condition with regard to his nasal congestion. 

Again, the claimant attributed his condition to alleged

continuing exposure to mold in his work environment, to

which Dr. Jackson agreed.  

Although negative for pulmonary infiltrates,

mediastinal widening, tracheal deviation or bony

abnormalities, repeat x-rays of the claimant’s lungs

performed by Dr. Kendrick in October of 2010, confirmed

COPD.   

When the claimant was evaluated by Dr. Hennigan in

November of 2010, the etiology of the claimant’s illness

remained unclear.  Although Dr. Hennigan initially opined
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that the claimant’s skin rash and pulmonary symptoms were

suggestive of a unifying process since they occurred

together, upon the claimant’s return visit with Dr. Hennigan

in early December of 2010, Dr. Hennigan stated that they

still had no explanation for the claimant’s symptoms. 

Therefore, he opined that the claimant might suffer from

functional antibody deficiency or perhaps celiac disease. 

By December 21, 2010, however, Dr. Hennigan suspected that

the claimant might suffer from a reactive airways disease.

Thereafter, the claimant continued to be treated

for symptoms associated with COPD and chronic sinusitis.  In

addition, the claimant reported that he began smoking again

during this time, though not as much.  When in April of

2011, the claimant’s work site flooded again, the claimant

was permanently relocated to another facility.  Thereafter,

the claimant reported intermittent, recurring symptoms,

which his treating physicians continued to attribute to his

work environment despite the fact that claimant’s office was

no longer housed in the Courthouse basement. 

In August of 2012, the claimant was diagnosed with

rheumatoid arthritis.  Finally, in February of 2013, Dr.

Keller noted that the claimant reported a recent history of

recurrent upper respiratory infections for which there was
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no known etiology.  More specifically, Dr. Keller noted that

recent blood work failed to reveal immunologic

abnormalities, and that various allergy testing, along with

previous testing performed 2009, failed to reveal any

allergic sensitivities to various perennial items including

mold, cat dander, or house dust mite.  Dr. Keller noted

mildly elevated total IgE, of which he stated, “Etiology not

determined.”  Dr. Keller did not think the claimant’s

elevated IgE contributed to his presenting respiratory

symptoms, however.  The record reveals that the claimant

continued to have flare-ups of his condition - some serious

- through his last reported medical treatment of July, 2013. 

The claimant’s last reported diagnoses were COPD,

hypertension, asthma, and rheumatoid arthritis. 

There is no requirement that medical testimony be

expressly or solely based on objective findings, only that

the record contain supporting objective findings.  Swift-

Eckrich, Inc. v. Brock, 63 Ark. App. 118, 975 S.W.2d 857

(1998).  Moreover, the Commission is entitled to review the

basis for a doctor’s opinion in deciding the weight of the

opinion.  A medical opinion based solely upon claimant’s

history and own subjective belief that a medical condition

is related to a compensable injury is not a substitute for
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credible evidence.  Brewer v. Paragould Housing Authority,

Full Commission Opinion, January 22, 1996 (Claim No.

E417617).  The Commission is not bound by a doctor’s opinion

which is based largely on facts related to him by claimant

where there is no sufficient independent knowledge upon

which to corroborate the claimant’s claim.  Roberts v. Leo-

Levi Hospital, 8 Ark. App. 184, 649 S.W.2d 402 (1983).

Furthermore, medical opinions addressing

compensability must be stated within a reasonable degree of

medical certainty.  Ark. Code Ann. §11-9-102(16)(B).  Where

a medical opinion is sufficiently clear to remove any reason

for the trier of fact to have to guess at the cause of the

injury, that opinion is stated within a reasonable degree of

medical certainty.  Huffy Service First v. Ledbetter, 76

Ark. App. 533, 69 S.W.3d 449 (2002), citing Howell v. Scroll

Technologies, 343 Ark. 297, 35 S.W.3d 800 (2001).

Medical opinions based upon “could”, “may”,

“possibly”, and “can” lack the definiteness required to

satisfy Ark. Code Ann. §11-9-102(16)(B), which requires that

medical opinions be stated within a reasonable degree of

medical certainty.  Frances v. Gaylord  Container

Corporation, 341 Ark. 527, 20 S.W.3d 280 (2000).  In Crudup

v. Regal Ware, Inc., 341 Ark. 804, 20 S.W.3d 900 (2000), the
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Arkansas Supreme Court held that a medical opinion based

upon the theoretical possibility of a causal connection did

not meet the standard of proof.  Likewise, in Freeman v.

Con-Agra Frozen Foods, 344 Ark. 296, 40 S.W.3d 760 (2001),

the Arkansas Supreme Court held that in order for a medical

opinion regarding causation to “pass muster” such opinion

must be more than speculation, and go beyond possibilities.

Notwithstanding that each of the claimant’s

treating physicians relied upon the claimant’s history that 

his exposure to a mold-contaminated environment was somehow

linked to his recurrent symptoms, none of them was able to

corroborate this theory by objective medical findings. 

Thus, none of the claimant’s treating physicians was ever

able to state within a degree of medical certainty that the

two were connected. In fact, these opinions often included

statements that tended to negate that theory, such as “...

it can not be conclusively proven that his medical

conditions arose from that exposure.”  Moreover, and more

importantly, no diagnostic study ever confirmed that the

claimant was hypersensitive to mold or other allergens, nor

was it ever objectively determined that the claimant’s

medical conditions resulted from his exposure to such

antigens.  This is supported by the fact that the claimant
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continued to suffer from the same recurring symptoms as

before his exposure to mold long after he was removed from

the contaminated environment.  

The weight of the credible evidence in this claim

demonstrates that, while the claimant does suffer from

certain health conditions, such as COPD, asthma, emphysema,

rheumatoid arthritis, chronic sinusitis, and a recurring

skin rash, many of these conditions pre-existed his exposure

to mold and most still require medical treatment. 

Therefore, we find that the claimant has failed to prove by

a preponderance of the evidence that any of his known health

conditions were caused by his environmental exposure to mold

in the work place.  And while the exact etiology of the

claimant’s health conditions are yet unknown, the record

clearly shows that many of the claimant’s chronic

conditions, to include COPD and emphysema, are commonly

known to be caused by exposure to cigarette smoke, and that

the claimant smoked regularly for 20 years prior to his

onset of symptoms.  Therefore, reasonable minds could

conclude that the claimant’s current health conditions are

not related to any exposure to mold at his work site.  

Based on the above and foregoing, we find that the

claimant has failed to prove that his health conditions are
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causally related or were caused by his exposure to mold. 

Therefore, compensability is hereby denied in this claim.    

                               
                         A. WATSON BELL, Chairman

                                
               KAREN H. McKINNEY, Commissioner

Commissioner Hood dissents.

DISSENTING OPINION

After my de novo review of the record, I must

dissent from the majority opinion.  I would have

affirmed the well-reasoned opinion of the Administrative

Law Judge that the preponderance of the evidence shows

that the claimant sustained a compensable occupational

disease.

The claimant did not have respiratory issues

or respiratory treatment before March 2008.  There is no

record of treatment prior to January 2009.  In 2007, he

underwent training which included cardiac and

respiratory testing, with no negative results. 

In March 2008, a flood occurred which damaged

the courthouse basement, where the claimant’s offices
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were located. This flood was significant enough for FEMA

to declare a federal disaster.  The claimant observed

water damage and mold.  Testing in August 2008 revealed

elevated levels of certain molds.

The claimant testified that his symptoms began

in the middle of 2008, at which time he was given a

sample inhaler to try.  He had shortness of breath,

wheezing, coughing, nosebleeds, skin and eye infections,

and fatigue.  His symptoms became intolerable on January

1, 2009, when he could not breathe, causing him to seek

care in the emergency room.  Since that time, he was

prescribed more than 70 courses of antibiotics, as well

as 2 respiratory inhaled medications, plus an emergency

inhaler.  He required sinus surgery.  He suffered

pulmonary function limitations and a depressed immune

system, up to the date of the hearing.  He had lung

damage.

The claimant’s offices were temporarily

relocated, while a remediation project was performed. 

The claimant was regularly in the basement during that

time.  In early 2009, the office was returned to the

basement.  Another flood occurred in April 2011 and, in

July 2011, the office was permanently relocated away
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from the basement. 

The claimant had improved since he was no

longer working in the basement of the courthouse.  He

explained that his medication expenses and needs had

dropped by two-thirds, so that he was only spending

$1,000.00 a month on medication.  He continued to have

depressed lung and immune system function.  He required

an inhaled lung medication on a daily basis, and he used

an emergency inhaler when he began to wheeze, which

occurred if he over-exerted himself.

Causation is established in several ways. 

First, the timing of his symptoms shows a causal

connection between his work and his condition.  He did

not have lung symptoms or limitations, despite being a

smoker, until after the March 2008 flood.  Once he was

removed permanently from the moldy basement, his

symptoms improved.

Second, the medical opinions of his treating

physicians show that there is indeed a causal connection

between the exposure to mold at work and the claimant’s

medical condition. Dr. Keller, in May 2009, stated that

he was very suspicious that the moldy work environment

played a significant role in his condition.  In
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September 2010, Dr. Jackson felt that there was “good

reason” for the claimant’s opinion that the work

environment had a role in his condition.  Dr. Kendrick

in May 2012 stated that the contaminated environment

produced many of his health problems.  Dr. Bingham

stated in June 2012 that the claimant’s conditions were

most likely caused by the workplace exposure.  Dr.

Jackson, who is a pulmonologist, stated in May 2012 that

the claimant’s workplace exposure to mold exacerbated

his conditions (asthma, mild COPD, and chronic

sinusitis) and that exposure directly related to the

overall worsening of his symptoms.  He stated that it

was highly likely that his recurrent exacerbations of

his pulmonary condition were related to the workplace

exposure.

There is no evidence to suggest any other

cause of his pulmonary injury.  There is ample evidence

to establish the cause of his injury - the exposure to

mold.

There is also ample evidence to relate the

claimant’s continued need for treatment, from January

2009 forward, to the mold exposure.  Not only did the

exposure precipitate a cascade of symptoms which were
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completely new to the claimant, but those symptoms have

not completely abated.  The claimant has not returned to

his pre-exposure condition.  In 2009, the claimant

required sinus surgery for thickening which was related

to the mold exposure, demonstrating that physical

changes occurred due to the exposure.  The claimant

testified and the records show that he continued to have

sinus problems, which shows that the effects of the

exposure were long term.  Likewise, the claimant had no

history of lung problems, but since 2009, his pulmonary

function tests have been deficient.  The claimant’s

latest test showed 23% improvement over the January 2009

test, but it remains impaired.  He continues to require

treatment for shortness of breath, wheezing and cough,

and for infections.  

The claimant was a smoker for 20 years, but

since 2009, he made the effort to quit 4 times, and

while he testified that he had not been successful at

quitting permanently, he was only an occasional smoker

since 2009.  Further, smoking would not cause mold to

appear in sinus smears, as was found in the spring of

2009.

Again, there is no other cause of his
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respiratory problems and need for treatment other than

his reaction to the exposure to mold.  While the

claimant has experienced an improvement, he has not

returned to anything close to his pre-exposure level of

health.  He had not had any additional insults to his

health and has significantly reduced his smoking.  

The claimant was exposed to unacceptable

levels of mold in his daily work environment from at

least March 2008 until July 2011.  His physicians

causally related this exposure to the claimant’s need

for treatment.  The treatment rendered after January

2009 was a continuation of the treatment rendered at

that time, responsive to the claimant’s continued

symptoms.  It is reasonable to expect his recovery to

require an extended amount of time, due to the duration

of the exposure and the effects upon his respiratory and

immune systems.

The claimant’s burden of proof is to show that

a causal connection exists between his employment and

his occupational disease by a preponderance of the

evidence.  Ark. Code Ann. Section 11-9-601(e)(1)(B).  A

simple definition of the preponderance of the evidence

is found in the Arkansas Model Jury Instruction (Civil):
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"Preponderance of the evidence"
means the greater weight of
evidence. The greater weight of
evidence is not necessarily
established by the greater number of
witnesses testifying to any fact or
state of facts. It is the evidence
which, when weighed with that
opposed to it, has more convincing
force and is more probably true and
accurate. If, upon any issue in the
case, the evidence appears to be
equally balanced, or if you cannot
say upon which side it weighs
heavier, you must resolve that
question against the party who has
the burden of proving it.

AMI (Civil) 202.  The evidence showing

causation is the timing of the claimant’s symptoms, his

absence of symptoms or limitation prior to the mold

exposure despite smoking, the improvement of his

symptoms when removed from the contaminated environment,

and the presence of moisture and mold in the work

environment.  This evidence very clearly outweighs the

evidence that there is no causation, which is that the

claimant smoked.

Therefore, I must dissent from the majority

opinion.  I would affirm and adopt the Administrative

Law Judge’s award.

                                
                         PHILIP A. HOOD, Commissioner


