I I . ° 5 RESPIRATORY DISEASE

Feline

Lisa E. Moore, DVM, Kansas State University

A 9-year-old, castrated male domestic shorthair cat was
presented for a 6-year history of sneezing and coughing.

History. The sneezing and coughing had been poorly controlled by numerous
courses of various antibiotics. An initial response was seen, but the signs
would recur soon after antibiotic discontinuation. A mucopurulent nasal dis-
charge was also present intermittently, and serous discharge was noted at
other times. The cough was slightly productive and intermittent. Appetite and
weight had not been affected. The cat was a strictly indoor pet and had

Right lateral thoracic radiograph recently moved from the southeastern United States.

Physical Examination. Mucopurulent nasal discharge was expelled from
both nares during a sneeze. Cough could not be elicited by tracheal palpation.
Nasal congestion was

present, but the lungs Diagnostic Testing Result/(Reference Range)*
were clear. The cat was
. (BCt

tachypneic but not dysp-
neic at rest. No other Lymphocytes (/pl) 1500 (2000-7000)
physical abnormalities Eosinophils (/pl) 3200 (0-750)
were detected. Chemistry panelt
Diagnostics: CBC, chem- Globulin (g/dl) 53(2.8-4.8)
istry panel, urinalysis, Urinalysis Within normal limits
FeIV/FIV serologic testing, Fecal analysis Negative: float, direct,
fecal analysis, and tho- sedimentation
racic radiographs FelV/FIV Negative

Fi 1 and 2
((1 1gu.r es Al anT bl) were *Normal values used at Kansas State University.

one initially (Table). tOnly abnormal values are listed.

ASK YOURSELF...

What are the problems identified thus far?

What part or parts of the respiratory tract are involved in the
disease process?

What are the differential diagnoses?
What are the next diagnostic steps?

Ventrodorsal thoracic radiograph

continues
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FELINE

Diagnosis. Chronic inflammatory
respiratory disease involving nasal
passages, trachea, and bronchi with
secondary bacterial infection.

Cytologic evaluation of the tracheal wash showed
moderate nucleated cells, 62% of which were
eosinophils. No microorganisms or neoplastic
cells were seen. Although of low yield, culture of
the tracheal wash fluid was negative for bacteria
and fungi. Mycoplasma PCR of the fluid was
also negative. Nasal radiographs showed
increased opacity in the nasal passages, but no
bony lysis. Histopathologic analysis of the nasal
biopsy showed some distortion of the nasal
turbinate remnants. Intense inflammation that
consisted primarily of neutrophils, with approxi-
mately 20% eosinophils, was noted. Herpesvirus
PCR on the nasal epithelium was negative.
Culture of the nasal tissue was positive for
Pseudomonas aeruginosa that was sensitive
only to aminoglycosides, carbenicillin,
enrofloxacin, and ticarcillin. Heartworm antigen
was negative, and heartworm antibody was posi-
tive at 16 AbU/ml. Hyperglobulinemia is consis-
tent with chronic inflammatory disease.

Interpretation and Treatment. Both the tra-
cheal wash and nasal biopsy specimens identi-
fied inflammation. A fairly thorough search did
not reveal any primary infectious agents.
Although the Pseudomonas nasal infection
could be a primary disease, it is probably a sec-
ondary disorder because of the chronicity of the
problem and only partial response to appropri-
ate antibiotic therapy in the past. With this infor-
mation, a primary underlying inflammatory dis-
ease should be suspected.

Although the patient was positive for heartworm
antibody, this would not necessarily translate

into infection. Cardiac ultrasonography to visual-
ize heartworms in the pulmonary artery was not
performed. The pulmonary arteries on the radi-
ographs were not enlarged, making active heart-
worm infection unlikely but possible. The cat

PCR = polymerase chain reaction
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Interpretation: Multifocal, mineralized, well-circumscribed nodules throughout the lung fields. A diffuse,

moderate bronchointerstitial pattern is also present.

DID YOU ANSWER...

* Sneezing, bilateral mucopurulent nasal discharge with nasal congestion,
coughing, tachypnea, lymphopenia, eosinophilia, hyperglobulinemia

¢ Nasal passages, probably sinuses, trachea, and bronchi

¢ Resistant bacterial infection, chronic herpesvirus infection, feline asthma
bronchitis complex, fungal disease, parasitic disease, and neoplasia (unlikely)

¢ Nasal radiographs or computed tomography followed by nasal biopsy and deep
tissue culture, tracheal wash or bronchoalveolar lavage with cytologic studies and

possibly culture

had probably been exposed to heartworms in
the past, resulting in the antibody response, but
whether active infection is present is unknown.

The cat is suspected of having underlying aller-

gic airway disease, although this was not proven.

Eosinophils were present in the nasal passages,
airways, and blood and are commonly encoun-
tered in allergic disease. The mineralized pul-
monary nodules seen on thoracic radiographs
were thought to be due to dystrophic mineral-
ization of chronically inflamed airways, although
granulomas or metastatic disease could not be
definitively ruled out.

Treatment with enrofloxacin PO 5 mg/kg/d was
started initially. Again, the cat had a partial
response. The mucopurulent nasal discharge
resolved, but serous nasal discharge, sneezing,
and coughing continued. At this point, corticos-
teroid therapy was instituted. Systemic corticos-

teroids were avoided in an attempt to prevent
any residual Pseudomonas organisms from
causing recurrent infection. Inhalant steroids in
the form of fluticasone 220 pg/actuation was
chosen, two “puffs” twice daily. Initially, the cat
did not tolerate the metered dose inhaler appa-
ratus, so oral prednisone was started at 5 mg
PO twice daily. The cat had a dramatic and
almost complete response within 2 weeks, after
which the prednisone was tapered. The cat
gradually began to accept the inhalant steroids
and remains on oral prednisone 2.5 mg PO
every other day and one “puff” fluticasone once
or twice a day when clinical signs worsen. This
regimen controls the clinical signs well, and
nasal infection has not recurred in 18 months as
of this writing.

See Aids & Resources, back page, for
references, further reading, and contacts.
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