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LTHOUGH PARINAUD’S 1889
A account! of a patient with persis-

tent conjunctival inflammation,
preauricular adenopathy, enlargement of
regional lymph nodes, and low grade
fever may have been the first description
of cat-scratch disease (CSD), the quest to
find an etiologic agent continued for
almost a century. In 1988, researchers at
the Armed Forces Institute of Pathology
(AFIP) announced? that they had cul-
tured pleomorphic, slightly curved
Gram-negative rods from the lymph
nodes of 10 of 19 patients with CSD, but
none of 19 controls. Moreover, 3 of 7
patients had >4-fold rises in antibody
titers to the organism.

The newly described organism was
subsequently christened Afipia felis, after
the AFIP. Not everyone jumped on the
Afipia bandwagon, however. In 1992,
Regnery et al.? reported that 88% of 41
patients with CSD, but only 3% of 107
controls had high levels of antibodies to
a newly described bacterium, Bartonella
henselae.* A. felis is not closely related
to B. henselae, and anti-B. henselae
serum did not cross-react with A. felis
antigen. B. henselae was subsequently
cultured from biopsies of CSD patient’s
lymph nodes,* and B. henselae DNA
sequences were detected in specimens
from patients with CSD* and even from
CSD skin-test antigen.® Although A. felis
has also been isolated from diseased
lymph nodes, its role as a pathogen
remains unclear. B, henselae is now
thought to be the principal cause of CSD.
CLINICAL DISEASE

CSD often begins with the appearance
at the inoculation site of a 2-3 mm mac-
ule that becomes papular within a few
days. The papule may persist for several
weeks and then resolve. Regional lymph-

* Most readers will be familiar with the role of that other
Bartonella, B. bacilliformis, in the etiology of Oroya
fever, a sand-fly vectored infection found in South
America. Crossword puzzle enthusiasts remember
Oroya fever as the only known intraerythrocytic
bacterial infection.

CAT-SCRATCH DISEASE

adenopathy may develop, usually within
2 weeks, and may be accompanied by
low grade fever, fatigue, and headache.
Affected nodes, which may be tender
and suppurative, are usually proximal to
the site of a scratch or bite. Symptoms
usually resolve with no sequelae.!’

Encephalitis complicates a small
proportion of cases, typically presenting
2-6 weeks after the initial illness.?
Other syndromes

Bacillary angiomatosis is a recently
recognized syndrome, probably caused
by both B. henselae and B. quintana, that
is seen primarily among immunocom-
promised persons, notably those with
HIV infection.® The spectrum of this
peculiar vascular disease ranges from a
non-specific febrile disease, to serious
skin lesions (resembling Kaposi’s sarco-
ma), life-threatening peliosis hepatica,
and infection of the liver parenchyma.

B. henselae may occasionally cause
fever and bacteremia even in immuno-
competent hosts.'°
OUT OF THE TRENCHES

The taxonomic affinity of these or-
ganisms has been in a state of flux.
Originally placed in the family Rickettsi-
aceae, which includes the etiologic
agents of typhus, Rocky Mountain spot-
ted fever, tsutsugamushi, and Q fever,
among other horrors, more recent analy-
ses suggest that Bartonella spp. are not
rickettsiae at all, but more closely related
to Brucella spp. The genus Rochalimaea
has been subsumed into Bartonella.

The aforementioned B. quintana (né
Rickettsia quintana; briefly Rochalimaea
quintana) is the causative agent of trench
fever, a febrile illness of variable severi-
ty. Trench fever is spread by body lice,
and was common among troops in World
War 1. Interestingly, B. quintana recent-
ly turned up in a number of bacteremic
Seattle patients with histories of chronic
alcoholism and homelessness.!! Al-
though initial blood cultures appeared
negative, acridine-orange staining of the

Bactec® culture media revealed organisms
that could be subcultured on chocolate
agar.
DIAGNOSIS OF CSD

Diagnosis depends on a consistent
clinical picture supported by laboratory
results, most commonly an indirect fluo-
rescent antibody test that has a reported
84-88% sensitivity and 96-97% specifici-
ty. 312 Culture is difficult but obviously
highly specific. Other methods that have
been developed include a PCR assay to
identify B. henselae in purulent lymph
node aspirates.’
TREATMENT

Treatment is generally supportive,
although excision of affected lymph
nodes(s) and the use of antimicrobials may
be indicated for treatment of severe swell-
ing, pain, or suppuration. Although antimi-
crobial agents such as
trimethoprim-sulfamethoxazole (TMP/
SMX), rifampin, amoxicillin, and tetracy-
cline exhibit in vitro antimicrobial activity
against B. henselae, antimicrobial therapy
has not been consistently beneficial in
reducing the duration or severity of CSD.
Margileth studied the clinical efficacy of
several regimens in patients with pro-
longed fever, systemic symptoms and/or
severe lymphadenitis.'* Rifampin (10-20
mg/kg/d, in 2-3 doses, maximum dose 600
mg x 7-14 days) was 87% effective. Cipro-
floxacin (20-30 mg/kg/d in 2 divided doses
x 7-14 days) was 84% effective in patients

CSD and Bacillary Angiomatosis: A Comparison

Variable CSD Bacillary Angiomatosis
Host immunocompetent immunocompromised
Cause B. henselae B. henselae,
A. felis? 8. quintana
Pathologic lymphoid hyper- ectatic capiltaries,
Findings plasia, microabscess neutrophilic infiltrate
formation
Usual lymphadenopathy cutaneous lesions,
Presentation visceral peliosis
Clinical self-limited progressive
course
Diagnostic serology, histopath, histopath, serology,
tests skin test, lymph node blood culture, 16s
culture, 16s RNA RNA analysis
analysis
Antimicrobial  generally not neces- doxycycline,
Therapy sary, rifampin, cipro-  erythromycin

floxacin, gentamicin,
TMP/SMX
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