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Septicemia associated with Stenotrophomonas maltophilia in a
West African dwarf crocodile (Osteolaemus tetraspis subsp. tetraspis)

N. Beth Harris, Douglas G. Rogers

Abstract. A 17-year-old male captive West African dwarf crocodile (Osteolaemus tetraspis subsp. tetraspis)
died 1 month after fighting with a penmate. Abrasions were present on the head and mandible. Necropsy
revealed a vegetative valvular lesion of the left atrioventricular valve, miliary foci of necrosis in the endocardium
and myocardium, multiple duodenal and rectal ulcers, and serous atrophy of body fat. Stenotrophomonas mal-
tophilia was isolated in pure culture from lung, liver, and kidney. Gram-negative bacilli were seen histologically
in the valvular lesion and in foci of necrosis in the myocardium, liver, spleen, pancreas, kidney, and intestine.
Septic thrombi in multiple tissues, arteritis, and pneumonia were additional histologic lesions. Findings indicated
that the crocodile died from acute S. maltophilia septicemia, although the primary site of infection was not
determined. Stenotrophomonas maltophilia is ubiquitous in the environment and is recognized as an important
nosocomial pathogen in humans.

Stenotrophomonas maltophilia is a straight or slightly
curved nonfermentative gram-negative bacillus that has pre-
viously been classified as Pseudomonas maltophilia and
Xanthomonas maltophilia. This bacterium was transferred to
the new genus Stenotrohomonas because of comparative en-
zymology data, results of DNA–ribosomal RNA hybridiza-
tion studies, guanine/cytosine content, and fatty acid com-
position.16 Despite earlier reports that S. maltophilia had lim-
ited pathogenicity,2 the bacterium has recently gained im-
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portance as a nosocomial pathogen in humans, in which it
causes septicemia,7,10,11 endocarditis,4,12 meningitis,13 pneu-
monia,7,10 urocystitis,17 and wound infection.18 Human pa-
tients considered at risk for S. maltophilia infections include
the severely debilitated or immunosuppressed, those receiv-
ing antimicrobial and/or intravenous therapy, and individuals
subjected to invasive surgical procedures.2 A protease and
elastase elaborated by S. maltophilia are believed to be im-
portant in the pathogenesis of infection.1,15

Although S. maltophilia is now recognized as a significant
human pathogen, the role of this bacterium in diseases of
animals is less clear. In 1 report, S. maltophilia was consid-
ered to be the cause of fleece rot in sheep.9 Stenotropho-
monas maltophilia has been isolated from fish,6 lizards,
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Figure 1. Left atrioventricular valve; crocodile. Vegetative val-
vular lesion is composed of fibrin (F), erythrocytes, cellular debris
(arrowheads), and bacteria (small arrows). Inflammatory cells (het-
erophils) have infiltrated the valve leaflet (large arrows). HE.

Figure 3. Myocardium; crocodile. A thrombus (T, outlined by
arrowheads) with bacteria (small arrow) is adjacent to a focus of
necrosis filled with heterophils (large arrow). HE.

Figure 4. Arteritis in the duodenal serosa of a crocodile. Note
the fibrinoid necrosis (arrowheads) and heterophils and heterophilic
debris (arrow) within the arterial tunica media. TM 5 tunica mus-
cularis. HE.

Figure 2. Portion of valvular lesion shown in Fig. 1. Clumps of
bacilli are mixed with debris. Warthin-Starry.

frogs,5 and captive snakes,3 but it was never specifically as-
sociated with disease in these species. The present report
includes laboratory findings indicative of acute septicemia
associated with S. maltophilia in a crocodile.

A 17-year-old, 13-kg, male West African dwarf crocodile
(Osteolaemus tetraspis subsp. tetraspis) from a local zoo
was submitted for laboratory examination 3 hours postmor-
tem. The crocodile had fought with a penmate 1 month ear-
lier, and it had become anorexic and lethargic approximately
1 week prior to death. Three oval abrasions 10–20 3 15–20
cm were present on the dorsum of the head and over the
right mandible. Cosmetic necropsy revealed serous atrophy
of body fat. In the heart, numerous miliary foci of necrosis

were seen in the endocardium and myocardium of the right
and left ventricles, and an irregular, raised, yellow-gray veg-
etative lesion 0.4 3 0.6 cm was present on the atrial aspect
of the left atrioventricular (AV) valve. Ecchymotic hemor-
rhages and 4 ulcers 0.5–1.0 3 0.5–1.0 cm were noted in
both the duodenum and rectum.

Specimens of stomach, pancreas, duodenum, jejunum, il-
eum, rectum, liver, lung, spleen, kidney, and heart including
the vegetative valvular lesion were immersed in 10% neutral
buffered formalin and routinely processed. Tissue sections
were cut at 4 mm and stained with hematoxylin and eosin
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Figure 5. Duodenum; crocodile. Note hemorrhage and necrosis
of a villus (large arrows) and aggregates of inflammatory cells (het-
erophils) within the lamina propria (small arrows). HE.

(HE), Brown and Brenn Gram stain, and Warthin-Starry sil-
ver stain for examination by light microscopy.

Specimens of lung, liver, and kidney and multiple specimens
of small intestine, including 1 duodenal ulcer, were cultured
aerobically at 37 C in 6% CO2 on tryptic soy agar with 5%
sheep blooda (BA) and on MacConkey agara (MAC). Portions
of each specimen also were minced and cultured for Salmonella
in tetrathionate enrichment brothb at 37 C. This enrichment was
followed by overnight culture at 37 C on brilliant green agara

and on xylose lysine tergitol 4 agar.b

After 18 hours of incubation, smooth nonpigmented col-
onies approximately 1 mm in diameter were seen in pure
culture on BA and MAC from the lung, liver, and kidney.
Smears from individual colonies revealed gram-negative ba-
cilli. The isolate was catalase positive, oxidase negative, and
indole negative and was nonfermentative on a triple-sugar–
iron slant. Identification of S. maltophilia was confirmed us-
ing a commercial identification system.c Mixed bacterial
growth was recovered from the specimens of small intestine.
Salmonella was not isolated from any of the specimens.

In histologic sections of the left AV valve, moderate num-
bers of heterophils had infiltrated the valve leaflet, fibrin with
enmeshed gram-negative bacilli and erythrocytes was ad-
hered to the endocardium (Fig. 1), and there were foci of
valvular necrosis of various sizes. Individual bacilli were
0.5–1.0 3 1.0–5.0 mm and were more easily seen in sections
stained with Warthin-Starry (Fig. 2).

Gram-negative bacilli associated with histologic lesions of

acute septicemia were seen in all additional specimens col-
lected at necropsy. The myocardium had septic thrombi, foci
of necrosis of various sizes infiltrated by heterophils (Fig.
3), and multifocal heterophilic arteritis. Heterophilic arteritis,
occasionally with fibrinoid necrosis of the tunica media, was
seen in the kidney, stomach, duodenum (Fig. 4), and rectum;
hemorrhage, necrosis, heterophilic inflammation (Fig. 5),
and septic thrombi accompanied the arterial lesions in these
tissues. Colonies of bacilli were in foci of acute necrosis in
the spleen, liver, pancreas, duodenum, and rectum. Serofi-
brinous and heterophilic pneumonia with septic phlebo-
thrombosis was seen in the lung.

The results of histopathologic examination and bacterio-
logic culture indicated that the crocodile died from acute
septicemia associated with S. maltophilia. Bacterial throm-
boembolism secondary to vegetative valvular endocarditis
was undoubtedly responsible for the lesions seen in the tis-
sues. Although the vegetative valvular lesion was not cul-
tured bacteriologically and S. maltophilia was not isolated
from intestinal specimens, gram-negative bacilli were asso-
ciated histologically with the valvular lesion and necrosis in
the duodenum and rectum.

The primary site of S. maltophilia infection in this croc-
odile was not determined. Lung may have been the primary
site of infection, because the crocodile had pneumonia. Pul-
monary septic phlebothrombosis, as detected histologically,
could have resulted from direct extension of the pneumonic
process, or it could have developed secondarily from the
dissemination of S. maltophilia from other site(s). The fact
that the crocodile had fought with a penmate prior to death
also would lead to speculation that wounds were primary
sites of infection. Abrasions were present on the head of the
crocodile, but a request for cosmetic necropsy prevented an
in-depth examination of these abrasions and a search for
other wounds. The environmental source of S. maltophilia
was not determined, but this bacterium has been isolated
from water, sewage, soil, and plants.2,6

The results of this investigation indicate that S. maltophi-
lia is a possible pathogen in West African dwarf crocodiles.
Whether this bacterium is a primary or an opportunistic
pathogen remains to be determined. The crocodile in this
report presumably became debilitated and susceptible to S.
maltophilia infection after fighting with an penmate. Captive
crocodilians are highly susceptible to opportunistic gram-
negative bacterial infections, especially under stressful con-
ditions.8 Aeromonas, Salmonella, Arizona, Pseudomonas,
and other gram-negative bacteria have been isolated from
septicemic crocodilians,8,14 and these organisms are often
found in the reptilian environment. Changes in diet, over-
crowding, fighting, and changes in the environment are be-
lieved to be predisposing factors for opportunistic bacterial
infections in captive crocodilians.8
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Comparison of GN Hajna and tetrathionate as initial enrichment for salmonellae
recovery from swine lymph nodes and cecal contents collected at slaughter

Roger B. Harvey, Robin C. Anderson, Leigh A. Farrington, Robert E. Droleskey,
Kenneth J. Genovese, Richard L. Ziprin, David J. Nisbet

Abstract. An epidemiologic survey was conducted to determine the prevalence of salmonellae in swine
from 5 farms of an integrated swine operation. The purpose of this study was to evaluate the recovery effi-
ciencies for salmonellae from swine lymph nodes and cecal contents when GN Hajna and tetrathionate were
compared as initial enrichments. Salmonellae were isolated from 61% of 645 pigs at slaughter; 324 positive
cultures were from lymph nodes, and 224 were from cecal contents. Frequently, pigs had salmonellae isolated
from both the lymph nodes and cecal contents. Total isolations, regardless of source, were similar for GN Hajna
(247) and tetrathionate (301). There was no difference (P . 0.05) in the number of isolations from lymph
nodes when GN Hajna enrichment was compared with tetrathionate enrichment (174 vs. 150). However, there
was a significant (P , 0.05) advantage of utilizing tetrathionate when compared with GN Hajna for isolations
from cecal contents (151 vs. 73).

Salmonellosis of swine causes annual economic losses to
the swine industry.12 Because of public health concerns, in-
creased emphasis has been placed on determining the prev-

From the Food and Feed Safety Research Unit, Agricultural Re-
search Service, US Department of Agriculture, 2881 F&B Road,
College Station, TX 77845 (Harvey, Anderson, Droleskey, Genov-
ese, Ziprin, Nisbet), and the Department of Epidemiology and Bio-
statistics, School of Rural Public Health, Texas A&M University
Health Science Center, College Station, TX 77843 (Farrington).

Received for publication April 3, 2000.

alence of on-farm salmonellae in swine (Centers for Disease
Control and Prevention; Foodnet, 1997 Surveillance Re-
sults). Pathogen control systems such as the Hazard Analysis
of Critical Control Points program are designed to identify
and evaluate the level of pathogen contamination of pigs,
carcasses, and pork products. With the emphasis on testing
for salmonellae and the time and labor required for tradi-
tional culture methods, any improvement in the efficiency of
culture techniques would be advantageous. Numerous pre-
enrichments, particularly peptone water, have been used for
culture of salmonellae.1 When culturing samples from swine


