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Pathological study on enteric Helicobacter infection in captive cheetahs
(Acinonyx jubatus) in Japan.
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Abstract: There has been no report on the prevalence and pathogenicity of enteric Helicobacter in large felid
including cheetahs. The pathogenicity of most eneric Helicobacters remains still unknown. Pathological
examination of 63 captive cheetahs revealed a high incidence of lymphocytic enteritis. We therefore studied
the prevalence of enteric Helicobacter infection and its pathogenicity in captive cheetahs, in an attempt to
identify the cause of this desease. Pathological studies were carried out on 87 interstinal samples from 36
cheetahs that died in captivity (7 duodenun, 28 jejunoileum, 17 colon, 15 cecum, 20 rectum). Immunostain
identified enteric Helicobacter in 21 cheetahs out of examined 36 csaes (58%). The site prevalence was 0
duodenum, 6 jejunoileum (21%), 9 cecum (60%), 9 colon (53%) and 8 rectum (40%), Helicobacter spp. were
mostly present in the crypts, either scattering or clumping, and patterns by SEM, they were straight and rod-
like in shape and 3 ~ 3.5 X 0.3 microns in size, with regular, densely aligned pericytoplasmic fibers. Intestinal
lesions included lymphocytic enteritis, thickened lamina propria, dilatated crypts, amyloid deposition, and
erosion and ulceration. In all animals examined, varying lymphocytic enteritis was present at least, in the part
of the intestines, and was more prominent in the cecum. Advanced amyloid deposition was also highly
prevalent, appearing in 27/28 samples of small intersting (96%) and 38/52 samples of the large intesting
(73%). ‘

While gastric Helicobacter infection is well known in cheetahs, our results also indicated a high rate (58%)
if enteric Helicobacter infection among them. Ultrastructural observation suggested that the bacteria might be
H. bilis or Flexispira rappini. Lympho-plasma cytic enteritis and intestinal amyloidosis were also highly
prevalent in the animals observed.

It seems that there were no relation to Helicobacter infection and the pathological changes. However, will
have to consider how helicobacter infection relates to the lesions and ulcer further.

Our results therefore suggest that amyloid deposition in the intestines as well as amyloidosis in other organs,
will be a major life-threatenining factor in captive cheetahs. (Presented at 52nd ACVP Meeting).
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Graph1 The prevalence of Helicobacter according to organ.
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Fig 1 Enteric helicobacter in the crypts. Warthin-Starry staining
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Fig2 Scanning electron Fig3 Transmission electron

microscopical finding
of helicobacter with
pericytoplasmic
fibers.

microscopical finding
of helicobacter with
pericytoplasmic fibers.
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Graph2 The intensity of inflammation according to organ.
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Graph3 The relationship of inflammation and Helicobacter infection of large intestine.
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Graph4 The relationship of erosion/ulcer and Helicobacter infection of cecum.

o L LGS, ANY TN T —@KGgeHS) 2% BRI, BRZ2VWLETIOf FEEFEELRKE
T XSG RRER - BEL LD L) ICHE EEH-TWB I ENbhol, BIZT I Fit
ThHY, LI TAILE S L, T/, AKX EIEET, OBE~DOUELELLIZF—F—D
BECHo/F — 7 —LTITFRD 5 N HLEEIRD FERE L TEELR/ELE R,



