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Table 1 Laboratory data on admission

WBC 9400 /uL TP
Neut. 81 % Alb
Lymph. 105 % T-Bil
Mono. 7.8 % AST
Eo. 0.5 % ALT
RBC 424 X 10Y pL LDH
Hb 11.6 g/dL ALP
Ht 35.8 % y-GTP
Plt 48.3 X10%/ L Amy
ESR/lhr 89.6 mm CK
T-cho
PT 67 % TG
APTT 36.7 sec BUN
Cre
BS 111 mg/dL Na

8.1 g/dL K 4.4 mEq/L
2.8 g/dL cl 95 mEq/L
0.7 mg/dL CRP 20.1 mg/dL
22 1U/L
20 TU/L HBsAg (—)
264 TU/L HCVAb (—)
360 TU/L TPHA (—)
59 IU/L STS (—)
61 TU/L HIV (—)
18 TU/L C7HRP  (—)
112 mg/dL
86 mg/dL CEA 1.1 ng/mL
12 mg/dL CA19-9 3.1 U/mL
0.68 mg/dL CA125 110.6 U/mL
134 mEq/L sIL-2R 2638 U/mL

Fig. 1 Chest X-ray film. Abnormal shadows were not
detected.
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Fig.2 Abdominal CT scans. (a, b) on admission. (c, d) after 9 months of antituberculous
therapy. (e, f) after 14 months of antituberculous therapy.

Repeated CT scans after antituberculous therapy showed significant resolution of severe
inflammation.
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Fig.3 Clinical course

SBT/CPZ: sulbactam/cefoperazone MEPM: meropenem CPFX: ciprofloxacin
CLDM: clindamycin mPSL: methylprednisolone
RFP: rifampicin EB: ethambutol SM: streptomycin
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Fig. 4 (a) Intraoperative findings. Multiple small white nodules were disseminated on the serosal surface of the
peritoneum. (b) Peritoneal biopsy specimen. There was a marked infiltration of lymphoid cells, an epithelioid
granuloma with Langhans giant cells (arrow) and caseous necrosis (). (H&E stain, XX200.)

Fig.5 Enteroscopic findings. (a, b) before antituberculous
therapy. (c, d) after 14 months of antituberculous therapy.
(a, b) Enteroscopy revealed redness, edematous, and stenotic
(arrow) in the ileum, where enteroscopy could not pass
through. (c, d) Enteroscopy revealed healing mucosa.
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Fig. 6 Endoscopic retrograde ileography. (a, b) before anti-
tuberculous therapy. (c, d, e) after 14 months of antituberculous
therapy. (a, b) There was an annular stricture (arrow) in the
ileum, where enteroscopy could not pass through. (c, d) An
annular stricture in the ileum was improved, so enteroscopy
could pass through. (e) Furthermore, we confirmed that there
was no lesion on the oral side of the stricture in the ileum.

I, WBEHIRTEZ CEGIREE L THEREL, LA, ik
HEL RO Rh o7 (Fig 5-¢, d)o Held THEATHER S
# (ERIG: endoscopic retrograde ileography) % ftifT L 7=
PHFICEREIT RS 225 72 (Fig. 6-¢c, d, e)o BEFCTT



Dry-Type Tuberculous Peritonitis/S. Kawamata

557

Table 2 Numbers of patients with newly notified tuberculous peritonitis, 20072010

Age 2007 2008 2009 2010
Total Male Female Total Male Female Total Male Female Total Male Female

0-19 0 0 0 0 0 0 0 0 0 4 2 2
20—-39 13 5 8 11 7 4 29 9 20 13 6 7
40—-59 18 8 10 21 14 7 21 12 9 20 11 9
60—-79 35 11 24 71 34 37 81 42 39 77 32 45
80— 26 9 17 41 18 23 37 15 22 40 15 25
Total 92 33 59 144 73 71 168 78 90 154 66 88
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Case Report

A CASE OF DRY-TYPE TUBERCULOUS PERITONITIS
DUE TO SMALL INTESTINAL TUBERCULOSIS ASSOCIATED WITH
SYSTEMIC INFLAMMATORY RESPONSE SYNDROME

Seiji KAWAMATA

Abstract A 30-year-old man was admitted to another hospi-
tal because of abdominal fullness, pain, and fever. Laboratory
examinations revealed marked inflammation, and abdominal
computed tomography showed diffuse thickening of the small
intestinal wall and peritoneum, and soft tissue infiltration of the
mesentery, without ascites. A chest X-ray showed no abnormal
findings. Despite antibiotic and antituberculous therapy, the
patient’s general condition deteriorated; he subsequently de-
veloped systemic inflammatory response syndrome (SIRS).
We therefore started steroid pulse therapy, which resulted in
rapid improvement of his condition and symptoms. On the
basis of enteroscopy, stool culture, and peritoneal biopsy
findings, the patient was diagnosed with tuberculous peritonitis

caused by small intestinal tuberculosis and was readministered
antituberculous therapy.

Key words: Intestinal tuberculosis, Tuberculous peritonitis,
Steroid pulse therapy, SIRS
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