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Azathioprine-Induced Non-Cimmhotic Portal Hypertension
in a Patient with Crohn’s Disease
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Thiopurine-based drugs such as azathioprine and 6-MP are among the most common immunosuppressants used to treat
inflammatory bowel disease, autoimmune hepatitis, various autoimmune diseases, and patients undergoing organ transplantation.
The drugs are associated with various complications, of which one of the most serious is hepatotoxicity that may trigger non-cir-
rhotic portal hypertension. We report a case with this side-effect in a patient taking azathioprine to treat Crohn’s disease. (Korean
J Med 2020;95:119-123)
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Figure 1. (A) Before azathioprine treatment. None is evident in
either the distal esophagus or at the G-E junction. (B) After 14
months of azathioprine treatment. Varices are evident in the dis-
tal esophagus (F1, Cb, and Li).

Figure 2. (A) Scattered, mucosal erythematous lesions in the ter-

minal ileum. (B) Small dimpled lesions of the anal verge are evi-
dent on colonoscopy. The patient had quiescent-stage Crohn’s
disease (L3, Blp).

oM A AT GAlol EASH okel o] Al
H77F W 2D (FL, Cb, Li) (Fig. 1), diB A NA=
e ool Mok wa W A9l 99 A0l 85 B
A of| 32 W (dimpling lesion) 5-©| 2FE] I tHCrohn’s dis-
ease [L3, Blp], quiescent stage) (Fig. 2). AT YA A
N A% gl Bake e, 8w 5 24, ASTALT A%
47 58 w2 78S O4isto] 1 954 computed
tomography (liver dynamic CT), 7+ 84 223}, A7PHS 7+
Aake Fake o2 71 BAeES s sle Ao Al
5 274el FAE Agetdth B &S ulAlx

AT FHEREE HjAlskATE b 54 CTollA= v

gl

oot

ZF2 #H(autoimmune hepatitis) I <=1 (Wilson’s disease),
al-FEF Al A H(al-antitrypsin deficiency) 72k, ThE H}o|

A 1P o wiAIE A TS Bl diAf ol

- 120 -



— Min-Kyu Park, et al. Azathioprine-induced non-cirrhotic portal hypertension —

Figure 3. (A) Before azathioprine treatment. Mild splenomegaly (about 12 c¢cm) is apparent in an abdominal computed tomography scan.
(B) After 14 months of azathioprine treatment. Splenomegaly is now more prominent (about 15 cm).

Figure 4. (A) Hypertrophic hepatocytes seem to compress the sur-
rounding hepatocytes, creating an atrophic appearance but without
an overt fibrotic band (H&E staining, %200). (B) The circular zone
of enlarged hepatocytes exhibits relatively indistinct sinusoidal
spaces and a surrounding rim of compressed hepatocytes (arrows)
(Reticulin staining, x100).
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