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Methotrexate Induced Chronic Active Hepatitis
— A report of two cases—

Jee Young Han,M.D., Young Nyun Park, M.D., Chanil Park, M.D. and Chae Yoon Chon, M.D*
Department of Pathology and Internal Medicine™, Y onsei University College of Medicine

Although methotrexateM TX) has been known to have many side effects, especially toxicity
on the hemopoietic cells and the liver, it has been used as a potent anticancer drug and for the
treatment of psoriasis or rheumatoid arthritis. The severity of hepatotoxicity varies from mild
fatty change to chronic active hepatitis(CAH) and cirrhosis. We experienced two cases of MTX-
induced CAH in patients with psoriasis, which prompted us to report in view of the absence of
biopsy proven MTX hepatotoxicity in the Korean literature.

Microscopically, the liver showed a distorted lobular architecture with portal fibrous expansion,
piecemeal necrosis and bridging necrosis/fibrosis. The hepatic lobules revealed fatty changes of
hepatocyte, focal hepatocytolysis, delicate collagen deposits along the space of Disse and the
characteristically marked polyploid nuclear change of hepatocytes. (Korean J Pathol 1994; 28:
168~172)
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Fig. 1. Peritoneoscopic findings of case 1(a) and case 2(b). The liver surfaces of both cases show irregular dim-
pling and granular to nodular elevation suggesting severe CAH or early cirrhosis.

Fig. 2. In this-low magnification of case 1(a), the core of liver shows the lobular architecture distorted by exten-
sive fibrosis and periportal inflammatory infiltration which lead to bridging necrosis and fibrosis.

(b) High power view of porto-periportal area showing irregular destruction of the interface by fibrosis
and inflammatory cell infiltration accompaning piecemeal necrosis and bridging.
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Fig. 4. Microphotograph from case 1 (a) showing the prominent polyploid change of hepatocytes. Microphoto-
graphy from case 2 (b) showing linear collagenous fibrosis (arrow) along the space of Disse, which oblite-
rates the sinusoids in some areas (Masson trichrome stain).
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