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THE EXPRESSION OF TRAN SFORMING GROWTH
FACTOR: IN HEPATOCELLULAR CARCINOMA

Liu Chao Ou Qingjia Chen Shuang

(Department of Surgery, Sun Yat—sen of Memorial Hospital, Sun Yat—sen University
of Medical Sciences, Guangzou, 510120)

Transforming grow th factor,( TGFB,) is an im portant mediator of control of liver cell proliferation and
differentiation. The aim of the current study was to compare TGF, expression in neoplastic human livers
and normal liver beside neoplasm. Twelve resections for hepatocellular carcinoma were included in this
study. TGFB1 protein were detected on sernal tissue sections using immunohistochemistry. The results w ere
analysed by computerized image analysis system. In liver beside neoplasm, TGFB, was significantly ex—
pressed. The amount of positive area was respectively (9. 96 10 7)% and (56. 6E 26 62)% (P < 0.01).
Plasma TGF$, levels in patients with HCC (n= 15) were compared with those in patients with viral hepatitis
cirrhosis (n= 14) and in normal subjects (= 10) using an enzyme-linked immunosorbent assay system- Nor—
mal subjects and the patients with cirrhosis had significantly higher plasma TGFB, levels [( 182. 92 90. 45)
g /L and (119. 53 87. 73)% ¢ /L] than those in patients with HCC [(62. 375 51 52)1g /1] (P < Q 01). This
study suggest that the decrease expression of TGFf1 by tumoral hepatocytes might be related to its transfor—
mation and unlimited proliferation.
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