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AN F d88 17 ) o EH X RRIFAZUS Bl o 0 S e 20 S Ak 2 (A e Ak ) O 36 4G DU T o 2B 4108 vk
HA MRP1/CD9 S H LK. ER 27% (41/152) AT 4018 8 )t & kb %3k MRP1/CD9 H 5 . FF i 12
JE B HCC ¥ MRP1/CD9 & R XXM T RBERIE M HF (25 )y 21.82% F140.48% ; P <0.05),
E PR o MRP1/CD9 A RIB R T HARLE 10em IFH (401K 5% Fl34.82% ; P <
0.01) . MRP1/CD9 i H Kk 5 HCC Hig M 43 R M ML TE AFP KA 3¢ . 9 B 40 90 2 G iy B Rk %
BT 3 ~4% (4 HN39.02%F122.52% ; P =0.043) , 1M1 AFP<20pg/L HF M ERBEREG T >
20pg/L & (9 41.94% F122.50% ; P =0.029), £t AT 40 % MRP1/CD9 % 14 3 ik /K F
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Abstract ; Objective  To investigate the expression of MRP1/CD9 protein in human hepatocellular carcinoma
(HCC) , and its relationship to carcinoma invasion and metastasis. Methods  The specimens of tissue
microarray from 152 primary hepatocellular carcinomas with paracancerous liver tissue, 22 tumor emboli,
4 intrahepatic satellite metastases , 17 extrahepatic metastases , and 5 normal livers, respectively, were
constructed and used for detection of MRP1/CD9 expression by immunohistochemistry. Results
Immunohistochemical analysis of tissue microarrays demonstrated MRP1/CD9 protein expression in 27. 0%
(41/152) of the primary HCCs. The expression of MRP1/CD9 protein was higher in HCCs without cancer
thrombi than in those with cancer thrombi (40. 48% vs21.82% , P <0.05). MRP1/CD9 protein
expression was also inversely correlated with the tumor size ( <10c¢m vs >10cm, P <0.01 ) , pathological
grade ( P =0. 043 ), and the serum level of AFP ( <20pg/L vs > 20ug/L, P =0.029).
Conclusions  Loss of MRP1/CD9 protein expression may be associated with invasion and metastases of
hepatocellular carcinoma.
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