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Abstract Objective To observe the expression of heat shock protein (40 shock protein, 40 HSP40) in intrahepatic bile duct car-

cinoma, liver cancer tissue and normal liver tissue, to explore its role in intrahepatic bile duct carcinoma, for the early diagnosis and treat-

ment of liver cancer provide certain guiding significance. Methods With immunohistochemical ,we detected the expression of HSP4 in 30
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