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ABSTRACT Objective: To prepare monoclonal antibody (mAb) against HCCR. Methods: The extracellular segment of HCCR-1 (aa
167 to 360) was expressed and used to immunize Balb/c mice. Another protein GST-HCCRep, containing HCCR epitope (YLGTRR)
was expressed and purified to detect the titers of serum antibody and screen the positive hybridomas. The mAb was characterized by ELI-
SA, Western blot and immunohistochemistry. Results: The ELISA analysis indicated that the B3 mAb specifically recognized His-HCCR
and GST-HCCRep protein, and showed no cross-reaction with other proteins; the detection limit of B3 mAb reached 10ng/ml of
GST-HCCRep protein; the affinity constant of B3 mAb was 1.86% 107 L/mol; HCCR was found high-expressed in HCC cell lines HepG2
and 7721, as well as human HCC tissues. Neither normal hepatic cell line LO2 nor normal liver tissues showed HCCR positive. The
results showed that positive rate of HCCR in serum samples of HCC patients reached 58%. Conclusion: A specific mAb against HCCR
was successfully generated and provided the foundation for future development of good methods for HCC diagnosis.
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Fig.2 The specificity analysis of McAb B3 by ELISA
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Fig.5 The specificity analysis of McAb B3 by Western Blot
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Table 1 The positive rate of AFP and HCCR in HCC serum samples by ELISA

Group HCCR- HCCR+ Total
AFP- 6 18 24
AFP+ 9 27 36
Total 15 45 60
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