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[Abstract] Objective: To evaluate the level of serum pS3 protein and clinical efficacy of recombinant adenovirus-p53 (rAd-
p53, Gendicine) combined with chemotherapy or radiotherapy in primary hepatocellular carcinoma patients -( HCC). Methods: A total
of 38 patients with HCC have been treated with rAd-p53 combined with chemotherapy or radiotherapy by local injection ( intratumoral or
transcatheter) or intravenous injection. At least one course of treatment was carried out. Serum p53 protein was detected with ELISA as-
say before and after the rAd-pS3 treatment. All patients were assessed for the level of serum p53 protein and clinical efficacy one month
after the trestment. Results: Among the 38 patients, 2 patients achieved in PD,7 patients achieved in CR, 11 patients achieved in
PR, 18 patients achieved in SD, and the disease control rate (DCR) was 94.74% . The results demonstrated a significant increase of
serum p53 level in HCC patients treated with rAd-pS3 compared to the level before treatment( P <0.01 ). The treatment was more effec-
tive in group which had high concentration of serum p§3 pre-treated than that with low concentration of serum pS3. Conclusion; Treat-
ment with rAd-p53 plus chemotherapy or radiotherapy on HCC is safe and effective. The pre — treated level of serum p53 protein , as
well as its enhancement afier the treatment may be a valuable factor to predict the efficacy of rAd-pS3 treatment on HCC, which is sig-
nificance of rAd-p53 treatment on HCC individually.
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