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Recombinant adenovirus-pS3 gene therapy combined with
transcatheter arterial chemoembolization for p53-positive
and p53-negative hepatocellular carcinoma

OU Sheng-qiu, MA Yi-long* , KANG Ping, LI Zhi-kun, MENG Zhi-bin, QI Feng
(Department of Interventional Therapy, Tumour Hospital of Guangzi
Zhuang Autonomous Region, Nanning 530021, China)

[Abstract] Objective To evaluate the clinical effect of recombinant adenovirus-p53 (rAd-p53) gene combined with tran-
scatheter arterial chemoembolization (TACE) in patients with advanced hepatocellular carcinoma (HCC). Methods Sixty
patients with advanced HCCM, 30 patients with p53 expression-positive and 30 with p53 expression-negative, were treated
with rAd-p53 combined with TACE (therapy group). Another 60 patients with advanced HCC, 30 patients with p53 ex-
pression-positive and 30 with p53 expression-negative, were treated with TACE of the corresponding period (control
group). The clinical effect of therapy group and control group with different expression of p53 was compared, and the level
of vascular endothelial growth factor (VEGF) before and after therapy was measured and compared respectively. Results
In p53-positive patients, the effective rate of therapy group (73. 33%) was higher than that of control group (46.67%) (P
<0.05). The increase range of VEGF in therapy group was lower than that in control group (P<<0.05). In the p53-nega-
tive patients, the effective rate in therapy group and control group was 66. 67% and 60. 00% , respectively (P>>0.05). The
increase range of VEGF before and after therapy had no statistical difference between therapy group and control group (P>
0.05). Conclusion In the therapy of advanced hepatocellular carcinoma, rAd-p53 combined with TACE can increase the
clinical effect of the p53-positive patients and can inhibit the increase range of VEGF after TACE as well.
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rAd-p53 HESTH 2 X102 VP HER, EE 3I~4 K, 2
WIRTT GV T4, £ E B3R 07 AU Ja A9 B o K/ 3B
ARTRAE 1 AN ESHARELENEERKEF
(vascular endothelial growth factor, VEGF) K ¥,
R B WHOCS BT K B 0 2 &
f#t (complete response, CR).# 4 & f## (partial re-
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