I ABCE 242 75 2017 45 1 A 55 26 545 1 ] J Intervent Radiol 2017, Vol.26, No.1

T 240 0 P S SR Rl T ) S RS T S St

HwRAk, KEFH, 2 M

(FE] HPUHRAL(RFA)IGST A0 MR (HCC) S | A8 240 B A Az B8 [ PEIRFE 5 98 1, 7™ Ax Dt o e
YU, B ol ) B2 R LR T S 28 T o7 A S 8 S N, 5 B 36 A LA S kR 2 o AR SC X RFA
RTT HCC 71 0 Jay 8 B A B Mk S 8 SOE | 36 IO A S 8 I 1A G 2 6 JFC ok 40 TR £ 9803 2 448 ) 408 D i
Freiid  #E M RFA 10T HCC JR ML S i o HEAT B

[R#IR] AN SHEHRL, e

FE 4 ESR735.7 XEKFRIRES A X E4HS:1008-794X(2017)-01-0087-05

The immune state in patients with hepatocellular carcinoma before and after radiofrequency ablation
treatment : recent progress in research XU Xiao-lin, ZHU Zheng-yan, JING Xiang. Third Central
Clinical College of Tianjin Medical University, Tianjin 300170, China

Corresponding author: JING Xiang, E-mal: dr.jingciang@aliyun.com

[Abstract] After radiofrequency ablation (RFA) treatment, the tumor cells of hepatocellular carcinoma
(HCC) will develop coagulation necrosis and apoptosis, producing in situ tumoural antigens which may
directly or indirectly stimulate the body’s innate and adaptive immune responses to help reverse the body’s
immune suppression status. This paper aims to make a comprehensive review about the RFA -induced local
and systemic immune response, innate immune, adaptive immune and their regulating roles for cytokines in

HCC patients, and to further clarify the immune state changes in HCC patients after RFA treatment. (J

General review -

Intervent Radiol, 2017, 26: 87-91)
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