[ iR A iR 243 hitp:/www.biother.cn
Chin J Cancer Biother, Jun. 2023, Vol. 30, No.6 © 517 -

DOI:10.3872/j.issn.1007-385x.2023.06.009 G xi :

BRI ESERBEEYaTT PERNMRER

Advances in the role of oncolytic adenovirus in tumor biotherapy
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P, IR I 0 i RS 52& Reo'V % IR 440 i e 2k v 11
JR Ao

2 A ReoV HIAEHLE

2.1 ReoVisFAL/pHmio T

ReoV il i 1755 40 i 3 T 42 s - i IR T IR0 348
AR, [R) I A1 A f L AR AE 14 () R 7 12 40 B B T HL A
WG IR 20— R 51 RNA &S 8 H (2T PKR.
RIG-T 8¢ 8 8 28 s A AH G B B 5 &6 ) A I g Joig
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AGEH G &R 97 B 35 4 17 A B R 4 Cal27 #¢
SR Ji 8 A TR F 7795 R B Reo V[ Ath 525 5 25 1 75 1 At
TR FH AT 0% MAPK AT PS3 4% M i 4% 9 B e I
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O AEFH , ReoV B G Ji5 (1) 5 #4240 38U B 3@ ik PDH
4B (PDKO W R 46 491 1) PDH., I 155 5 40 o % i A A
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JE T3 N RAS RAFKAY, 46 7598 ReoV FILIT I4H &
FENR R FF R A 3325, Ja 923 06 ] 70 5 1k 36 8 L8 3
AR EE NIEIT R 32 20 1 A3, LR 4D < % KRAS\BRAF
5L EGFR 0 5 1 g NARES o 258 IR REbr e, A 2L
HK 58 2 5 R TR AR UG AL , f H A R T i B
A BB YR 9T
42 BEA R R LI F AT IBAE R

W S 70 TR G B YR T 24 0 1D il 50 R A 1)
), ReoV 15 FHoAth G 2 il 771 32 FH A 41328 3 1
WFFE ARG o 28— Fh SR & A H A v R B A S
ReoV 5 ¥ & M /K 8 ¥ O 8 K 9 8 (vesicular
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TR A FIR T R0 B R R G AR A A5 A
77 Can 4t PD-1 HiA4) MR , B 583K B ReoV I ¢
J& ATEG N PD-L1 H) 3R IA 155t PD-1 Htd4 1) /E FH 52 1
2 :ReoV HE N T MR 4 f _E PD-L1 (13835 A/ R L
JUR e JiE A5 TR op iR PN Treg 4M BE A %0 , ReoV [F] PD-1
AR 5] R BB B VA T Uk 2D Treg 200 A P 250 i - 448 5 b g
R 5 PE CTL J MR 3 — 25 48 @ A 47 % . ReoV [H]
CD3 YURE 5 1t P4 B A4 FH 1 SR 1 BB AF 197 AL
ReoV i 3 1) IFN- [ K& 774 J5 IO 1 NK 48 i Al
ReoV §§ 51 CD8" T 4 A [v1 i 78 350 o7 1) 55 4 , 1% £ 41
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=EGS, BERT T KA B AR, X
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H R PR 3R W DK 45 24 T AR I UK ReoV A% i 21 i
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T X2 T Y Pelareorep #3f — 25 i 78 LA A1, X ReoV
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