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Growth and metastasis of tumors: Forum on immunological perspective
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PTEN ik SH#HZ K REHAMRE B7-Hl SFRIEEMNHENERER

Jifr 8 200 B ) S RE AR AN S e X TR A AR KR B E AR . RSB, a3 R & A, T 40 %
F SR & 1 B7-H1 YRR, 3R W REN 3 T e E AV E i o AR SCVEE T8 SR 52, 7 14 22 T IO e 4 i v
PTEN 963552 Al PI3K 38 B% A 76 16 5350 B7-H1 54 55 J5 BRI 38, 32 -5 3508 A A =25 S e HEL

DI IT R M, Bk /N BURI A IE 3 42 Hp 35 B7-H1 MG s 260 CD274 , (B2 AR XER I 2 B7-H1 A £ E. M
R, AR RS R g v on] AR DN 3 B7-H1 28 A9 1 2635 , B v BEZE R & A 1 FE—Bir B CD274 (9% i Ja BiRl it B b 1
Tno DRI, A 3 e b A S ) DR 0 N I ST R SR A M, AR M 2 i SR A o VR A T i S 40 iy B7-H1 3
KRR [ B 287K, & BHH mRNA JKSEJEH 8 2251, 1 26 FKCE B BB 2K T Ala B9TE L. S8R5 FEE R0 T PTEN Bk
SRR AR I TR AN R B7-HI WA 13836, KL B7-H1 B (I FREM B RN, 5540, Akt (341 51 PIA ) \PTEN 3% %% 5%
Y75 Al PI3K #1I F( wortmannin ,rapamycin ) RERAK B7-H1 A 35, Akt BIEGEF 4-HT W AR IN B7-H1 HAEL. @it
Xof A ) PR o 2 0 98 8 2 T s PR A HEA T 4G, iF— 2P UF S T %45

WFoE s FEAN 2 TR A P Ras A1 Akt 38 [ 09 75 fb 25 5 3O S0 5L R B I, 6] i AR 4l LR BLER B A 42, Ve 42
TAEM A BUR A PTEN 96658 5 X5 B7-H1 5 R EHPEKCOF- (9 98 42 AN 3 3O 3 ek s i ke . 45 R 3= W], PTEN
BT Akt LI BEME 4G CD274 W Z A mRNA Bl IN. 7E PI3K-Akt-mTOR 3@ 1, S6K1 f7% fLF elF4E 255 8 1
R R T A8 T R B K S i 28 B JRE A0 Mu 3d Fe ik S6K1 Tl LA N CD274 1 £ MR mRNA Fil B7-H1 & H £ 1k,
mTOR 5] Rapamycin ] LABHIT CD274 BYZ A HE R mRNA BB R, VEEAIEE T & A B7-H1 5/ 53R B X 756 R
H45 BL K FORE , R PTEN 33 363k RERS IR /D HR 45 BL R 10 363K ; SOK T 3 25k I BE A 14 4R 45 ZE B i 363k . RS BRIESE, fh &
Ji BRI PTEN ik il i PI3K-Akt-mTOR-S6K1 38 s SE X B7-H1 ZE D8 E 1K AR5 , Wi S 35O ek i .

e AEEHVTT PTEN BB B7-HI1 28 [ 235 A 3405 0 28 15 JB0R 20 M 7= A S e Bt Z R K R o AE B ISP 5T
JEANMA CTL H07 5, KB PTEN S 1 b 28 5 g 4 i T AT CTL ARG VE R, i 363k PTEN o 323k 5 /L %1 PTEN fi9 #f
LR R AT CTL B9 2305 s fUsk . 5341, 3838 B7-HIT B2 IR B A X CTL A9 R A URPE AR . Ake BOHI IR (B7-
H1 fHLA  PD-1 BT B7-H1siRNA 268 [FI T2 B Hub 5 CTL X Hit 28 J5e e A i 4 5407 , 35 PTEN o2 3 Bl b 22 e o
Je AN AR ) e EFRAAE FH S0 40 MO IR AN AR 17 B7-H1 2R (H Fak pyBe

A SCH IR P28 58 090 1 B RE YR YT 0L PTEN SRR A 1 28 58 IR TR T SR AL T GRS 08 4 s X g % A i AR
JHf 82 200 A 1) S RE TR TS AR T T BE A AR SE A FAILH, SR, IR 5 L HE— 25 R PN SR8 I LIGIESE .
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