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Research progress on clinical application of soluble PD-1 in anti-tumor therapy

E AR RUR TR RSB S Z BT MR A5 77 o 05 8 W k36 77 TAZH A o
R R ARG 7 AR A I S 213003)

[ ZE] HERFMIETEA-1(programmed death protein 1,PD-1) & FRIA1E T 40 FR 1 7Y —Fh 85 B2 1) S e 3 28 I A A, 7E SR i1l 02
P 98 L SRR R g v T 40 S v v 5 T S B AR T . ATV M PD-1(soluble PD-1,sPD-1) 42 H PD-1 Ht2k 3 540 & 7 1% 8 ik
ROk, IR R IR IX  (H H B A R bS5 #9380, B SECAK PD-L1/PD-L2 255 HIRE 71, BE0E T 41 A2 it DC B, ik
FEPUMIRAEFH o BEAE G207 0 T g2 ko 25 U BELIBT YA 7 140 H S 28 T o MR Y T T AT 24 T B, K1 PD-1 S LB ik () il B i PR
HALTFFAR ORI S H i 2 — o AFTE PD-1 4 I, B WA PD-1 v BETENL A R34 58 IS 4 T 2 T (W g , Rt
T sPD-1 B E HIZ MR e FF SR o AR STk sPD-1 A g 12 Wt 7 RUCHN K IS P1Adk v L0 AR 40 S B & P S e 697 H i

IV PR IS F 93k A — &5, LA 1 1 sPD- 1 AE LR va 97w (K0 B LA i S IR G 36 7 SR AT SR i O Y R S
[E8iE] AR E A-1(PD-1) ; Al V&M PD-1(sPD-1) : PD-L1 s U8 s iV 7« ks &9
[FE2S] R730.51  [XEAFRIZEE] A [XEHS] 1007-385X(2021)07-0732-06

I Rg A 71 EE S N SIS A e R A i () L A 22
R o WA G eI ik I e PR B OB TR T 1 H B
F B W S IR VR T BE % T B R TR P AR T
# A -1 (programmed death protein 1,PD-1) A& H ik
(1) 2 Atk S W PR 5 AL BIF 55 A R A P 988 9F 7 1) 4 0 2
— . PD-1/PD-1fitf& 1(PD-L1 X %% CD274 8¢ B7-H1)
Fo g VR 9T A2 B B P M R S % 9T v, d o BH
PD-1/PD-L1 15 il % , FIFH A A& B 5 %0 3 S8 i
JEAINRAET, HA VR TT 2 Bl R B 0. SLRI T
T DA 25 - RN ] Y B R Rk T AFAE , A A
JE A PD-1/PD-L1 #% & I, = %% PD-1/PD-L1 A g
TN RIEE TN E AR K Z M Thfg . 1E 4%
PD-1/PD-L1 {) B 5@, B 5 & 44 O i 45 & 2
PD-1/PD-L1 (membrane-bound forms of PD-1/PD-L1,
mPD-1/PD-L1) . T4 R FEAE AT T 7] 4% PD-1
(soluble PD-1, sPD-1) i 5% i) i€ JT SR N, = I 2
sPD-1 X P FE ML R4 A E AR I 5 2
G A B R R Y], ALRE BN TE A Wb &
W, 30 Re 9 I I8 S e VR T SR T R T T VR AR 5K
W&o PRtk , AR 3k sPD-14E N 8 12 B I 30w &
T VEAL BV CE AR S A SRS DR e v T
I R R FH A Sk g HEAT 250

1 sPD-1HMZE5I08E

FHI CD3 A1 CD28 75 7 3 N A JA I #4441
(peripheral blood mononuclear cell, PBMC)48 h )& , b f&
tHt 5 PD-1 mRNA F % 5% BT 454 - 42 K7 PD-1 (full
length form PD-1,fIPD-1) .PD-1Aex2 .PD-1Aex3.PD-1A
2,3F1PD-1A2,3,4. 2 SHMRFHEEIEL RA I gV

FESEHIER, 3 SN BT IR , 4 5 F1 5 SAMNETF Y
JCARRE N 45 R34, COAPD-1 A3 72 B ) 4 K 7Y
PD-1; (2)PD-1Aex2 Ht4k 2 5 4MNE T 5 (3)PD-1Aex3 Hiit
& 35 HMNE T HIGEE R, A=A PD-1 41
Y RTEPETE 2X sPD- 1, {H F T AR M6 35502 58 241
sPD-1H 4 5 PD-L1/PD-L2 45 & K1 fig /1, M ifi BH
Wr PD-1 7 I5IE X% 2 U5 5 s (4 PD-1A2,315k:2.3
SHNGE T, PD-1Aex2 . PD-1Aex3 . PD-1A2,3 iX 3 i 5k
BYFEAAR )T TR SAE A 52 25200 5 (5)PD-1A2,3,4 B2k
2.3 4 SHNE T, BRI S SANE IR AT I TGA
28 B2 079, CD3 M CD28 1A% ) ,PD-1Aex3 £l
fIPD-1 Fik/KF [0 T+, 0l sPD-1 5 PD-1 Z [W477E
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TR B B G 55 1 505« FE SR 52 ) 4 ¥ PBMC
PD-1Aex3 A mRNA 600K FiE T IPD-1,
F B sPD-1 1 BE L G B2 (1) ke B A P

SPD-1 [ G2 1815 1 FH 25 EARBLAE LA R 34N Hi -
(1)sPD-1 F. 45 55 PD-L1/PD-L2 45 & (K Th g , 4L [7) fib
J4. sPD-15 mPD-L1/mPD-L2 44 7] LAFH 1E mPD-1 5
mPD-L1/mPD-L2 ()46 MIMHEHT mPD-1 /-3 565 T 48
HLFRI“ R 227 087, sPD-1 383t 94 mPD-1 5 mPD-L1
(PIAH ELAE e R0 T 400, IRk sPD-1 6% 5 PD-1 2
UL LR L] L I H sPD-1 5 PD-1 B30 b
A EUF TR ). H%%,sPD-1 A PD-L1/PD-1.
PD-L2/PD-1 } PD-L1/B7-1(CD80) [\ 45 & , il b X T 4]
0 G 92 I 25 A0 1) 2858 o LR, R IR BIAE R RTT R
PD-1 4715 sPD-1 M EL 77 Z B SR S5 HIEY. 5
PD-1 4 5% 1697 AN A, FrEHAK (1) sPD-1 7E9%
/D BIE FH ) RIS , A7 s a7 7R Y. fR4E sPD-1
(RIXANDyRe ¥ H v B s B gk A7 B4, 72 R iR fr
JR RS, T R R A B0 T 48 A A4 A A
W58 T A0 B AT H 1 R ) AR K0 R 4b, IRl
TR P RN sPD-1 1 s 3340 ] JE e 15 58 CD8™ T 4
JH P R SRS S R G2 . (2)sPD-1 e DC Rk
e, B ILHEYL sPD-1 DNA, 7] PA_F i DC a2 K] 32 352
KM A EW F EHLMEAEME KRS K I (major
histocompatibility complex II ,MHC II)®, DC i # &
S AL Tk AR 5 00, HEDI K] sPD-1 351 e
DC ST BE5Z 2 T 4 S RISE5R R 5Ema . IX M —
A5 THI 6B sPD-1 75 38 St 7 A S M T 441 i G 138 2
W TE . E, BT AR I, DC AT 41 5
sPD-1 L8555 , SRR T 41 H s G AN TL-2 A= e s2 2140
ATRE Y sPD-1 5 DC ) PD-L1 45 &1, R4 R s 5
B S DC . (3)sPD-1 1] BEATEAE A4
W&o sPD-1%F H B S8 P00 G5 A PEG I 58 L o
JETIR  FERE R EEIE S I A T AN s S s B
B2 Wi ThRE , 3 HLsPD-1 % 2 A iRg BAG 12 W 7 3%
T K s AL A F

2 sPD-1{EARREYIZEIGIAR FHIR A

2.1 sPD-18940 7 %

H A1, 32 F ELISA V480 sPD-1 R IE /KK 24K
T e PR () £ R0 2 28, JLRRoA i SRR, HL
TENGPR IS s U E AN B MR R . A 2eg ™
TR T — TS T RAAORL A 25 G R PRI | R ) 2
RS, ZARGEA A ) T EE RS F
FH 12 22 G I 22 i g BB 38 1) L3S , 55 4 e o) B 2 AH
E, sPD-1.sPD-L1 #1 sSCTLA-4 7K~F-3 7+, H R S Al
o W el 2 DAY 2 B AR AR S 197 80Pl . [RIE

55T BD-LSR-Fortessa 5z Luminex i AH S 4 AR 1) 8 €4
A AR, I FH N PBMC 3EAT 580 0E , il 1)
CD4" . CDS8" T 4 }fd 7] %5 14 LAG-3.TIM-3.CTLA-4 Fll
PD-1 b, iX /2 — Mk U AT P v S e i s 7 3%
IKFRIHTHORN . HEAh, A — PR Y iy S /U
(surface enhanced Raman scattering , SERS)-fillyfit it A
F 5 1% F AR : (O POKBERH SR AR B (single
chain variable fragment, scFv){E 4 5. o [ T 44 1) 5 X
it F AT RS AR O AU | ) 6 1 B B A e P v AR AL
My (20 R ) E A A SR IEm R B> T A T e
W B, R G 1 i ) AE Y R - R R
o2 g5 A B s (3D B 6 8 v ~F & IR F 22 iR
RLIRAK 71 5155 S 9N K TR & RN R 19 52 5 H AR scFv
ma ALl b ERERESE S . FIHZ S, A
I 37 o R VE A A % R A A R I SE [ 2 PD-1
(100 fg/ml~1 ng/ml) - PD-L1 ( 50 fg/ml~100 pg/ml) F!
LAG-3 (100 fg/ml~1 ng/mD",
2.2 sPD-1 /24t 715 W7 & &) &2

4T sPD-17E G B 75 Hh F E ZAE AL, sPD-1 7E
iR iz W BRI R A . R T R
(pancreatic ductal adenocarcinoma,PDAC) 7& 5 Jii 14
Fe 5 1) 30 BT . R B ELISA ¥ 9% 1 32 1l PDAC
S LG b 2 Ml M S A B R R R &
V) KF L f8 FH ROC 45 F1 9 A48 & 43 A g T
sPD-1(>8.6 ng/ml ) . sPD-L1 (>0.36 ng/ml ) . sBTLA
(>1.91 ng/mDsBTN3A1 (>6.98 ng/mDA pan-sBTN3A
(>6.92 ng/mD [ L5 /K2 H"

Fa I £ WA & (nasopharyngeal carcinoma, NPC) 35
TE 5% BUFHE TT (intensity modulated radiation therapy ,
IMRT) i Ji= ML H 32 b 2 A4 i B 5 (28 7K
5 fg Bt HZEAH LU , S5 24 F 8 S AN i [R5 i 3R
KA B3 25, Horp sPD-1 (3R IA/KFAE IMRT ¥4
ST 5697 5 ¥ 8 3 FRAR[(12.447.8)pg/ml. (30.0+
20.6)pg/ml vs(69.7+38.8)pg/ml], fH IMRT V& 47 J L3
sPD-1 £ k7K LR o7 A w2 T s

Fo I 90 5] F1 A5 i K6 3 S 40 151 i JHE o) HE & Ak
J& 1fiLH sPD-1.sPD-L1 % IFN-y {1 R IA 1 0, R I
B il 2L ML sPD-1 7K P 35 i T IE W 0 A (H
TR B 5 M3 sPD-1 7KFJo W & % 5 H. sPD-1 19
FIL K5l PR BEASFAE TG W S AH 5%, #2755 sPD-1 1]
VBB Bl 2 W KT 7E A= b S0

Xof 38 {5 il e+ 35 A5 i g S8 2% 30 o e A
4 A L sPD-1 7K s 2 30, A /N i (non-
small cell lung cancer, NSCLO &AM 1ML sPD-1 1)K 1A
TP e fA R 7 4 25 R [ (104.98+20.76) i
i5(109.13+24.65) vs R4 (50.80£14.38)pg/ml] s
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A1 1 sPD-1 2235 7K NSCLC B2 175 i Il
WEHIWrA EE S . BRI A, sPD-11E 5 H & %
P2 M Ak R B UAH 5%, mT AR A2 W B 28 X
PEICHT 2020 [ B Gl VI 9822290 G P ot /S k2>
Y RGEPELL PRI GEAZ I 227 SR
R AR ERIE R 5 VRN S S , HE R
T 1t A — 5 (R PN FH
2.3 sPD-1 4277 B & 64 2

TEVFAl sPD-1.sPD-L1. I P9 7 A K K1 AT
75 P CD40 FiL & (sCD40L) I A 514 CD44(sCD44) 5
R ME NSCLC 38 A A7 M R VE AT T, sPD-1 AT
sPD-L1 1 & & AW bs 4 0] SR 700 NSCLC & %%
PD-1 H.P48 i 371 (nivolumab) Y897 17 2B,

TE— T M P B8 0 2R A IR B L6 L X 22
14 52 88 28 28 P Ctumor cell vaccine , TCV) VAT
ARE AN 171852 DC G YT 1 B8 AT A Ak
Mo TEPZ BRDC R IR IT Ve Bt 3R i
W, AR5 sPD-1 7KPRARECA & ABAE 3 M T e
sPD-1 7K~V JiIr T B 2 28 5 B K I AR A7 0
(Rt sPD-1 AR 452 9 AR DC R BRI R PR R 6
B T RO T AR AR S

W5E 47 151 W3 B e 85 IS sPD-L1.sPD- 1
sCD155.sLAG3 il sCD226 /KF-, 315 24 i %} ff 2H 3
ITEEE . HR BT HT sPD-1 A1 sCD155 /K 2 & = T
XTHRZH . sPD-1 5tk 4552 | s B BOK | LK
SCC L /K~ e % VI AH 5% , AT sPD-1 /K1 7T g
L& R & A O,
24 sPD-1 £G4+ 89 5

38495 e A= K [R5 A& (epidermal growth factor
receptor, EGFR) RAF[JNSCLC B E L2 LIE & e
Cerlotinib) ¥&57 f4 RN, Bt A5 b Jd FRIE i , sPD-1 37K
PR N BB AR KR R A A7 (progression free
survival, PES) Fl1& 2E 17 # Coverall survival,08). 1H
sPD-17K~F55 T790M fiif 24 54 (TKI1 ¥697 NSCLC H1ix
5 WLHY EGFR i 24 5838 (1) & A2 T K0

1E 2. JiF99 7 (hepatitis B virus, HBV ) JE L [ BB 3%
H, BRI sPD-1 7K1 DU 7 B AT RE M 25 1 I
BRI fE18 P B 48 (chronic hepatitis B,
CHB) % 1, sPD-1 A {E NI -4 4E AL (T F b
A REA B TR 2 T 3 2 B 7K1 IR () CHB S & L
T FRIRIT I RCREY . I HAE 41 g (hepatocellular
carcinoma, HCC) 35 , A & /K I sPD-1 1 &
HHA R4 0S, IF & n T 1 K G A A7 3
(disease free survival, DFS)F7,

sPD-1 A Y A BUAE 2412 Wi PDAC I 7 17E b &
WU, [R] s H TT A D9 A2 A 30 95 I K 48 A% . PDAC i

# sPD-1(>8.6 ng/ml) .sPD-L1(>0.36 ng/ml) .sBTLA
( >1.91 ng/mD . sBTN3AIl ( >6.98 ng/ml) #l pan-
sBTN3A (>6.92 ng/mD) [ .75 7KV Z FAE 1 53 4 27
ANFE A 20 J 1A 37 36 30E BA B R, AT DA Rk [X 43
PDAC & AL A Rk, 3000 37 o ] v 1 41
P G A A AR B2 AT B T Tl PDAC 5835 1) A2 A7
RN G- SRRV E

NPC 3% IMRT J5 IfiLj% sPD-1 ¥k % 5 B E 454
Ko IfiE sPD-17KF &1 (>10.19 pg/ml, n=18) & # Lt
sPD-1 7KK (=19, P=0.021) & HIF A A7
sPD-17K ~F- 51 1 A8 2 A2 A7 I8 [A] 9 (3104320 M H
sPD-1 7KK 1) 38 AR A2 8] D (27.1+10.8) 4N H o I
15 sPD-17KF /& NPC & WAL TS VEAS bR &4

3 sPD-17EHUAEIRTT PRIN

3.1 HHMAMLTHELSER

4 sPD-1 B 5 PD-L1/PD-L2 45 & fit 71 1) %5
R AR Z 7 PD-1 4 BL Bl sPD-1 5 HoAth % 2 0
ITAHOCHE s 25 G, W] DA i S5 VR 97 1097 R

CHS0 & —FheF g 454 B W s /3 53 7, 8
Tk 18 5 O 41 A (macrophage , Me) F 375 14 Sk #1011 b
JEMIR . K7 sPD-1-CH50 73 4 74 5 2k, K30
sPD-1-CH50 fig # 9% Me F1 2H g ¥ 1 T ik E2 40 iz
(cytotoxic T lymphocyte, CTL) ¥ fif PD-L1° i J83 4 it
PIE . X FEH 51538 — A A &1 (inducible
nitric oxide synthase,iNOS) . TNF-a I IFN-y (13§ /il
Ko I B, /NEAR NI FEE I sPD-1-CHS50 fe 411 il
JHF i 15 28 R AR KB

VTR B T FH MR I & S BT TV T L, sk
Z NS 5 AN S A AT A R A2 H AT B
FRAE. AR T — MRS MRS S B
I 7% , & A PD-1 Al CD137L ) il 41 45 #J 32k (sPD-1/
CDI37L-Ad5-PC) , f#84 T CDI137L FI3tL s , GEfE
HEVEALI CDS' T 40 A735 Al IFN-y (774 . m R 2548
K B K R A AR HOC /) SR B4 g v 1k
KA R 5N 70% F160%. BEAN, 75 N JEAY 5
o % B [ /) B A NOD-Prkdc“TIL2rg™" i1, ik A
sPD-1/CDI137L @il 25 4 1) AdS-huPC GEA 2531 A Y5
/N SRS AR KR iR A 728 . TRl AdS-huPC B
RS T R Gu 1 7 LB R 7 A Sz A R S
SO R IR B IR YT I R = R A S A L g
o2 R A2 (R BRI

N A 1 2 (human immunodeficiency
virus-1, HIV-1) J& e 3 05 Z003 i 2 A5 32 52 P a0 7 S50
BAWIRIT ARSI G . 0O R R s
9575 T 41 B SN VA T P DC 1, ] £8 ANl FH it
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R AV R AR R R R . HIV-1 PR
5 CD40L A AT P L B2 0 /1 B PD-1 — AR [F) 3%
5T 1895 B 344 _E , CD40L 0% DC, sPD-1 45 4 PD-
L1 DARH RS A s B0 3 98 CTL (R 0. 5 XT
FRZHAR LG, 51 N sPD-1 0] I 5108 55 N, $2 s i
BEPE T IR 9T 3K
32 HRMIEIEBIKA LA

3G 925 T R e e R e S DA 22 o Xt - i R 4
JL P8 A G B B IR R IA IR B R ) B R 4
NP, DAY 58 G0 S5 1, 0 8% B & Ik
ARG, 15 T HLAR YN B G 72 AR G 2 D25 I IE 2l
2 o) T Bk PR ) H B o sPD-1 5 B 0 988 28 T 1 BB
A V) E 3 B R R L A ) S B IR 1K B B 5
TPEIRTTIT A EH 1

#85 H 70 (heat shock protein 70, HSP70) % 11 7]
755 T 4 PRI 21 B A IR kL 8, 15 5 TFN-y Al
IL-2 FI5RIE , AE 2% R A IR NI 56 7 , (R e b e R A
TR . IR, HSP70 2 T 16T TR 2451 5%
B4 i 9% 4 L 2% 3 () PD-L1 A 0% . I8 o # kgt
pPD-1A(—Fhfith PD-1 fud M5 Faai Jsokn) FHT PD-L 1,
RIUAT DU EEIX R 251 , S T ik b IR
PLHSP70 3% 1 Bt A sPD-1 3697 (/N B A4 A Thi 41 i
43 W B 40 B R - TEN=y A IL-2 3900, 470 297 IL-10
TGF-B 1 Foxp3 F#(%. I HAIEI TR R 2 11k
Ja Ve RE UM E R . 455K, sPD-1 1]
G HSP70 92 T VA 7 Ivsd B 245 1k, 5 S vy T T
RN IR G2 VR YT R A TR

4-1BB =& T 4 M SR 10 L B+ B 8 T30
73, 4-1BB 5 H A (4-1BBL) A EAE F , 3% T 4
Ml AEIRE . LIS T 4-1BBL 5 sPD-1 A
. FH € N 4 IL-10 1 TGF-p, b IL-2 A1 TFN-y, 3 i1
CDS8" T 4l 03 i , 2 37 A 250 (1§18 Ho 9% SoA 855
4-1BBL/sPD-1 BtA ¥R TT Al LS A /b & e H22 44 g
(/I8 BR B 60% FY AT R 5 i H22 48 i 1Y) /) BR AR A
F1%) e 8 40 B A R

sPD-1.sTim-3 5 i3 55 B - S % Ho 12 B = 9 75
(simian immunodeficiency virus, SIV) %% 1 (rAd5-
STV A B AT 3458 /08 R T 40 fe 35 e /7, JFr= 4 58
%2 0 IR R S 1 B TFN-y* . CD4" F1 CDS8'T 41 Jifd. , 4 5%
rAd5-SIV 75 F 40 i %22 B, v T4 i SIV/HIV
FEHVAIT HIV IR,

1E = BH 4% #L I 9 (triple-negative breast cancer,
TNBCO)ZE W W7t I fE v, Ik 7 3RiA sPD-1 3%
Y f 9% By (STCV/sPD-1) , HAEAAR SR I H AR K A 3
REL i 5 73 W K 6 4 i IR 7 PR ¥ ROTR S 4 P )
51 T B 2 PR DC B B/ [ FE v M PD-17T 41 i,

I H 555 R AR b B A T 0 1 22 A PR
I STCV/sPD-1 Ag A %0 75 5 ML A4 72 A8 4 5 f4) e e
JoE O P8 NL T, T JAE 2 I IR 1) R A I 0 ok e e ) - A4
b, & —PhEAE I TNBC TR SR A%,
33 L5 CAR-T@ &84 KA

ik A PR 244 T 41 g (chimeric antigen receptor T
cell, CAR-T) Gy T VAL MR M0 o B T R AT
FRYTT 2% AELAE B 3 4 ) 70 1 AR PR SEAR BT VR 97 v )
ST RURE . T CAR-T Btid i g 23 Wb sPD-1
CD19 CAR-T, 54 #itff) L CAR-T M LL , 431 sPD-1
) CD19 CAR-T 1] LA$ i HoR s A B i 3k . B
JE G B /1N BLONOD-SCID IL2rg”, NSG) EF# ik 5
NALM-6-PD-L1 4 Jifd #4) 2 17 J8 155 2, 5 28 e (1) — AR
CAR-T Ak, 43 sPD-1 ) CD19 CAR-T fg 5 i 2
Pl /N B P g g, A A A R N AR, HL
sPD-1 7] A3 CAR-T [ 73RS , 3 o AU iR AL
ACPAPTR T HIRE /1, B R 74 PD-1 i ohai 4
B 1gG4 Hh CH3 4 B I ik & 2 51 ABEIRI GPC3 1Y
CAR-T(GPC3-28Z-sPD-1 CAR-T) , R4 T P 1K 59 544
GPC3'HCC 2 Jftd 31 LIt PD-1/PD-L1 i % . sPD-1 fj3t
FiEH15 GPC3-28Z-sPD-1 CAR-T H5h At /7 B &4,
FHORY CAR-T 7E S HEAH LT B I S THEvs . 7EPIFP
HCC iR At , GPC3-28Z-sPD-1 CAR-T #IJ83 g
I, TR /N B4 I e R 4H 41 R CD3' T 41 i
RN R B /KPR K67 Ik KPR
I, sPD-1 I A g 39 98 GPC3 Ff 7 1% CAR-T 16T
HCC &35 1 5597 3
34 LHmRRTHRSER

sPD-1 3 5 4 B2 7 20 1 e J13k v] AR BLAE H 5
PR PR AIRIT T . sPD-1 A TL-21 AT 3 &40
il e H224 MR A AR A . S5 R TL-21
A1 sPD-1AH b, BEA B 0] 3 5 Bt i e fo 5 L2, 2
fe CTL 214 , 38 fn I CTL AT NK 4H i i £ i, LA 4n
Jitd Al F IFN-y F1TL-2. N IL-10 3Rk . Kk, IL-21
B sPD-1 S 697 v 75 5 58 A AU BT R S0 J
N7, 3% A] G LA B B R R AE

4 R OB

mRNA R AIEIE AT A IE] 583 BT U) 5 4
ki AR R AT 3 AT BAERAGAN A A R
mRNA, VAT FERAN [ R e B . Al ARy
Z VRN E B, 12 PD-1 2R B2 A .
TIEFE T ARG T, S EG S A A, A
Z AT REAL B W R AR, B & M BLE AR
G iR AT 1L R > T ORIPEM . sPD-1 A
R A YIRS BA RPN AT S .l T
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DNRT N F T bR R LSO A 12 T L 2548 5 T ROF
i AR S TR B, IR ANIE AT I B R
TR A . HAUALE TR IR IR S5 S
] DABEAT e AR M, Fig S PR VR A P 247, T LA 2
BEAIC BRAR B AIG A8 KU . sPD- 1t S5 470 e 2 7
CAR-T 4 iR )7 AL A 5167 M At AR )T T B
R N 5 AT DA S HATO MR e iy T 19T 28 (B a )

(&3]
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