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Summary The treatment of prostate cancer (PCa) has made important progress in the past decade. With the
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continuous development of immunotherapy in the field of tumor treatment, the treatment of PCa is entering the
era of tumor immunotherapy. Todays PCa immunotherapy mainly includes tumor vaccines, immune check site in-
hibitors, and CAR-T cell therapy. At the same time, the combined application of immunotherapy and other thera-
pies such as radiotherapy and hormone therapy is also a research hotspot. In recent years, the rapid development
of genetic testing technology is also guiding the continuous improvement of immunotherapy. Todays immunother-
apy methods have brought more new approaches and hopes for the treatment of PCa, but their clinical applications

are still limited. In the future, more in-depth basic research and clinical trials are needed to improve them. This

article reviews the latest advances in the use of immunotherapy in PCa in recent years.
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TE ARG I I A, AR SOl I 4F okt 9% o7
AE PCa Wiz HI R 5Bt i R A — 253k .
1 ICI

Jiev g 24 A 3 R G g2 W R Y AL 2 — 2
R < SN i < = I A N L O SRV
(5% B R O R A ) B gt B OCE Y, M
2 A 30 o 0 B T B T A i o 0 B AN [) i 9 4
i TIC e 922 2 I A 41 i e e 8 s g, 2 Y i g i g
IRIT RS BT TR A AN, TCT Jl Ao BH IS T 48 A 4
PR A I A R S SR BT R T P DT 2 5
GPEN R IPUIME ROR . B ETE R RS A SR
A W AR 8954 CTLA-4.PD-1/PD-
L1, A58 LB H CTLA-4 M55 77 PCa
H 5 Vista Ml 5 76 B W40 M A0 5 — 0 B L 3
hn 4878 Vista BJRE N 5 51 Mg Ab g oh i 55 — A A £
PEM I R A TR 4 0697 5 G AR Sy — o A B
P14 G 28 K A A S Rt A (0 L A o ) R AT B 2
BIT NS PD-1 406 50 86 A i AR 52 30 B 52 L R
KAEAFTRAMSE .
1.1 PD-1/PD-L1 5

PD-1/PD-L1 il # & 9 20 4 0 32 A B e 95
L P dERRANE I 32 . SR, PD-1 5 g 40 i | Y
BCA& PD-L1 454, 3 S0 I8 b 72 40 i) F1 b 2 it 2
T R A e kR

Pembrolizumab J&—# AJEAL 9T PD-1 g
BEHUAAR , B 0 1 5 470 i 8 O 82 06 1k 78 3 K i AF 58
o s O 5 B8 PR K SR M T A1 AR (meta-
static  castration
mCRPC) B i B 983 15 P . 7F — 31 Pembrolizumab
TR YT IR B I PR A MR BFSE P, Pembrolizum-
ab Zr 57 PD-L1 PHHE: (133 i) \PD-L1 B4 (66
) B ANiE PD-L1 J& 15 3215 (59 #) i =415 5% %
mCRPC % , 4 3 i3 Pembrolizumab 200 mg
BIVRYIT . PSSR EN , —HEHE FEMRANE
W 2% it 2% (objective response rate, ORR) 43 5l
5% 3% 5% IRE L 5 A o7 2 A A Coverall sur-
vival,OS) 733 9.5 S H 7.9 S H 141 4 H
ERAEGITFE L,

FE—TAE BEHLID 1 B Bl K 3% KEYNOTE-
028 fFFEH . AL A 23 Bl mCRPC 3% . R g 2 J
% 1K 10 pmg/kg B Pembrolizumab 557, H £
24 A BB kR RN AT i AZ o BF R A R R FE %
W94 mi ORR 2 17.4%, 23 fl B # A 8
(34. 8Y0) i 1 R 5 » v S S L N ) 28 13,5 A4~ H w vh
i TG #F & 4 47 ] (progression-free survival, PFS) #il
OS5 38 3.5 A 7.9 4~ A, Pembrolizumab 7£
KRS BRI PD-L1 B PCa & ] = RE A
AR AN B R 5% i (NCT02054806) 7, 22 30 512
55 16H] PD-1/PD-L1 1] 5] B A 4 0] 8 04 IR 7 4%

resistant prostate cancer,

1.2 CTLA-4 #pi5

CTLA-4 At b2 —Fh B A 36 > 2 L R M it
BRI E A, EELIETIEL T 48 (activated t
cell, ATC) #1835 £ T 4 Bl (regulatory t cells,
Treg) F M52, CTLA-4 #1138 & FH W CT-
LA-4 5 H LR 25 4 8 m i 1 CD8 ™ #l CD4
T 40 K > Treg MR 15572 4 4 AL
RANM T, 4 TFN-g IL-1a F1 TL-12., DA 1M A5 2 30
8 40 B AT . CTLA-4 1 #1%) Ipilimumab 7]
FHLTAH M 351 T AR RiA M CTLA4,BHIE T
YR A T A O R S e B . FDA B 2 ik i il 1
X B T BT A S SR e YT IR

2014 4F, Kwon 51" gk 47 49 — 300 1 49 . B AL
X BRI R 5K vh, 799 1 5 B M ¥ HE P PCa B
(/> — Kb B 5% 58 9 Bl ML 43 BiC 4% % Ipilimumab
(399 i) F1-42 J 351 (400 D IG ST, 45 R W os P4 i
FEWEEM A SR OS TREZES, 05N
11.2 ™~ H A 11,0 A~ A {5 Ipilimumab A kb F 2 5t
FIGIT X EBCE 1 PES A5 B 5 19 $2 755 FL A0 51 R S 52
PEHL JR (prostate specific antigen, PSA) T & >
13.1% . & TREHM 5. 2%, 7F 2017 4, 40 [ (4
WFFE N GYHEAT T % JC e R 8 4 O R AR I 1R Ak 7
1) mCRPC %, 43 % Ipilimumab 20 (400 f5]) | 42 &
FILH (202 B . 4 3 A A XA HE R i B33 45 T Ipili-
mumab 10 mg/kg 804 B 4ERRIGIT . WEoE 45 R %R
WL A OS 43504 28. 7 S A M 29.7 M H L 22 %
GiiteF i X PES 4390 5.6 AN H M 3.8 A A

B —3 i 50 5] mCRPC 8 3% 20 B I IR
R 5, 7E 52 i Sipuleucel-T 1897 Jo o7 Bl E ZE3R 3 JE
47 Ipilimumab 367 . & BB A F 245 Tt 52 P B 4
AR ZAE, 50 BB FE A 6 6 H B IR
VAR S S SR T 1 a0 VA &= e 1 N < U N B A
(NCT01804465)H%

AR H AT K2 L5058 L FF Ipilimumab 7£
PCa 77 It B9 AT £5 M (0 R AT TR AT .

1.3 BAEHZ

PCa 1) % 558 V= 1 7K F A0 55 F 28 8 R 08 1 il 9
SRR AR A Ve bR L e gk g A 5 WA ALY
BL 5352 2% , 20— 0 b 98 5 88 36 97 5 AR ME o il
XSEHLE . s AR ICT MG Y B S
B X PCa 7w H R AF Y73 .

Benzon 4§ fE — T 8l 49 S 50 v i@ o CT-
LA-4 J06 550 By ) 405 6 T RlA 38 7 /N BRI L 45 2R
72 B 5 Bl o R A L R YA T A LG A AT CT-
LA-4 HUARFINR 5 T8 mlE 7 R 3 A i i) 28 K RE 3R
T 14.8 d(P =0.0006), I T REML T 4 %
(P=0.0003), 5 ¥+ 1% 2 #2F (andro-
gen deprivation therapy, ADT) #H b, #E 1 PD1 Bk
AV R IH Rl -+ ADT a] 5 i i AR K o R ek 9%
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(P=0.002 DIfFIERK T A,

Witt S HE 58 T /N 4 F STATS 3 il 5
GPB730 5 CTLA-4 il 86 & H 25 808, 45 L
~ GPB730 5 CTLA-4 #4511 & F 5 5 4l
FH GPB3730 ., B fdi jl CTLA-4 30 57 46 L . e
il g AR KRR T AR B OS, REM R
HoA] fig & 5 8 CTLA-4 41 il 71 M ke,
GPB730 WA T CTLA-4 341 %134 57 g b
CDA5 " 4 3= L B A T R 3= 0 1 Treg A9 7K
V. GPB730 %f STAT3 Ayl 3458 7 CTLA-4 #if
T30 B8 e i 98 35 PR O B AR PCa /)N BB 18U o %) fih Jgg
W Treg /K, ix 26 45 532 £ STATS Ml 5
Bt CTLA-4 J7 L AR 45 6 R 38 in PCa &3 IR T

O A W58 2 . B Bt CTLA-4 #1081 7 (Ipili-
mumab) 53t PD-L1/PD-1 # il 5] ( Nivolumab) #H
G5B TE R MR RO R R I 4 L T i R g 1
I A g v B A A R g R, — 300 T 0 PR
95 3% B A 9€ X M ¥ &K 3 /& Candrogen receptor,
AR B[] 36 Y7 7= A T 25 mCRPC B & #E 178 &
Ipilimumab #1 Nivolumab & J7 mCRPC, 52 ¥ 24
(45 ) FnxF B4 (45 D 1) ORR 43 5k 25 % Al
10%,F i OS 435k 19.0 S H #1152 N H L 2%
SYEHEITFE X, HAE S — W
T R A A P Rl A S KA RO, §BOF £
BEEIRRITY . HIL T B — 2 AT 5
oz R fa 74k,

7F Lin 2508 By — T B 5% i & 3 PTEN mRNA
QAR PD-1 HUARAHES &, #E-null PCa £ AL ™
A EE A R B MO MR . A R BB R T i
fE-null PCa #57 tp 7] DU T 7= A G ic 42, A e
PEIRYT PCa B A H AT 1 $2 418 35 1) JEL IS
2 MEEE

IR 28 T e A R B IR LA 2 A1 X e
21 A L i e A O B 1 B8 22 KL 3 5 i R TR A it R
G P A BE R, v R MR 5 A o R A
PO B A B S E R G DT A B 4 ) 5 B
SR IR IT T .

2.1 Sipuleucel-T

Sipuleucel-T & B #X #% FDA #t #E N 6 97
mCRPC 9 [ 45 B . o1 A 51 B 18 14 95 12 [ (pros-
tatic acid phosphatase, PAP) F1 %7 41 fifl-E 1 41 iy
4 V% fi] ¥ 4> F (granulacyte-macrophage colony
stimulating factor, GM-CSF) 2 i, H: #1 # 3 2 18
SR IR R ORI R oy e |7 Y ala e R
B A1 JE S g I B (PAP Flih & 25 PA2024) , fil %
S AN EEME T Ik U 40 M 3% M DL e A bt IRk
CRI3 Ain %k PAP 1 PA2024 2 A1 1Y Ho A 4T S5 1
PR N o FE—S TG R 55 H Sipuleucel-T 5

TR QLT AFOM, A A OSFER T 4.1 A,
H PSA FAKDY 507 $0<<22. 1 ng/mlL ¥ B & 76 Al H
Sipuleucel- T JGZIH 13 A OS fyek ",

Sipuleucel-T ¥ T 20 ifd fii 3% 21 55 51 B . K 16
Sipuleucel-T W #8315 T ic 12 M S0 5 | v, 7= A2 K 3
ffEictl . F— T 5E Sipuleucel-T XF 42 ic 12
B % mCRPC & AW, — 2
Sipuleucel-T J&¥7 , — H K B Z 8 J7 » 1 7 B i F
Sipuleucel-T #ATIHIT . 5 RIGIT A B TEHIK
WBITIE IBIT AR B 40 M 4t JR 57 /K (B-cell recep-
tor, BCRO PR 5 i M 5 B, I 5 R V6 J7 4L A0 B ™ A=
B ANFEAE B9 BCRs, 1M ARG YT HAE L Z 1697 )5 . BCR
Jil i R A, A K R BT B4l i A . S HE
Sipuleucel-T 7 7 & B % 5 12 12 () g 71 LA K XF B
21 i 4 1 4 RO B Tl R
2.2 PROSTVAC

PROSTVAC 52— Flt 5& T 2 20K 19 S 2 7
% 1 mCRPC /Y [T 052 55 22 SR A LE v Ao
OSFEK 8.5 A . AR5 1E NS5 h & B 3 IR
1 I A3 A5 A TE RO AR UE, S B IR TR A
JrXF Az OS B TC 5w, IR 97 40 A2 R A A
RS I AR ARL o DL A 2 T S AL SR 9 B (62 %%
~T72%) R 97 (21% ~ 24 %) , BF 58 & 3L PROST-
VAC %4 i Z P 4f, A3 mCRPC ) OS F1JE
PEFEE Calive without events, AWE) & 1Y 15 &
JR T

X 25 i # 52 MR A M T A R YD BR R (radical
prostatectomy, RP) 1 J&j [l £ PCa B & #F 17
PROSTVAC %1 19 [T 17 iebr ic i 52 . 45 2R 8w
A 13 6 (52%) B X 3 R il bR A oG b s
(tumor associated antigens, TAAYH 1 # L A
ANJE T Al R B s Herp 5 B X 3 A R4 B TAA ¥
A RS B PROSTVAC AT [al i 75 5 i 98 45 2 )2
o7 R LA JE] G928 R (NCT02153918) %,

2.3 MK Z KAk (personalized polypeptide
vaccine, PPV)

PPV & J T AMMA TS AATE R HUAR S T 20 1 4
JEMZ IR, AN A G E s ). 5% ke
B AR AR LG, TS Y 19 > P A i ik 2k 56 5 1l
AT 42 P, W LA S O iR R PR ) A i R A
J1. TR 4 55 32 W), PPV 76 W8 IR A1 B} i JiE
RN,

2.4 GVAX

GVAX J&¥ GM-CSF JEBH T A 2 F A i 51 fi
FEANE R LANCaP H1 PC3 Jq 48 55 42 b B 5] 18 14 i
P 1. GM-CSF ¢ ¥ B % 4k 40 I8 ( dendritic
cells, DCs) i R4 5% 1k, LR R H ORI 52 78
SIS TAA, DT £E I 98 R S P A 8 B,
mCRPC #5 1/2 W5 45 R Bon Hg 2 Jf B
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FaE FEAR PSA, | Rl ®IGIT G B FE AL OS
35. 0 AP, A 2 AR Y (VITAL-1 A1 VI-
TAL-2) 2 AT 45, JR & VITAL-1 45 R R 51k
7 A Lh ik = O 8 A9 I R 9T 3%, VITAL-2 Hf i %2 5
B RBE LT R A R I T 5% R L R AT
T ARG 7 Z2 AUH A b g 2 R th R R GVAX By w]
T

2.5 HAthgE

KRM-20 J&—Ff i 20 Fp IR & IR 4L B8 19 5 A0 9
FEREWT . i, — 0 I WA il A T 51
CRPC B FH#%9% KRM-20 B4 Docetaxel 1 Dexa-
methasone H1, [ #l 2 & KRM-20 + Docetaxel +
Dexamethasone 2 (25 #]) ai 2 & I 4H (26 1)), &
BIRFSEAE PSA TR, R B8 2 75 5+
B (56.5%vs. 53.8% , P =0.851), {HILIAHF 5
0,2 B 2 138 T I B 4 e =26 Y0 ) PSA K<<
11. 2 ng/mL ) mCRPC ## &8k — L i OS
B I R B8

Mo N R & T B B 75 7 UK (virus-like
particle, VLP) % ¥ , 1% & B £ 2 i 2 3L 3k W e %
L1 &AM, X 19~20 Bk /N R 73256 %
P VLP 2 sk 550 PD-1 didR B¢ & fif
A i 2 AR R 05 ML 3 CD3 T fi CD8 ™ T 1211
F R A1 21 i g . HLBE AR YT CD3 ™ fil CD8*
T 40 i e KT giipyr ™ . A3 VLP
SR LAV IR YT e PCa B RRET

I 240 JE 3 6 1 A1 906 AR TR Ay ek g8 A S 4T TR
BB AR, AE—THE5E o & B TFN-v-41 36 1A 5% 1 fig
R A i 98 R85 b Tregs B9 H ), N 98 PD-L1 Al v
MR 2, 3-XU 0 % B 1 (indoleamineZ, 3-dioxygen-
asel, IDO1) [ F ik, HF U5 P 5 1 68 30 ) b 988 A
KL HE K PCa /N BB AR ]S

— R AR T T — i PAP ) DNA £ 1
(pTVG-HP)TER Ktk AR B 1 PCa 55 X i
JEEER s, 99 Bl AT KB EUEE PCa H PSA
fE 3 (DT)Y /NF 12 A A i & B AL Bl 45 T
pTVG-HP 5 200 pg GM-CSF f KB 4 2 I 245 25
M 200 png GM-CSF Hupl 252 6 ¥, Al f& 14 d. 3697
24, FEMFRA L 2 F IR A R (metasta-
sis-free survival rate, MFS), 452 /8 pTVG-HP
ANREME L HAPUR PCa B 2 &F MFS B & THm %
i 4l MFS R 42.7%. M0l 45 25 41 MFS &
41. 8% H H pTVG-HP B4 PD-1 il 9 Eo A3t
B IEAE ST,

WFFE N BB T — B K 568 Bt R 1 iNeo-
Vac-P01 I 84T T IR IRIRER . 45 22 Bl E 5 1.4,
8.15.22 KB KW AL 78,162 K (LTI iz
TSN AR R A PES Sy 4.6 M,
7 OS Kk 12 A H . B 5 B UF B iNeo-

Vac-P0O1 1k 5 2530 7 W 3 55 1A 2wl A7 RN 28 42
B EREE S T 40 M0/ 57 Az B i 8 397 0 I iy
B g IV (NCT03662815)77
2.6 WREHZ
2.6.1 HEFIFEKSE fEMEEE ST Rz
B » mCRPC HYIRYT J5 15 7 B A 45 i 1 2 3% 32 1Ak
155 0 I3 #1779 Candrogen signaling pathway in-
hibitors, ASPI) Ul Abiraterone acetate B, Enzalu-
tamide, 7E— U [A] B P BA %) 53 #7 (2013 4F 1 H—
2017 4F 12 )O3R, 5 o fl 1 ASPT AR LL B &5
i ] Sipuleucel-T fiE#% ¥k 3% mCRPC 5 #) OSEY
L GVAX A /NG BRI i (Cy/GVAX)
B4 . Degarelix f1E ] Degarelix Xt PCa 5 K H
HRPENRRMI W, 458 WoR 5X AL, Cy/
GVAX-+Degarelix 21 il Degarelix 2@ N CDST
20 M1 3= 1 AT PD-L1 SRk W R . 4R, CDST 44
3= AL Treg LU 3G I, 8875 36 [ Pk Treg #1840
FIREIMH ADT /9 S 9% Pk, X5 ADT 5 i ia Jr
Mg A& A EEE L,
2.6.2 SghbyrikEcs AE—I I g
A 32 #i] Radium-223 5 Sipuleucel-T Bk & A
J7H He ¥ mCRPC 4% & P AL BE D5 I 6] 1. 6 45,
1l 1 MM H, AMBEEZT 3 K
Sipuleucel-T V&84T . [A]f& 2 J& , & 41 A0 2 ik & B4
A% 6 —E R 1 Radium-223, 55 2 A 4
W Z A% A Sipuleucel-T 67, 45 3 B /n B & X
PA2024 5 5Pk T 40 B i B2 2 o 8 42 52 kA i
S Z i E ALK 3.2 f5 (P =0.036), Zik#H
B PSA FFET =>50% M He il 35, s T K
B PESCAr5 2 39 F A 12 JB) . 48 95 I I #%¢
fik.{2 Sipuleucel-T Ml Radium-223 Bt &R I7 H A
HE— 258 1 T BRI
3 MBRMIE

I 968 A O B 5 490 1) 2 AR 2 b R S R RN A v
RITHPL. Treg M T AMAEAY TG IL, PCa &, H
by S A3 T I ek R B Y Treg ¥4 3,
AT A g Ak — A3 AR K R e b iR PR A v
3.1 Tasquinimod

Tasquinimod & — £ X I 82 B0 3 35 19 o 284
259, BAT PN A PR T L 9 Dt 68 4 i i R A=
o FE— 2 AR 58 o R 242 1 4097 1) mCRPC
1 88 3 43 20 I B R %32 — 1K Tasquinimod 14 &
F3G ¥7 » Tasquinimod 20 A9 il 41 2 70 it & A= 77 4
(radiological progression-free survival, rPFS) &
7.0 HZREF N 4.4 4~ H, Tasquinimod 241 f)
A OS S 213 M ZBFIH y 24.0 M. 5
2R A e, Tasquinimod 2 F (3% T rPFS, &
M. %A R OS $#7H,

E—3i 1 BB 58 b, 76 48 B Docetaxe 3697 M
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8] X} A 3 J& i) mCRPC & # {# | Tasquinimod, &
HR 2 rPFS, Tasquinimod 2H #1742 & 5% 4H 19 A
v rPFS 4358 31.7 A A1 22.7 J ., Tasquinimod
FFE W IT B A BEALT 40% 1 rPES KB,
Tasquinimod RE M AL 7 J5 B9 4E 5 36 97 $E 41E 7 3 Yy
IRIT B (NCT01732549) 7,

3.2 Galiellalactone

TR PE 0 ) 40 9 (myeloid-derived suppressor
cell, MDSO) £7 1£ T i J88 50 3 5% v, o, 5 41 1) 4 2
NEAE Y Z2 A AL AH OC, B 4n DC /Y ) BE Bk G R
Tregs MG . PCa H# MDSC {5 fff RNA (mR-
NA) iy 2 AR W] 5 55 T B A 81 AR 3 2E (benign
prostatic hyperpla-sia, BPH) #H, H # 19 MDSC &
FILTTHEHR R T BPH [ PCa 1 & RS,

PEIR Y MDSC 23 Fifi 4 llm PR 43 3 1) 32 Jre 7 5
SR IS N, FEHEZIR YT I PCa FBE T
MDSC 7K -3 5 & BT . A5 5 5 5 R0 S BT
HF 3(STAT3)Z 5 MDSC fBLR = M.
PRI, STAT3 HAT 18 Ay 308 %7 g i 4 952 300 1) 1) 3 13
ORI

H 57 % B Galiellalactone FE A& Py 4 35 n] #j
il Fik STATS i PER PCa 4 ik K IR B S £k
WERR AL STAT3 (1 PCa + 40 U AE 40 i 94 T2, X PCa
A0 R T 1 A AR MDSC 7= A § i

E—Ts Y58 v, i i Galiellalactone ¥ 2
REAR T /N B & 988 %) 26 K T PCa 20 i 1] DX 358 A
0 v Ik O 45 A RS 9. 7R 1K b, Galiellalactone
o AT e 22 240 L %) 3% O AR 28 e T . B S A R R T
it Galiellalactone 7] B & [& Ik PCa (9 g A4 K
AR B, R HAE W PCa G725
g ),

AN Galiellalactone i BE B & A 4% 40 g
IDO1 3K #) £ 35 K PCa 418 118 F1 GM-CSF
B 7K, I STAT3 #1471 Galiellalactone AJ B
ATBH IR PCa 415 5 MDSCs (7= 4= , i 5% PCa
Y5 MDSCs A B A/E 51 1 S 2 1 il -0 . ax
FEIRYT PCa B — P TE 1T S8 1R 9T 7 5
4 CAR-T3BI7

CAR-T J7 ik, Bk & PU 5 52 AR & 1 T 48 il %
BES7P Ik, e RN TR 4% CAR ZEN & A T 40
Ji A Gk CAR 43, AT B35 S5 18U i ogg
AHSCHT I 15 B 968 20 B, AN B 0 1F W 4 Yt g
HIT . CAR 4 F IG5 £ 246 scFv 4 a4
JiL b 25 4 L 22 i Sk ) 8 0y o A R B B R X,
ITAM W20 15 5 55 T XU HHp 41 i Ah 25 4
SRR S MR TAA (Y Bl HAE PCa 31U 1Y
TAA H LUET 5 B RF 5 P B BT )5 (prostate-specific
membrane antigen, PSMA) | fif 7] I T 40 g $1 IR
(prostate stem cell antigen, PSCA) 2 # H {0 #.,

H & T PCa B CAR-T VA7 R R A BR
F 3 & L PSMA Fl PSCA 5 %80 5 2
5T,
4.1 H:TF PSMA #j CAR-T &I

7t Junghans %" )5 30 19 55 — R 1 PSMA
CAR-T Z0aZh & T 3w PRk 56 v, B 1 A R -2
(IL-2) B2 BE VA T BOR B UL Re B i le T 400
B e BE BT TG ML 5 Bl 2 iR T MR E T A 2
180t BRI R 38 3 G2 i (NC'T00664196) , )i Slov-
in T F T WG R 88 P F5E T AL HE 3 T Ma
AR A CD 28 J5 RS 0P PSMA CAR-T 4f
JLF 5 0 39 o s 3 2 A L A OY R Z R AR
CAR-T fgffilusr 2 W R H W E R IR, I
BE RPN A BTG M i Ah  — e R R B
XIGIT 5 4l R F R i 48 A fE (cytokine release
syndrome, CRS) [ 5 &1 ifif 52 7K F L 3E B T % 5% L A
B AR T 40 00wl i 2 M, HORE sk CAR-T 41 i T
PR, R U7 AL 5 W 52 (NCT01140373), 2019
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