Chinese Journal of New Drugs 2026,35(17)

\\ ETHEZBHEMARSTINEENARER i
AR AR E 22 Xy
(I PEESTUREEREASHRGEALLEERLRE, £ig 200437, 2 LT 4 4 41 & % i
T L H AR AT S, b 200437)

[#8ZFE] 97 5% (ovarian cancer, OVCA) E " E R L W S hE R AR Z AW AR T, AT
NERNREFAABFABRGET R EH S MNPV OVCA BHE S5 F 4 FENA27T% M 13% , it iE
72 I A B 48 (tumor infiltrating lymphocytes, TIL) & — 2 32 i T i 5 52 7T 3 8] Jo o oy %, 0% 40 M, 55 3F ik 08 3%
AR AR TIL B g AP 8 o m A o TIL ST SR AIF 4 ooy o, H ol Al i B &
BEmET TILHR Ay EmR, EABAN B EEE KRR R ESFE, #AXKXA,TIL AERES
OVCA BEHFEXE KRBT EEHANT MK, F#IE KRB FIESE T TIL 7 3% 657 OVCA oy AT ;kx
E B O0 2 M B AR P X 4 TIL TIL 57 3 o4 s JK 4% 16 DL RO R RL ) ¥T 46 W I B 3k B 5 4k b 5K B B AT 4%
W, LA TIL Y %3697 OVCA REM ¥ 5%

[RSEIR] I EJE; 2R EIT; E R E M T 0L 4k Mk 4 BT o P B O R

[FESZEE] RIS [ XEkFRET] A [32E4HS] 1003 -3734(2026)17 - 1836 - 07

Advances in tumor-infiltrating lymphocyte therapy for ovarian cancer
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[ Abstract] Ovarian cancer (OVCA) is a gynecological malignancy that poses a serious threat to women’s
health and life. Despite significant advances in modern medicine and surgery in recent years, the five-year survival
rates for patients with stages Ill and IV OVCA are only 27% and 13% , respectively. Tumor-infiltrating lymphocytes
(TILs) are a type of immune cell that infiltrate the tumor parenchyma or stroma. Compared to non-tumor-infiltrating
lymphocytes, TILs exhibit a stronger ability for antitumor immune responses. TIL therapy is an innovative cell-
based treatment in which the therapeutic preparation is derived from the selection and expansion of autologous TILs
obtained from the patient’s own tumor tissue, offering potent antitumor activity and low off-target toxicity. Studies
have shown that extensive TIL infiltration is associated with improved prognosis in OVCA patients after clinical
treatment, and early-phase clinical trials have also demonstrated the feasibility of TIL therapy for OVCA. This
review focuses on key TILs within the ovarian tumor microenvironment, the clinical translation of TIL therapy, and

the potential challenges and optimization strategies for its clinical application, aiming to provide a scientific reference

for TIL-based treatment of OVCA.
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UP 8958 (ovarian cancer, OVCA) & —Fh EL g {278
P ) I RE % b R, e 90% 1 B SRR A b R
gei , b v 9 90 3% W 1 98% (high-grade serous carcino-
ma, HGSC) j& H o5 W H J5c 2w 9 41 4L W A, 7
I LA 5 H o 70% ' i 2019
AL E OVCA Bt & 297 19. 6 J7 ], 37 1 9 1
2945 T BT R Bk 2.9 Ti I, HoARSR 10 48, h
OVCA 1 1 4% LA & T 4 BROK P 19 3 B 4k 28 1
T2 H T A S AR S AT A I R R A &
B 2 A7 % B R 30 07 A SR, R 2 8 OVCA B35 eIk
I B 30 A Bl a2 W Ok, T AT IV 3 OVCA SR /Y S
SEHEAF AL 27% F 13% ), KL% OVCA s
XFBAZE AT BEURR, DR T AR SR T LTRSS S
AT N AR, REEZ T FRELT
WXL B IT AT A 2 T5% W 3] B 3 o B & B
Ko OVCA FB A 30 B BT AT R IR 7 S

g 352 7 ik B 48 i (tumor infiltrating lympho-
cytes, TIL) J& — & 4= 3 T I Jed S J57 a5 (8] J5 o 119 # 92
M, AL T OMREL AN B MR F AR
(natural killer, NK) 48 g . # 2 Ik 4l g ( dendritic
cells,DC) 45 TIL Y7 i 2 — U 19 o 4k 1 G 8
0 J7 5 (adoptive cell therapy, ACT) , H B H K
Jifrgeg v TIL 5 35 0 47 49 17 R , 28 35 35 P Ak 12 40 i
¥ % ( non-myeloablative lymphodepleting conditioning,
NMA-LD ) Tt kb $ f5 [l 22 £ 35 K 9, O L s 7
{1 E1 40 M 4 -2 Cinterleukin-2, TL-2) 4E #9497
WEFE R B, S A HZ TIL 1) OVCA BH BHA T KM
EETF (overall survival, 08 ) H1 B A9 58 T2 KURS: LE
(hazard ratio, HR) "', X — % Bl /% OVCA  TIL
AIREA AT R A T BR L O Dy BB OR B4
TS o A% SC 32 B OF 5L b 8 6 FF 5% (tumor mi-
croenvironment, TME ) 3¢ & TIL | TIL J¥7 3 (9 I IR
AR LA K i PR VL RT 68 THD i 4 Pk 5 00 Ak 5w gk
fregik,
1 UP&E TME hx & TIL
1.1 THAm

OVCA 1) B2 Wy % BL, i Je8 N A7 A5 T 28 Jif )
BEPREA B E 4™ . D8 T 41 E F &
FEPU MR S BE AR — 28 T 4, 75 2 Fb 52 1K
L RO CD8 T T 4 2y 5 TIL G Y 40% , X 28
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200 3 ok A A 0 o e B R ST K S SR R iC AL R
FEEEAHUMEEN ., X 46T CD8 ™ T 4i i
Wid THMZIK (T cell receptor, TCR) 45 5 1 1H 51l
T AN AE L S K (major histocompatibility
complex, MHC) [ 2873 238 (0 bl , B )5 401
M EEE T K 20 I (cytotoxic T lymphocyte, CTL)
JE AT sEREME D 3G A1 Dy BE 431k, CTL 5 3 43 6 240 g
BV ORL A R 48 B R R0 AR R TR S A 2 Rl
B Ky an i " . Lopez 25" B 5% & B, TIL
DB 5G40 A1 T e 5 Jo S PRl i) i B DX, L v % Y
CD8 " CTL 5# KMy 0S WEAME, #ksh,CD8" TIL
5 P0 PD-1 3R YT SB35 1Y JC #E & A 77 3 (pro-
gression-free survival, PFS) I F A%, M 1FE R %
FEVRIT R, CD8 T TIL i 5 8 3% Wi ik = AH
Fept

CD4 " T HiBh4u M (T helper cells, Th cells) J& 5
—FETE TIL o 5 b i 2 H B A B S B i bk 2 4
L, e AT R R R ) MHC T 26 4+ &2 38 B9 9T
Ji, 3 i TL-2 TFN-y 45 240 Jif A A S 2R 00 315
T, DT ][] A 6 5 7 257 AT o7 A A 28 17 2, 40
R L 2 B R R A S T 4a i
(regulatory T cells, Treg) /& CD4 " T Ui p BB
2 410 1 D BB Y — SRR R ML A, HCRRAIE 2 ROk e ok
A F FOXP3, Treg i 1 43 1L-10 \1L-35  TGF-B 2§
PR 7, M CD28 4 S/ T 40 Jfg 30 A5 =
DC IIRE , AT 4EFF S 2 A 25 0F By 1k A B A .
SR, TME rf Treg 1) 5 8 B al 6. 40 i A 56 5 41
LA b 96 038 SN, A2 3 g kil o I PR S 4%
LR BRI T TC B Y iR b A T A
WAL Treg 41 .
1.2 B 4Hfm

B 4 il & TME %) 55 220 i a3 , o4 s g
5 = 20 I 45 44 (tertiary lymphoid structure, TLS) %8
YIMHOG . TLS 2ok ny itk W H 2L, HOse fghity 5
KB AR E AL, B 4 7R B TLS A & bl 8
VEPEVED 1Y, I 388 3 B0 28 D31 4 FAA 200 JH 5% A =
3 R JE AR S T A S 1) 9 R DG BT I A TR
RAEHCMORI R . BRI R B, K AR S
OVCA sy HE & A1 RLUF BUR A 6" o SR, 76 Bk =
JIGE TLS 4 fi o8 v, B 48 i PR 50 A 2 T X LA AT 04
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ol fifr g 2, B 2 W] B 20 Ay 7 A A 4 o A A
TH P T M B 40 M2 (regulatory B cells, Bregs)[ls] 5
TLS 38 I\ g J& A7 F BT I 5 200 7 B0 48 R 45
55 TR R 2 32 O 9 S RS B G 10 I PR 3R 45 AR
Ko SR, HGSC NFR TLS &b AU 2 16% 1 i
MR AR DN RE 56 3 45 4 s B 2 U Y i TLS,
H TLS #Y % A= 5 2255 v 10 i e 28 72 £ £ ((tumor mu-
tational burden, TMB) , F it HGSC P #ME LATE WA
QU LR | R
1.3 NK 4HfE

B IE P SR RGOS R T A0 A B 40
ANTR] NK 40 i J2: [ A7 S 5 I 24 ) — &8 0, L0 A
e S Ty O F W T D B 8 e R T R R TR AN i 3R
T P T AR A A DL U A R Al L 5 S A . 5 5
A A, NTKC 200 2 e S R T I R T
FL 22 R RIURE it S5 20 MR P AU B3 B A e Y e
PR HLHEA 50 A0 . b, & 0d R E i BT
PR -y A0 L A PR R R R BE TR - o0 55 A8 i K]
FHRHLAGRERE S

AR NK 47 S R R E AR L (H
S H AN YETE OVCA 5] 5E i % 1 5 K v 32 21 i
AW o WFFE AR I, 8 T K AT 55 2 1 B P R
JBT, A% PR AR JBT T B NKC 20 JH R e 45 B, A0 BE T T4
JHBE fE AR 25, G A S AR AT S0 i TR AR A A
Horb B NS I IE B S B0 NK 40 M AR i o i L AN
PO R ZhBE 32 2% B O B8 A 5, B ] e Ao AR UR A i 5
445 KA 0 5 5% ik ) T B, 8 NK 40 i 5 5 4 i
F) 25 45 B8 77, AT 66 G e Dy i
2 TIL {7 &K G R 4L
2.1 TIL f7i%i89F OVCA MR R 5 K A

T PR AT 5% 45 2R o, BE 0 I ) B AT Kk
OVCA B3, ol i ] TIL 7 1 505k & I0UEA AL 97 iR
IT 1 % WL 22 f# >% (objective response rate, ORR) i##
70% 7. HoAl TIL 97 353897 OVCA Il IR 3 46 45
RIS NS BE9E N B Z VAR T J5 R &
PRATEAny w00 5 kb B B8 AR R TTL (91 43 36 9, A 1
A AEAL 3 32 R 5 AL TT 19 58 AV Dy X IR TIL 3R 7
MK 3 4E B AEAF R A 100% , 3% m T 0 B84
67.5% ,H TIL j&¥7 41 /9 PFS b & 2 0 F X 41
(82. 19 vs 54.5% ) . xR AW 6 FF A 17 55
WJE #EAT TIL o 4% i 13, 7] B2 SE B OVCA 58 43R
MR —FhA RS R

TIL 7 3 2 3 W KW A= 47 A1 OVCA 1936 iy
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KB B4 A B2, (EL 52 4 ) i 8 9L R R I A 2R 4
BIR ) 7 FCm PR o TIL 97 3k 1 By S e Mt T 1
Jo i bR 2H USRI, X T 8 0 F W R SRR A T
TCWR M PR HEYIBR AR A /N T 1.5 em (1 i 8 20
21,3 74 o3 Foh B AR AR a2y, LA SE B TIL R
PGB BL (pre-REP) (R A£G 58 o Sy O 40 i 7% 1
T BRAR 5 G UG, VTR 5 614 i 8 28 207 ~7. R ] %
PRI R AR @18 38 B AT & GMP b ik /9 A2 7 B
2ok 22 d (A R R & T A A B S TIL B i A%
PRAORAF 50, 35 3 B0 58 BCAT b HE I 4 BB A2 2% [ 1l R
Hs I TIRYT o A TIL 500 18] 46w, 28 o 32 3
% Btz ( cyclophosphamide ) 15 96015 i 2 (fludarabine)
f) NMA-LD sk 77 %8, NMA-LD 5 75 2y Ji5 25 0] i
i TIL B3 A7 F A 4R N 9 3% R 85 . TIL [l iy Ji5 ik 7
PR i i L2 3367 o A B Al A O R
A, B A AR S AT T 2R 7 ) Rk F
95.7% "%,
2.2 BAIRTRE

BT A s R B9 GE 4 , TIL 7 15 i Bk & 1R 9T
SRR B A R O K i Y L5 1), 5 A R A T AL A
FR SR T VR IBCB ], AT B A i 2 H AL B ) A
T OVCA, SZ LB 4x 1 | B¢ A B0 8 B 13 I 2% o
2.2.1 ICI PD-1 2 T 40 7% 1k )5 40 i 3% W K ik
8 — > O B LA ) 52 A, H 5 R R P AR T T -1
(programmed death-ligand 1,PD-L1) 454 )5, 7] ¥ 1%
PD-1 {5 5 3l , fil & 1 i 15 5 900k =2 i, 5 30 TCR
1 CD28 {55 1 i vh B 203 7 R B R AL, IR ] T
20 0 ) 04 B A N A PR o o i ORE A o
B398 PD-L1 3k, 4] T 40 i 4 5 5950 8 fo 0% S
R, i 0E [ 96 S 2 ki ™. 4t PD-1/PD-L1L 41 4 5
3 o BH T IZ AR i B A2 TIL f 470 I J8g o 8 355 1
iy TIL J7 i 65 40 PD-1 4 5736 57 OVCA $e fiE B
WA, WA KB, L 9. 6% B HGSC B %% iy
40 1 HA 3% g PD-LL LGk, {H PD-L1 B 5
HGSC i3 1Y 5 A A 300 4 J A G, DAL T o 7 A5 2 #Y)
BEXHEIRYY o EARHE A2, PD-L1 fHE 5% PD-1
PR EERIOG, HLR PD-1 BE4r 9 HGSC H 4 8 14 12
% H2RIKM T M, X A PD-L1 BB
PD-1 373 i 8 % AT R 2 TIL J7 i 8K & T PD-1/PD-
L1 40 86 50 O Vs e 22 25

55 PD-1 §875 T 20 3 it i 98 4 22 B 7 18 BIL ) AN
), 20 B 2 M T 9k B 40 A 5C 2 B 4 (eytotoxic T-
lymphocyte associated protein 4, CTLA-4) F=F | T



20 3 A 0 0 B B B, D0 R TR R A e R A
i PD-1 7 B¢ i 42 £ 3% 4k T 40 i 1) 35 5 15 408 1) i o
ST AN Y 55 4, Pt CTLA-4 34 3510 ml LR
AL ) B 8] TIL 97 v, B4 i 5L i 08 40 i % 1 ik
J3120770 . Mullinax 265 IF Ji& #4 1f R BF 9% IE 52 7 4t
CTLA-4 $IF B A TIL J7 i 09 Al 47 1, 38 G0
TIL 25 25 7 PR 9 9 2 Jo i 5 350 09 96 97 2R I BRI =
8% , . 3 P 1 s X BRI 32%

2.2.2 PARPi Z 3R ADP-BHi R & [ poly (ADP-
ribose) polymerase , PARP | X % 2 52 W DNA 1453 1&
52 SRR AR ORT e R o s D R ) SCEER F, Hovp
PARP1 1 PARP2 J& %t FHF 5% fie 221 R A 2
B . Y DNA Wi 246, PARPL 23 9 3l 387, JOF
SRR SR E R F & 5 DNA $5 45 ; PARP2 i fb 45
935 PARP1 45 69% R Wi, — K Uife LA H &
FH #h, PARPL {5t 25 5, PARP2 0] D)3 23 b 22 H 1)
B PARP 55 (PARPi) & A % 5 53 42 4 10
PARP il /ity — X m bt 2, T 2EHTF
PARP1 1 PARP2, [t 583 40 i (4 JE R o % b 2 4
FEH By 548, BRCA1 1 BRCA2 J& 8 % (1Y i J5g 30 16l
FEIR 2 OVCA iy 40 v 35 o 5 DL i) 28 A8 B )
(43504 40% ~60% F1 11% ~30% ). 5 IE# (k40
Jf0 ] LA 5F PARP fl BRCA % 2 4B #5165 DNA
WA, % BRCA 5 [R5 738 Y i 983 40 Jif 2 AE
i PARP [ 1% 18 & 8t £ 9 DNA, 40 52 gt i fiff
PARPi 259 ## PARP [iff 1% o4 , b Je3 4t Jf K ) DNA
P 2R L R, WF5E & B PARPI 357
OVCA HA i P)y7 8%, JLHZFE BRCA 5872 i # v,
LB T XU A T 76% .

PARPi 1] 3 3 7 45 () 470 e 88 BIL o 475 5 i 98 4
JRLBET , A2 B 22 1) oy Bt DAL 2 e, 155 B0 S P98
IREE BRTF B S TIL BH0 R 6 1, BEE T fES
TIL F) 3210 A0 20 7 5 4 9 4% 2k o I PR i AF 52 4
i, PARP 25 ¥ L0 R (olaparib ) AT B8 3 2o i 97 2
it 5 P AV 2 3 T 1 I ) P i v ) W o 2
Fa OVCA /N BB A735 22, OF- R 8 LA 5] B 4K 1 75 =X
55 W) U8 5 A4 ke B ) U5 R 2 OE R 9 OVCA 41 Jifg
7 K N mCCLS Al mCXCL10™ ., /N
mCCL5 FI mCXCL10 X} i AfA& ) CCL5 1 CXCL10, /&
FA5E o 2 A M 9 B Bk Ak Y 7, RO TIL 7 3k 5
PARPi 15 AT 38 3o 22 FbIL il 412 2 e o 8 B 92 o
2.2.3 V&% 9% 7 (oncolytic viruses, OV) OVCA
AU F AR K i TIL, X Se 40 i A 2Bk T
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TIL ¥7 ik o SR, S 328 90 i Ay B0 S Jib Je ol 2 355 LA
e TIL A B figg 52 o7 1 1 e =, BR 6 17 1Z 97 5 A
ROPE S OV R — Bl R T R 9T 07 2, BE A Sk
I [i R 20 A o L S A TR Ak R PR L AN
SN IE # A0 . Santos 25 OV Ab BE 5 ]
OVCA FR3 [V 5 fef 55 1R g 15 9% 4, W58 3] IFNg.,
CXCLI10 TNFa 1 IL-2 454 & {5 5 45 W6 b 2 14 i,
CD8 " 1 CD4 * TIL (13 P $& &1, DL R I IR #H ¢ TIL
Xt 25 OV Ao FH 1 5 A B9 55 i 98 15 3% ) 2 90 3 K 1
HUIRT R o Quixabeira 55 H§ OVCA JiRT b A<
5 A TIL & OV L1555, Jf 38 i 48 A BH 40 0 &% 52
B PPA 20 M S 1 R . 4R R, FER A S
TIL BE G OV b TIL 52 32 3 57 4 (%) b o3 448t %
s R, HiX — 25 AR [ EH ORI R HE OVCA
/N BRSO P S 6 rh A 30 T 2B IR

2.2.4 DC¥i DC 2 AR N T Al f i i e i 52
20 B, FE BT R B, TR R ad AR b &
EEAEH, R EA T A G g2 RIS NP o S 2 .
BT ULRRETE & 0 DC LT, vl 78 (A 67 3 i o3
SEVEPTE S [, O 42 LR X R B4 3R 1 R
B RS & B, DCOE B RE S G R T 40
AR AR TR B S S, IR RE VS T T 40
Xt 41 R AR TR 4 2 07 B S o 5 — T I R A
L@ s, DC W IRYY OVCA B n] 5 1y 4 4k, It
At EUGE BRI PFS, BKAh, M TMB A& T
20 3R ) ) BB S AR E A B S A T U 0 I R 3R
5, AH K — 1% DL EASE H T2 52 DC T IR YT 1) R
LM% TMB 1T 20 Jf 35 0 i 20> () B 3% % DC g
I B R I B A X — R R R TIL JF A
DC FEHIA YT OVCA I, ok B 5 fiff i i Ik TMB i1 T
20 R Vi A 2D B e R AR, A T DC OB LTS
SRE R P T A0 R T A RS R I TIL 7 ik
RIT R R TIL J7 325 F1 DC 2 i AT fig X DA
T4 KA 3 W B R fiE

3 RS MRIU KRR

3.1 HEOVCA &ENE MHHEAZFME TIL 5
i 96 28 20 A GE 23 ] G A K R 4 R 3 R e 2
(D “ o g 47 g 1 S R A IR 3 S5 AE AR K
TIL B ;@ “ e ™ i igg (1 52 ot K A Bl 56 Joit v i
Z TIL; @ “HRgHERR " Mg i A7 e i TIL 7R H Ak
FEZS 8] 43 A3, B TTL A 43 A7 76 1 L J3T DX 888, i b
o ST PN ) 5 4 Bl 2 B IR I A ARG . ST g
FE“ SBE I i Jag BB T A S 0 B A B IR A g I
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IS, T X B e v e S g HE R IR T R PR
OVCA 1 Jit J88 T 24 35 Ak T e 7 30 IR 28, AR T 1
PESF IR TFIE , L OVCA B v “ G i ¥4 JohoRd 114 L
14 5 , Ghisoni 257 BURFSEIE S T 13X — WL

T (hyperthermia, HT) A B T “ Sz 2" i
JoR Ak Ry S e A R A S — A T s 0 A B G
J7 T BE, AR E A 9 9 ob vk ok 40 B L NK 40 g f1 DC
2 b0 45 25 200 M 1) 355 M R v o R PR R Al Pk e s
Z2 58 BT IR T VA R SE S 98 T ORGP B ek
B g2 4 i DL AR A 92 D M A B AE T (immunogenic
cell death, ICD) . BbAh, $77 AT DL ok 58 4 938 4 i 3=
I8 175 5 45040 A ¢ 43 7 852 X ((damage-associated mo-
lecular patterns, DAMP) & A4 5 B IR & 33, LAk
PRSI R .
3.2 ERMEE TIL )5 6945 i 1

T 24 Hf 2 o 07 P B 2 2R G A AT il ) A
TR BRI, 70 ELAT 5 B G 8 00 A 1 9 o R 5
T 4 A% B I R E T 32 B 2 AP AL B0 R 2R B
S T B R BE S I R AR AR T R S 3 1
St TIL ¥ k0 5 B 40 O IR 11 AR AR PR T
TLL S 70 151 i 484 58 H 70 o 8 3% M 0 B TIL
FER S I B 3 0 S M, T 40 M AR TIL 3¢ B 4
BRI S 0 DI 3, 3 ol 55 2K 0 0 I R o
R CR M e, T 28 K 40k 1 TIL 5 H Ak py
e 2 Hr AP FUEG SR AH OE

ST, BSOSO T e b R e R S
TCR f TIL &4 F2 N i S £ 6 T 40 g (iPSC) , 3175
HEATT I TR TIL, W3R 59 40 i A X 58 % {5
BT WG TIL v A5 e S % A TCR, 38 34 4 % 31
T HiAth 9 6 451 B R T JEUAR S M TCR'™ . TIL i 4
&k iPSC Ay e 1) B S 98 06 U7 SR A T AR Y i o
XTI AR AAA R EE T TIL (Y AEEIR A, Hors
P 4 TR A5 e 98 T I A S TCR B Sy 4 7 TIL
JT ¥ 19 I PR 2 L 2T B T BT A%
3.3 B&{E TIL Frikiarrig k&

ez Aty TIL ¥7 vk 09 B33 55 4 DL Il & 102
HEFRAR N TIL B35 P, H X S 5 T ™ 5 B9 IR T AR
S M R R IL2 A 500 M 56 2 M, Zhang
AU T TR B B TIL, R A5k 1L-2
WA BT R RE 01 o W1 AE S o, 1% TIL 78 JC A5
TL-2 37 F57 I 5 {1 40 o 90 2k F 473 6 Ji B0 47 i 98 e 2
W R RO SR I e (A — B AN
IL-15 [A)RE T LUAE 3 TIL B4 5. Sy i 6o 4 B 1k b %
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IL-15 5] 41 JE NK 20 i % 5% S 30 ™ 5 5 1% , Shen
SO T —Fh BT PD-1 45 4 TL-15-TL-15Ra [ fil
B ZE A RE R SV S R % PD-17 CD8
T R0 240 JfL , 6 B AIK 25 40 5 1 o [ B S 30 T B 4 Y
i ggE 4 i
4 RHEERE

OVCA AR JE 6 T~ AY 32 28 J5L [N, 7™ 58
P I B AR R AR A A R I AR IR B 2
AR ARG T 25 A 29 75% 1) OVCA
BEEZEGIRIT RRRE L B H W 5 L
FFRTIEAN 30% . HIL,OVCA B 450 A 51
WIRIT 7 %8 o IEAEK  FFE & AT B 5L TME b i1 G
TILA THEIMEAWN T . Tk, ZMEKAIHIT
SRS B, 4 o TIL 73k 5 ICIPARPi OV X
DC RE IR, 15 76 Db I 305 52 G 02 400 i) 5 344 5 470 o e
G N o X Sk e i A5 TIL J7 1k 3B s OVCA
R T UG T ) £ R

TIL KR 1E 5 OVCA B3 4 2Z Ik KB YT 5 o
LF B TS AH G, BRI RS IE 52 T TIL y7 23R
J7 OVCA WAl 47 M AR 7 5 £ 52 B oz FH e A7 1 i
Z EPR K, AL FE G 400 ] o B SR SR B L TIL [
B BUR TS PR AN R DL R S IR YT M S, Bk
TIL y7 357 OVCA [XELL) 12 SEiti o A SR 5% 1y 2§
FELLT IO A S0 I |28 T A Sk A A
B R T OVCA b TIL () Rk, T A
[] TIL VA A g PR 35 vh i ) i 22 e Mo L 5 g
k3% 1 JCI , I LA R Ge e il TIL fags 513 , 257 g
5465 Y I FE 255 A 3 Y TIL G s 40 T R 55, D R B
Jreke ik TIL (4 S0 1 & 1.2, v 48 R F il CRISPR-
Cas9 J [ 5 % F R @ bk TIL v i B0 88 4G 45 0 4
VL3 5 7= b R0 T 08 T e 0 o 5 R A 5 TR, 5
A 4-1BB il {5 5 5 IL-15 S5 40 fd 5+, & £ B
AICAZRTIG T PR T 4B ; @ 76 I IR 7% 4k 2 1
F gt TIL BRA 1R 7 SR ISR &, R 40 M 1P 4l TIL 7
5 ICI PARPi OV D) K DC % 1 25 25 Wy 8 i i st
7 SRS P R RO, R B OVCA fB 35 7 of fe 1

S GE SR TIL IR A58 DL & 2 R 38
GAESEARAH, TIL J7 ik A HE b v IR A i
hy B SR FR ORI AR AR A
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