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KAER, FEE (AR RFNHBERETTIBG AT BRE2EefBAF BHITE KR A
HAFRHFARELERT, LT 100142)

g Bt BB ECEW BELASTF REIHELEEAL ATTHEFE ARTEERK
RAT. AEFEHERMBEF2REFBERZZRAMHERGMBELLZRALE ZEZ R, FEIER
MEFRARETELERR EARBELTLZR2MEEHFTLERZACE R AREF XA L2
MEXEVZER2BTEER. AFREEZHFERZPEHEMATESI, UE —RBEEZ &G
% J Clin Oncol.Clin Cancer Res.Eur J Cancer.Curr Opin Oncol & 2 F X % X 204 & , 1k
HPEANBE(CSCORBEE L HIEEIM(CSCO AR ELMFAEXERETELTH). HE
FHEFHER %X FERER 2 BT R -_FE AXTHAA SR S EETEFH
BE=Z%FLE1T.
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Current state and progression of advanced melanoma treatment under precision
medicine

ZHANG lJiaran, QI Zhonghui, SI Lu (Department of Renal Cancer and Melanoma, Key Laboratory of Carcinogenesis and Translational
Research [Ministry of Education], Peking University Cancer Hospital & Institute, Beijing 100142, China)

[Abstract] In the past, surgery and chemotherapy were the main treatment strategies for malignant melanoma, but companied with
poor prognosis. With the development of high-throughput gene sequencing technology and the deepening understanding of tumor
molecular mechanisms, it has been found that tumor heterogeneity and the diversity of tumor microenvironment affect tumor formation,
drug resistance and treatment selection, leading to different responses and benefits of melanoma patients to the same treatment. The
emerge and progression of targeted therapy and immunotherapy have significantly increased the survival rates of patients with
metastatic melanoma, promoting the individualization and precision of melanoma treatment and making precise treatment a research
hotspot as well as a trend. This review mainly summarizes the research progress of systemic individualized treatment of advanced
melanoma based on precise subtyping and molecular level, and to get a more comprehensive view of the survival status of melanoma
patients in the era of precision medicine, as well as the prospect and necessity of developing various targeted therapy, immunotherapy
or combination therapy.
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Bz BER—MARETECZHKRNGHM
BOUUBEERE HEHEATRIE ARE, L £
BI50 4, B - A R ER S K, R A
FRKERHFNSHEMREZ ", 45,2018 %
AIRBERBH RO A 28.8 761, L= ANEA
6.1 7Y, HRTEHFTULAKBECEZBNEET
A, T 66% B9 & & % I8 A fom (43%) Fn Fh i B 6 %
T (23%) , T X 7 0 S B ARV 7 o b A R 5%, A KA
ENZRREREENTHUEHRZRRIMNE R
FHABERAVR S AFHRH. CTEHEECR
BRAMBMRGE TR ER TN EEZ L
gk, EdTHHBCZEHINENHEC R,
CHRERAYFEARE T EERTTRANS
R, 14 &£ F ENH 25. 5%, F 405 0S H6.24 A,
WMEREETRAWIERL 4N EE . E5E% 4
FollE LML RERRNER . 2EFHEBT
FRELZKRBELAELEECZENBASAIETEA
R ITHTIETER, AR EE Km0k
W67 VA BB R RSB AR R 5 Ut BB & AT MK
W REENEAERER, AXBINRBEETT
MERMETAREIET U ABRHECREES
REE LN TT R,

1 ETEREFHGIAEEZBOEEETT

1.1 MAPK/ERK 1z 5 i@ ¥4 45 %1 7|

#E T 90% B B B K B B H 17 E MAPK {5 5 @ B
*EEFH RS, MAPK 15 538 B o B 4B L e
f& (tyrosine kinase receptor, TKR) . RAS. RAF.
MEK . ERK % & & 4 ik , 18 i$ 2 % 5% B 1L 8 7E T o5 i
ERK, YA EM— M EENERIRARET T FH
VMAPK {5 & 18 J& By FF S0 0E , N T (R 2 P8 0 le 9 T
fRIEF'™, BRAFPEm MR BB R BAHREEXRE
EE, RERMIL50%, EFmENHRE (L ERE
V6OOE (#l & B2 R % 2 A & B ), 2 & & 34 88%,
NRAS R & & 5 20%, NF1 R & & 78 14%, 17 KIT R & %
T 3~6%", ERIAEN—TFTRET 2 1930 F€ %
BEREHANEFEARYL R, FEEEZE AR
BRAF % 4% 2 % 23. 7%, NRAS B9 & 4% &£ % 10. 4%, C-KIT
%% % K 8%, TERT-228 ., TERT-250 . PDGFRA % % % 4
A 45.9%.5. 5% %1 1. 4%, = [E A BRAF % & £ 87 T 1%
TEmERAM, X5 Emf 4 E R e F B A KK
WIBRAF REFEF X, A ENERbWAHEMEAR
R B ABFRIELY, ZTRRCEE LA,
BRAF RE MU HAREERZZA AR Tz, £
EeZ BTG HE%. BRAF A RERE L& £
RABIMIEE . 2011 4 23K E % T BRAF 17 4

7 4 ¥ 9F B (vemurafenib) i A F BFAF & & Al 22 4%
M B R R TTTHA I AR R 30 45 R A7, PRS X ik +
PREEEKG.9 vs L6AMA), EREFELF
B 7~8 2, X —ERITHF T HEEBITHAIT,
IIT#A W& JR #F 8 BREAK-3 iiF 5Z 34 47 3E B (dabrafenib)
1 J BRAF 4 % 7| %¢ b 3£ + B % % 0S.PFS.ORR & &
o, E2013FHWEEE & & EEEHEF Food
Drug Administration, FDA)#k & B F 4 7 4[4 = 45
kB e R IE T B & 4 B (encorafenib)
B 2 fd 6 97 (NCT01436656) 5, 5 £t 22 17 76 97 (4o
NCT02159066/NCT01909453 Il JK #F 52 ) | %.9% #6797 (4o
NCT02902042/NCT03235245/NCT02631447) Bk 4 4 Il
PR e 2 BEAT

YAO & "TAR B 15 5 3 5 L | A R U M 1 BRAF &
Ao A 3 2K V600 28 A% ki vE M AR C T 20 BB
TE M T RARCTL 20 An il & 78t R — AR
% 1 k3T % — (X BRAF #1 & 7| (EZ 3E B ik 3E R Ao
2 34E JB) #1 BRAF 41 4| F7+MEK #4175z A 50475 46 11 2%
Xt b3k 254 T R RE , {E BT MMEK/ERK 4 % 7 F2 — X BRAF
] 7| PLX8394 7697 1 4k 3 ; B IMIK & 0% B vE 1B
B 1 Bh RAS B 45 & F1 CRAF B9 7 15,

BREGHETHUNTHET RFARER,E
o — e jE] AR, 49 50% B B E A L4 K
200, V] gk 5 MAPK 18 B¢ W9 B S 2K B 5 5 % ()
% PI3K/AKT/mTOR) B9 #7& A X . % 1K B & 8% ¥ B
(receptor tyrosine kinase,RTK) 74| 7| % PT3K 1@
B AE| R 5 A w B A BT LR E T I
%, B % e KRR " £ # AT F . MEK fE % BRAF
H T i & B , BRAF 417 %) 77 B% - MEK 4 ] 7] = LA ZE 2% Wit
2 B> B R RL,ORR M 50% 32 & Z 70%, ¥ £ PFS A
T~9NMHAREKZE 11~14. 9 A, FA0S A 13. 64 A 5|
I 24NA, A H A EAWEERA . COMBI-d#fn
COMBI-v 7 BUIIT#A I bR 1 B 40 7| 2% BF 14 47 3E RBR A&
B = & R (trametinib) A frE R EEERH
FHF T . T — B R 7 BUA R #E AT 5
R HT, 5 4 PFS F A1 0S & 4 Al A 19%(95%C1 : 15%~
22%) F1 34% (95%CT : 30%~38%) , ilf 52 BRAF 41 # 7| Bx &
MEK #7 & 5 & £ F % 7 B A # B % g,
COLUMBUS #f 58 ** Vi 52 , & %~ 3k BBk A L % & . (E+
B) #t H 4 3 4F B 72 PFS.0S %1 ORR 34 B £ 5, &
OSEEB vs BAAE R vs BEAERFHHIE33. 64 A
(95%CT: 24. 4~39. 24~ A D vs 23. 54 A (95%CI: 19. 6~
33.6 4 ADvs 16. 94 A (95%CI: 14. 0~24. 5 A ), 5
T KB K 39%, 3 H L ® Bt & 8 (lactic
dehydrogenase, LDH) IE & 3 AL /N T 3L EH
i &AL, BE,FDA#E T 3 4 BRAF Bk A MEK 47
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#|77 B TV6ITBRAF V60O R XM B B R BB H X
3k BB 4% & B (cobimetinib), 3k 37 3F BBk A dh
ZEHER,BEFERTANEHER"™, 5 TNRASEE
il R IVH B & F B EF, IR R LA FESR
HBRFH FAPFSQ.8 vs 1.5 A, 95%CI: 0. 47~
0.80,P<0.01),E#O0S tHEXAZR,ETEW
ORR % 15%~20%, £~ §E /£  BRAF 27 & & 8y — & # %,
B MEK 47 %1 7| BX 4 CDK4/6 47 % 7] 2K % 7% 36 J7 7 B
PRBIF T A, AR KA R IEAEBEAT 0, 22 (ESMO fit & I
R 52 % 48 w8 ) A1 (NCON it 78 s SR 2 B 46 88 ), 34
¥ & BRAF 5 [A 60 B T 1 Bh =7 477 I o 1 T 47 T 20 B
HEEZENIETY,

1.2 C-KIT 94l %)

CKITETERAR, ARHEMKITEEE T
TKR, 5 B4R 2 6 J5 ¥ 7E T i {5 5 % % 18 % 40 ERK Ao
PI3K 1z 5 1 %, AT =0 g K 5387, BRE
F K4 & (The Cancer Genome Atlas, TCGA)itX| &
N, E NEEE AT A K Triple-WT (BRAFwt .
RASwt F7 NFlwt, 27 & 48%) ,  JZ & BRAFmut (27%) 1
RASmut (20%) ,KIT X & E £ Triple-WT #HH & & T H
MR HIEEL TripleWT 2 & X WA AEF
xB, FREFHETAET 3NN EEERR
36N o B EFBEAACKITRE,BHHL
A5 A Bk B & 8 B C-KIT 58 48 & 72 28%, 48 % #F
RUMEZTHFECKITREXRG THEASY, FE&
J&.(imatinib) 2 —Fb C-KIT #7457 , & I8 — T % T
BUEKITRENBCFBEEFEXFIERIET
B [E] JB I T 58 BV R B, SR AL PFS 7 4. 2N A (95%CT: 1. 9~
6. 44 A1), A0S A 13. 14N A (95%CT: 9. 6~16. T4~ F Do
KITRF A EASEF 11 3 138 B # E 463k 3%, 0RR A0
DCR % B A1 24. 4% 71 66. 7%, T 72 2 o fir . e 55 45 | 9 3
A 19. 4% F154. 8%, J&. Z & R (nilotinib) iAW &
(dasatinib) .47 &% & (sunitinib) & C-KIT 4 %l 7
B 5T A FEAT P, 2 B e ) Fr N B I R R B
BAR T — & Bl A7 e,

1.3 PI3K/AKT/mTOR 1% 5 i@ 34 4 %1 7

PI3K/AKT/mTOR 12 5 i % 7] L8 45 40 g e 35 7
a4 BT DA BT #, 38 3T PISK 5 EGFR# 4 &, 7E 1k
AKT & &, 4 T 3807 T3 F9 mTOR & & 0B 4 42 1 A Y,
#8%2 F BRAF #7741 7| =% MEK 47 %) 7] , PI3K/AKT & % 47
i 7 3 8k 1R 4 BY g 20 A 8 T, PISK #7 # 77 P1-103 Bk
4 mTOR #4775 % ¥ & (sirolimus) *f tL £ 25 7 &
RA ] P e 4 A 3 7 0, B PTSK 4 %) 7] o AKT 47
FAETHABTH ERRB L EAH#TH, £
WK, PT3K/AKT i % 7 ] 7| &5 BRAF 4 % 7| B & % 72 R
it 25 & & Bh, mTOR 47 #| 7| Bt & BRAF 47 & 7

(NCT01596140) 3% A T Il AR 1K 3 P X o
1.4 pl6-cyclin D-CDK4/6-RB1 i@ $& 4 41 7|

20 F9 B B8 & B 1K #i 1% ¥ 88 (cyclin—dependent
kinase, CDK) = VA 1 4 il Bl 8y & 2 & &7 ,CDK4/6 5
4}l Bl B & &1 D(cycelin D) B Rb & B BB 1L, 15 4
ML PENSHA, [ AT,CDK4/6 42 MAPK/ERK £2 PT3K/mTOR
FLAGETREN TS T. CDKEEAXEFHWN
RE THPAEEZCZRENAAELRETERE
BRI, DA% % #8589 CDK4/6 1 4 7| 7T FH v
R NGLEAUE NS HEA, AT Sl b Bl 2 7. A
KNI B £ S HCDK AR H A EHANRE,
pl16INK4 5 4% 5K #t & (43%) , CDK4 $% I %% 3¢ Ao (8%) Fu
CCDNL ™ 3 (7%, T HA — T 514 6 fom B & & 8
BAWCOKEAEZEMEXERF NBZNAXRYE TR,
82. MW Bm B EZ B aAMAEENER, L L0S
EEETAERMEE(P<0.01). 26 FE 5%
ST AMMEEHERCRET, EXHERER
(palbociclib) ¥ J7 J& PFS # it 6 4~ A "Y', CDK4/6 #7
1 77 B% & BRAF 7 | 7| 72 Xt LT 25 o H 2%, v H R
BX 4 BRAF 47 1 7| PLX4760 7£ BRAF & 7% #y B 6 % & /)N
R R AR T AMT A (P<0.0D., HREEAR
3 A ik P CDK4/6 #1 & A [ 18 7 R . 3 18 7 A
(ribociclib) 1 3 5 7 Ak (abemaciclib)]# FDA #t
Y T HR'/HER2 BR #A sk s M M SLIR B W0 3607, B &
% ¥ CDK4/6 0 %) 7| 18 Xy B 25 S Bk A 30 14 L o R U6 7T
J T B 6 8 0 e BRI 30 A 34T 1Y,

2 RERTEREREZEREST PN

REBEHETERCZBETRAE T Xl
B, B NEmETHRBNABFEL R LG R
ARE HNBECEBEELEFTEXHABHE THK
ERHANET . BEERBEENGRTENTEMS
Jie 8, BT A K= B AR AT e R R A, B
ARG T R, XA IR IR T R T E A,
2.1 %Szt EdpH)7] (immune checkpoint inhibitor,ICT)

CTLA-4 AR K ATHAREZTNE S, 5HE
# 2 40 i #9 CD80/CD86 4 4 J& *t T 40 fg 1y % /% K It
A VR 1B A, TEL BT CTLA—4 W] 3 98 470 b 98 16 A 12
It # 47 (ipilimumab) /& 4t % CTLA-4 By & AR 1t
TgGl & % w [ H 1k, B 3% & & 0S, £ 2011 F [E X
WFDARER T A IR B A B & R — %/ =
KIETY . —TIIHIE R IARERYER, BEXFIT
ERBALRFERRAFERMZRANEERE A
F R 0S(11.2 vs 9. 14 A, HR=0. 72, 95%CI: 0. 59~
0.87, P<0.01) , 5 4 0S £ 4 A A 18. 2% (95%CI:
13. 6%~23. 4%) F1 8. 8% (95%CI: 5. T%~12. 8%) , i BF #
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VL E U R K AR A . i IT ks FDA B MBI A R 2T

PD-12847[5 CTLA-4 [5]J8 ,PD-1 5B 4&PD-1.1/PD-1.2
A FRLATFTHEEEINH EE K. TG
J& 1% 3 KEYNOTE-067 2 KEYNOTE-006 4~ B! if 52 7 4k
¥ 41 (nivolumab) A F 18 F| Zk # 47 (pabolizumab)
EHRBBRERBEETTFRATR, AP LRERT D
FHKEFOSS HOHER THIIEE RGN —
Z %697 . PD-1 47| 7| B ORR 3 F g6 78 2 2Rk 52 B
— BRI, 4R B E A& B P H ORR A 43. 7%
(95%CT: 38. 1%~49. 3%) , ML BEEZ B N EE L
A ey I A B2 K 34. 8% (95%CT: 20. 8%~51. 9%) ¢,
BEXmEAGRERETHWEHAREEFE EEHORR
wERTFEF, EREX-—AEFWERZ —ZLHE
BERBEH SR TREEFNAFHNTE, Bwf b
FE B % J& #9 PD-L1 & 34 fo 8 R & 1 #7 (tumor
mutation burden, TMB) 34 & 1K , X 4. J% V& 97 H9 K L
BTHEF. EFEN—TFTRANRTHAERETEA
W B e KB EE WA o, TT% B L B R B
BEAAHAMESR, RAE2 N B AR EEER,
A7 & PD-L1 2 34 FH P AR (K (23%,26/110) , £ X 4F
B | 47 (triprizumab) 76 JT B E K ORR 4 17%,
B 50 5] o B Z G HIORR 4 14%, BEE & X5 &
HENE, XIMATFETRECEZBABFENL
Fu ¥ E RSB HPD- 1T FWIETRE. &
JEER AT T, AR E IR AP T H 4707 0S #1 PFS
EHR TR ELIET,BRAAITTBRAFR L X H B
6 %8 B 5 F 0S F ¥ 60%. PFS % 4 38%" ; € Bk
BETAIAFIRR NN ER DR ESGTEY
4, RE CM-067 F1 CM-069 & JL [ 76 77 48 % F B K AL
MIEHMNGFAHREETR ESREHNELLZE
B, B HA R R RAR AN,

BeEBENEERRERFAMAMILGT RAK
MEEZ — IREMHWRR A FERE AFRET
Hab, &7 PD-L1 RIAAF,TMB T 2014 F 5K E R
EEBTHREE RREITIT AN EEARE. W
J& CHECKMATE-227 5 78 TMB=10 7 PD-L1<1% & 8% 27
MEEEF , ARENFASFIR LA TR LR
BB AT TR RLE HFE AN, TMB A AT
BN A L FE H F 5. TMBERA T AR REXF
T ] SR TN e 1 2R S B T 2K, 300 1 e A 2 AR An
2 F R BRI TMBAIGEP B K0 4 440, 45 R & 3
& TMB & GEP 4ELH4 % ORR F 51 (37%~57%) ", 54
B4 & &t [% (mismatch repair defect, dMMR)/# &
B E 1 % (nicrosatellite high instability,
MSI-H) £ F M W, 3 % B % & & 4 (mismatch
repair proficient,pMMR) EH E LT, Efe %

dMMR/MST-H By £ £, B 4h, w5 vk Bk 2, 3- — A fuHg
(indoleamine 2, 3-dioxygenase, IDO) . i & LDH 7
LR g = Mk B 4 B (tumor infiltrating
lymphocyte, TIL) = E S WL L 5 B 6 £ &
FIIBEITHITRETE A X, 28 LML HH
AICI EA#ATIEERRL, HREHMELERS
(Iymphocyte activation gene 3,LAG-3)EE#iT 5
MHC 11 45 & TR T 48 A8 89 7& 1 , LAG-3 LR i L A 2 470
(relatlimab)Bx&44 & £40F T PD1/PD-L1##HIA] 6 77
kW B E B EE,ORR A 11. 5%, £+ 16| 7 4%
fif, B B X TR X (NCTO1968109) 477 72 #E4T
22 BBmRE

BRERERARBIEZIEAGH EHNRE, R
IR b 8 4 R A ARG TR (% i 48 B S R T
BIE ¥ 4% 7 % (talimogene laherparepvec,
T-Vec) 7 % [F %X 3& /5 [ 42 it & 48 B+ 43 3 GM—CSF,
M T B 9 20 B34 4R 56 1=, 2015 4 FDA EE#b A T8
TR EEZE, RMEHZRE— T4 4 OPTIMH
TR I JR 37 52, & 72 4F b8 % T-Vec F2 GM-CSF #4977
B, % R BN AW DCR 47 K 16. 3% 2. 1%, F4L0S
48 4233/ F A118.9 4~ A (HR=0.79, 95%CI:
0.62~1.00,P=0. 051), LB T-Vec F I m 3 5t B &
FREMERE, H RERBETNIET 7 E,

PD-1 4 FI A EH o BH P AW REEZ — =M
J& A B Bk /> CD8' T 41 92 3 , T-Vec BF 4 PD-1 #1141 51
BT 38 Jm fR G R FR B R CDST T 48 AL B 32 JE A7 PD-L1 &
e E—THAN2PIHBHERECEZEREEN b
e IR 30 ) o, T-Vec Bk & 18 18 A1 2k 2 470 6 e 8 4% 4%
L 62%. £ — TG KRB F , T-Vec Bk &
7 U ¥ 45796 77 4 B ORR (39%) * He 47 I 2 477 4 (18%)
BimlfE. 7— TR KA, T-Vec Bk & MEK 7 #
Fleh =& RAEREG RGN RAER G T 2474 B g 40
MG, B A& PD-1 TR AN Bk A G ERAARS
THEITHR. THEREERERATETECRE
TR AW RIEE, fln 1 B ELELRE
(HF10) . #7 §* % % & A21 (CVA21) 1 Reolysin®™ !,
XIERE R RFARET, BERERGHE MG
NFBRAEBECRETEA FNETH .
23 ARG

Fib 8 % v A 1 3T P 40 B SRR O R B LR
F= AR M R ROBL AR K HA S AT AT, A T AT R A
BEKNTHETR, BeFEREAGREAN
B Fi 78 (TMB>10/1Mb) , FL4F 5 4 DNA B4 & 7= 4 Y it &
FUR R A T A A, R LB R R
HHDCEE . £ & FRNA 2 ¥ S K,
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DC J& ¥ & § Wy 3& R IE & € % 8 , 7+ R DC fiF &
JZ & Hybricell B.7 2004 4 £ B #E A T E
& EJEREIT . 2017 & W E #] & &k & Nature By
[ 8l AR IR 3, 2 B 4T %% B 3 15 8 I8 31 4 R <
AR 2 RE G MRNAZ G A TEITHm B Ee R
BREEHRAT REBR, ARERT REHE, HF
H] 5 PD-1 40 50 F= A P B 2R

FHA A B N T mRNAJZ @ BNT111 FixVac
£ Jf BBk & PD-1 HU4R P8 K B A S 4t (cemipi L imab) il T
BRICIETAMBHECEZEEEW | Hils Rk
B E, EBRAETNITOEE T 60 HIAT Ha
KR, Fib 58 94 18 2 48 3% 35%, ¥ — 57 % BUE R T T
R, IE S BNT111 FixVac % PD-1 % 4 it 24 &4 B A 2
8 F 8 B A A, A I R R I A AT F

2020 4F % [ lfm /K i 8 2 2 (ASCO) /- F7 T & JE
A Z ¥ TLPLDC B T B B e X EF W [ b # Im
KA R ER,TIPLDC R B T A EERET 24T
EHE ERFE RS R T ZE &K, TLPLDC
EEEAEE FEAAE RN RS, BRAR
FHEITR =, BRI Ed NG T
B AAHRLHZ 2 F OABERNIERRAR, LA
BUEMZeELARELZHEIRE, EFEZE A
BUAHTERBEZANBEETER S FER T L
R B F T V6T HET SR
2.4 gk mie 4 77 (adoptive cell therapy, ACT)

ACTREI N H FHERNERAREETE
FHhEBLER R GG, BEHRIEZ KA
HATHERIZRT. BERWEERTERTILET .
TCR-T 3677 .CAR-T 36 7 1 NK 48 A 76 77 ",

TILENEZRNMBELALATREFEER S
e R 7 e R B T oM B 4 2R AT B B, 34 B v R 1
BEBHEYN, E—TANBHECEEEEEY
TIL (LN-144) 78 77 &9 11 # iz JR #F %8 (NCT02360579)
#,66 7] PD-1 #4176 77 K K & B % 8 B % I DCR
ik 80%, /7 PD-1 B 4136 )7 it 25 19 & 3 4 R # k #
TCR-T 40 JiL & 1# 70 B ARS8 T 40 A & 3k RE 45 3 1 1R
7 FiF 98 3 0 R B AR K E LB E . LAMART-1,
gp100.,CEA 1 MAGE-A3 7 2 & #9 TCR-T 48 A 7 & H H
R A2 T, (8 5 15 NY-ESO-1 1y # 5 14
D8 THRKETHRHEZCZHEENIEREREE
MOSE,E200 B EFHBEELTH ILFAE T IER
AR (55%) ,3 48 Fn 5 4 0S 37 433%™, 18 &1 T AP 8
TR B MHC T B9 T, 4 8 MHC 1 R A #9 TCR-T 28
BT AR R, CAR-TH B FHAET £
R 18] AR, 4 5 R T 40 B YR ST A Y R A
Ft(single chain Fv, scFv) % &R B B 98 4 )8 1

FEAR HiMHC 2 F o CAR-T 28 1 74 )7 B 78 M0 ik Ff 78 = B
BE AR, BEEZEBFRREM, a5 THRE
IR EL P BT 48 B R e | LR BB R R
*o AHAARTENRARBECRZEEA F LI,
PN EARE 5 R T 4 i & A& 34 B9 TOX/TOX2 F2 NR4A 2
B4R T MR, LT EREEE KA
CAR-THITENRBEZEER FHRE T A0F K1,
HE PR E CAR-T 40 jL 76 5218 o BT 2 7,

3 GRERAEEIGTTREARRERATHRN

HEZEZREENTNNE - ALE, 5
W7 R, B MR, RN E &
FREF R HT T . 2020 4 ASCO A F7 T JS001 Bk 4 i
TER—GETHRBEREEZERE b lERAR™
MERFER, E29FIAMEREREREEE T ,0RR
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