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Obesity-associated metabolic and immune dysregulation: the double-edged sword
in cancer immunotherapy outcomes

R, TE , FH(ATERARSEMNES TS FMNTE-ARER RS EZEESA, TH FH
213000)

(8 ZE] JEREEZFEEIEME a5 A RBUSAHSC. SR, 78 3 12508 (MM A1/ i (NSCLC) 8845 58
JiRE S R R 1 32 S BT IE M AR AR SR e A T IE W AR B R, I — IR “ NE R IR, FLVEAE LA T e 5 T FREAR 5C /Y
PR HEYIR IR . IR ORI, NEIHEAOE 1T g 7 B8 I AT A8 1 RE 15 5 4 B G QIR 5 S e et A o o 20 R (O I D 20
JiE M PR SR A M ) L R4S T R A B (TMED vh CD8* T 4« 1 2R3 105 (NIKO 4 X A% SR (DCO B T RE » [ IS BX 30 fie I8 AH 5%
L L (CTAMD (1835 PD- 1, T2 JSOMUR ) S BE AR BT o SR, o T 1 DA TS 22 £ Jo3 BRAZE < i R Bl v (IR 2R R 3, A S A% 48
HEJE S SCHR B Cirt BMID (1 5. — 1 , 5 28] B “ B A2 02 (RO L A1) B L PR e A T i 2 22 Bl o DA i, AR SRR B A JR£E Ji R0 S e ¥
HH R KSLTED RONE » BB i o 3R HL ) TME A - 6 788 3 42 00 246 1) B SRV L ), R 05) 7B BT FY) 2 4 B2 D A6k SR % T AJC i S A 23 6y 2

A5, DU A PR e 28 2 RS v G 2 7y BRI S I
[REBIA)] s IR s e 697 s A0 s ORI oA 15
[hE%ES] R7302; R589.0; R730.51

& # $8 20 (body mass index, BMD) J& 3 T & 51 5
I 120 R N B AR BDRAS AT 20 KI5, 4%
BMI = 25 kg/m’ & XCNE H , BMI = 30 kg/m’ & XN
NEJE . A BRI O S RF L 22T, Fiiit 2010—2030
SR B REN 5 M 5.24 12386 5 11,312, W K@
I 115%, 38 il BRI BRI 48 24T, BRI Ak
WESE A 13 M MR B Gl R 5%, I 5 48 48 J AL e L P
B9 I 2 H e 5 IR s A RS A R (|
TE 528 i gg 25 780 o, 41 B 5 2980 (melanoma, MM Al
A /)N 41 Jifo fiti & (non-small cell lung cancer, NSCLC) ,
JE Ji i e 52 S B i A s A0 7] (immune checkpoint
inhibitor, ICD A Y7 J& I A A7 3K fif B K, X o L 4
REREREAF AR 7 AR ST S 7 [ I L PR LE i 8 R I
T BB T HR AR FEERT L8 78 AR | JORE A e
955 S H AR S AR BN AE W 2E L

1 A5Rr¢A4R (adipose tissue, AT) /B AL BEHE X AU
W5 %R KA

BRueEAEATAN, AT IR R BB N W8 B 1l 4
W IRER R HRPLR SR D K A A R . A
HE IR 2SR, BIL A R T80 29 g D7 IR (free fatty acid,
FFA) 7K-F- Tt 5, £ B8 g 105 R 5 K7 A, S [R] 51 EE L
AR S g5 IR0 e A, 3 T 5 Wi gk e 15 %
BIT R
1.1 AT #AH

MR b, AT F 2 5 8 A 4 AT (white AT,

[SCRRFRIRAG] A
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WAT) . £ 1 AT (brown AT, BAT) 1K & AT (beige
AT)3 Fh 2, HTh g K ACUH I & 5% . WAT EE i
TiRE B SRR 74y ilh . BAT EE AT 7S
RERVHAE. K AT T RE e T 3R A5 7 HeR 2 1)
AT, 2y WAT Fl BAT Z [ [ RS B Bk 4 2
Ak, AT 38 AT 4% i 5 AL & 43 N % R AT (subcutaneous
AT, SAT) FIl A JIE AT (visceral AT, VAT) , P # 1) i 1%
FEAE AR A e REAE R AN A R . VAT 4 3Rk
HoxC8.HoxAS5 J MCP-1 & [K] , i fift AF F B 5% , FE ik
(1) FFA B8 2, £¥: [ 5\ 355 (1) 98 0 I N« 2 44k I Jii 5
FARPL, H g8 M o et B B R . SAT s R A
SHOX2 F1 GPC4 FE K, H i 197 73 A 40 55, 1fL & 4L,
T P AH T B v, B R OB T A, AR AR
TR,
1.2 & /5 K-F XA

JIE 5 IRl -F- 22 £t WAT 433 , (04598 2 IR BE 3 A3
MRS, HREREEMEAMED WERE T
SR ACE T R R FEAC . BRI | /s R
I RE A (3 [ AT e B N PE e N . (H 8 R
KPS I S , Al PI3K-mTOR & # #1# CD4" T
20 o 7] Treg 40 P ) 43 0™ BE4h, 38 K% S CD4* T
Y1 B R AR AR U EE g, 3 ELE I Y i A AR U R
R4 i 1) Th 28 AL 434k , 3 1M {2 3F IFN-y ) 2 34
[EEHE]  FH5ERRHAES(81970080) ;
(HEERAT RIS, i
GRMEMESR] 20 G E a7 2
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8 R INLAE A AT 5 AY, LPS/IFN -y 25 22 BRI 15 5, B
1% STAT3 . JNK Hl AKT 15 518 #% , 175 5 M1 2 |5 B 4
MO AL . TS ALEIMI B SRR RO & IL-6 . TNF-o
AR RN T KAk IR F CXCL2, {2 #F Th1/Th17 43
b, FHIL R T R PRI R ) R AR i — 2P R
RAEN, TERERERES T R B BOE 2 M EUE S
51 % (U JAK2-STAT3 . MAPK-ERK #1 PI3K-AKT)
A 33t iR 200 P 38 B A e 7%, 5 2 R R AN R T
Ja AR, AR, R IR 3R B A Bt 9% 490 ) 24 A Y
FE AT A% B RR 1 AR AR BR R /K1 5 22 B i g8 Clun 2L
Jee 45 B T2 i 55 ) 1R XU 3G I AH 2
1.3 FFA ¥

26 Wi AR R 2 i, R 0T 43 fi VR S a3 B
FFA R IRIKFE T o BRAFE N BE 2 RUE A1, FFA I8 7]
A& G 52 R 1 98 0 S B B K SIS WA 1 43 b o
FRANZ F5E" 9L, 78 Rk AH 5% 98 0E A1 61 Th 12 & B i
oh, 4 G 5 B2 BT 5 S100A9 Bk 3] 5 K I 4 B 1)
TLR4-NF-xB #E {5 5 18 B, 301 M2 B 5 05 41 g
WAk, , [E) IS IE BE 3G I TL-6 . TNF-a & IL-1B 25412 4 R 1
(R4 s, R HE NS 12 & i . MADAK-ERDOGAN £519%
B FFA 38 ] 0% MCF-7 2L 9 41 2 () mTOR 8 5
i i3 e 4 B 1 36 BE 5 7% 7% , 1 CD36 #1177 5 mTOR
) 5510 0] AT L BT 2% 88

2 AEBEXTBRE RARIME R G ELE

JIES PP 3 it 5 A 5 A8hE 2R L B 28 i O
1% (tumor microenvironment, TME) , § 2 %)% Th B¢
VA, T8 B G 2 S PR R B, ) 55 D0 i I R
2.1 AR IR AP R IR I 6 Tk,
2.1.1 BB AE < E % 40 i (TAMD

JIE RS 5 TAM 138 28438 5 r) M2 B AR A2,
HHUR e 2 26588, LUOZ R L, g4 L E
W40 L PI3K-y (1) 3% 3k , 3F 17 0 il {2 % 1) NF-xB i@
2% - 184 55 (12 i JR8 FY C/EBP il , AT 55 5 TAM [ M2
B . M2 TAM AN F Wk Ty B8 I8 55 5 38 53
TGF-B IL-10 S5 4l P4 f 5+, [ PD-L1 &%,
3t i 8 H g% 1B 3k

B bR 2 SR AL ML A1, BEE TME A AR = 4
IR %) TAM Th GE 5 2 F2 . BAGCHI 222 % 3L, JE IR
AN, TR P& AR IR R ol e R A A1 o FH TSRk
R AL, 53 TME B8 2 2 35 &, 1 B TAM g
JE . 57 /& GPR6S [ 212 , M T L 22 410 1) HL A1 ¢ 4t fitg
BA - WA FR AL S 4 2 T R

PR, o e 2 A 5t B B VA 3% TAM (4% ¢
5Ihfe . MEREGCA5E h 0) 2REAE 5 (1 IFN-y) AIAR
DR R A TR e D 388 3 3% ey 7L h 4 76 T 2 2

% M 1 (mechanistic target of rapamycin complex 1,
mTORCLD) i 1% , % 5 TAM = £ 3% PD-1% H4RH
IFN=y 3Xz0(¥ PD-L1/PD-1 15 5 4 _L 8 5 JE AR BEHE A
T A2 98 i L H 1) AL 3 B0 G CAan A i 2 Jo e A 28
TFN-y 7K~ FF s AR 22 15 5 I8 48 B A TAM i Rk
PD-L1, & 3 G % 638> . {H7E fE Bk TME ', PD-1
S5 E LB E AR A, — 710, R E R
TAM ] JAK2-STAT3 15 ‘5@ ¥ , 3K 5 M2 FE R AL B AL,
FEHD ) IFN-y S 7 16 s 55— 7 T, & i 417
il TAM IR B T2 i 1 32 G T o AR, 3 T 400 35 L A
W fE 3 AT R AR I AE™. (Rt JE RS S PD-1
15 5 0% 233 — B 30 TAM (4S5 S ThAg, b
Jl TME F S 2 431

2.1.2 %R M 30 %] 40 A (myeloid-derived suppressor
cell, MDSC)

JIE FRE ) B A2 32 MIDSC F 35 1 389 0 5 3 g 16 o
HHUH 5 a1k K7 (I CXCL1/CXCR2 ) e K A7
(I IL-18) S K FmA G . EFL A
HEJE 75 S CXCL1 m3KIA , il CXCR2 54K Gr-1"FasL”
AT MDSC, 3kl Fas/FasLi#i# i 5 CD8' TIL
P B SR IR A K I S g3 VR T . TR B
R T, TL- 1B M 3IF S22 BX 5 MDSC 3 1 3F: 11l 5 PD-1
O FRU7 285 ) S PR 7 3 2 U AT ) RE R
1% MDSC & [fii PD-L1 )& , i M) CD8* T 4H
L vE PR

EAFVE B A2, A FRIE I AT 76 b id 72 A7 7E
Fe et . B B E R, R4 TME 1 B
MDSC & B [ A il 24 b P br 41 i R TBORS 2R 1§ 1
(arginase 1, ARG, #litl| T 40 fuvG . AR Z, X
PR, VAT R 5 1 3R 30 L 17 5 SAT 6%, iX 7R
JE e TT A E I AR 3 AL K08 M R E 5 5 MDSC
PR,

22 KBl B3BUNYIG oI L A AR
22.1 A # %1% (natural killer, NK) 28 A1

JIEJik N FHE NK 4 gk - 48 i B8] - 2 s i 2>
B st ae kst 7R B IS B, NK
41 B Th e R A YR T BE & L 45 AAE 5 R S Bl X E
1. —J7T, JERE TME 5 5 NK 20 AR 15t B 65 , 4
S5 D ) W T A R, 5 A MR M T RE T R 1
RER AN AN AL s 55— J5 T, TME Hh i 283 (1 v 5 1 4
T 4 F B7-H6 2 3 T 1l NKp30. NKp46 5 i iG
AR AL, )55 AR 0 R 4 e R e 10T BtAb,
KA R (55 06 58 R PR 2R, it
— 3505 NK 20 f Th e,

[ INF, NK 20 i3 £ il A5 32 1Y 247, BAR R I N
Y1 B B AR 1) CDS 6™ NK 41 g V2 H5 = 48 o, 40 g
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B 1 15 1) CDS56™™ NK 2 i 37 7 £ i 9 />, %
T2 52 I35 6 2% B2 I8 & 806 1) DUSP1-mTOR-TFEB
55 R, 5 BUNK A MV B AR A ) B U R
i 1 N B, HOX Bk i 7E VAT W B 2
CD56"" NK 4f iy . #¥ 5 b 155 18 50% (A J 1 A A
10%) , H. =215 CD63.CD54 J CCR5 26 40 414+ B4 b
B, PEOR AT AT BEE I J5) 3 5 A 5% 3K 31 NK 48 g W
TEE IR AE , T ROMURE (1) G HOWEY

222 CD8 T#HH,

JIE Bk 2> 5 B CDS RT3 T bk B 41 2 Ctumor-
infiltrating T lymphocyte, TIL) & /b  BEFE 75 14
B HS S D RS2 40t . ML A4 - AEJE R I CXCLY/
CXCL10 8tk B 73R8 5 2 CD8* T 40 ffd ) 18
BT ) B AR Uk 0 s AR ARG 2 B R B 1 ) T 40 1
FAIEME 5 RN ThRE , 90 5 1M 41 2 46 & -1 (heme
oxygenase-1, HO-1) 1A 3 5 HHr i 788 /7 , {2 3t i
Je 13k YT 18 M A BRI R (TGF-B S IL-10)
/5 CD8* TIL 4 58 7% M 5 Th e 2 461, 1fi PHD3 % [A]
TB T P HIF-100 0] 390 3% 1 4 9% 410 1) 3 3 58 51 PD-1
FOHIFT R

KT CD8* T Al Eus b £ PD-1 )R IL, B
AOAIF 78 45 18 A7 4 8. IR0 7209 R ik o ot 93
Z s STAT3 i % _E 1 CDS8* T 41 iy 2% [ PD-1 ) %%
i, FECTAARFEE . (HIT Ak 2 T T 0 42 1 IE A
¥ 58t CD8™ TIL 4 fifd % i PD-1 [ 3 3% I K E
PEer, B LR AR, BOT 2PN B 5 R I, 7E
JEJBE £ 22 B2 DIO /N B, PD-1 i &34 1) CD8* TIL t
151] S5 25 AR ARK 5 £ B 2% 4% 1 40 P IR - 0 b o 20>, HLIE
WA R /N B CD8' TIL F PD-1 2% 32 [t 47t J5 il 8k
I [E)HE RS 9, i A PR /DS RO s o2 i %, o HL T g
NEHLEZ . tEAh, BT CD8* TIL 5 3 B A
EW (0 CD45RAHLA-DR) 7 & i % % 7, & W]
JIEL JR: 2 LR 1) T 240 B 7E b 98 =3 350 140 Th e AT, 1
EHYIIHEN . XK I I ER R, RS SR
CD8* TIL Th e AS 1] fEJH A7 F 28 $L (1) PD-1 /- 3 1
st

MR E S C AT H Y e 25 2900 .
TAM C A IE S22 JEBE TME 1 2634 PD-1 ) 5% B2 41 ffg
B, X — RIAALIE R T #7112 AL,
9 CRERERF IR 7SR T B BN AR R T 40 )
PD-1 %A A REA L1, {H TAM I & 4 () PD-1 f# 3
JSCAHT PD-1 75 B ORI A BHISTX — 15 5 REfi
B TAM AR U A0 Dy g4 1), AT 58 A5 280 5 20 47
Jo S L
23 MERBRREST@EE

UG IO %) e EDURT AR U5 2 453 5 % SR R 48 i (dendritic

cell, DC) #7 Ji $2 S A1 CDS' T 4l (I §E /1. DC
ot B E WM T BR 32 4K -1 (macrophage
scavenger receptor-1, MSR-1) /1 5 fig i 1 #& B,
DIO /) RS Y I I N DC R A=A B 4 A , R I A Ml
9 PR SR AN BB AR TR P 1 58, S BUE R (ROS) 7K
T i & 1 ROS il & — R T I N,
B E I I I A A 1 R N BT X LI, YO e ok
Kl XBP1, S HUIR ot i F 5 PTAR™ . S AR LA R
I A vh 8 ARl 3L 45 HSP70, fHIE 2 fik-MHC
5 G I B AR 7] 48 B SR TR ) 2 A, B E PR
TXHERTEE,

24 KERAZIR &g kik

JEJHE TME A& — /MU & FE 7 8 S 25w 4+
Fr, R AR IR ) 5 8 9% 5 2 1 S 4 i kAT
AU E A2, WX 3h e kit . AR TME H i T o &
B, AU E N CD8* T 4 i ™ A= IR #5 1 , B4 Ho e &
FI B AE BN AM N E . SRR E RS
CDS8* T 4t f b5 B e 0 1), 5 BURS Dy g 2 401 /&
KPR R b R DT R AU A 1 < B g CPT1a /1 3
HE AR 15 25 4w FE , DR 3H CD8* T 21 A M 1 25 FA b 1% it 4%
Iri) AFF AR 280 1 I 7 R A4k , HE 2 e D Re FE ™. it
A 5 RE TR I8 T 1 5K B 2 IR A 32 fA SLCTAS, i)
il CD8* T 4t ffu %of 2 2 ok i 555 0 75 2 R 110 e L, 3k
— BRI H AW G il RO Dy RS

ek g 24 i AR FG o K I A R B A A R
TME H5 A RS 77 55 5 B 58 4+ 50 5 0 35, AT in il
o AN BN o o Jed A AN 56 ) F TME Ho &8 AR i
PR AT E AL B R A, AN BB R F T e y% 4 i ) e
R UE , FACUH B = 1038 5 BUM PR 55 B A0 AN IS Tt
A —J7 I, A BEER AL U TAM )R 2% B 52 1
GPR65, 411 ] Fo A2 28 48 Jf BX] 1 79 b S 7 i 4 52 Ty
REe 3 —J7 1, Jig B A AL W] 5 5 DC & A AR
H A, N5 07 IR A A AN 2R AR T 1 3 5, S ELROS A
8,k — i i g S A AE S IE AE R FE DC BBt
X AR,

G A By (1) A E 2 A AN H TME
(IHMERAE 54BN RSN o B TR I, T 20 i N E 1 4
PR A 550 PD-1 A B il o — > B I AR R 42
76 T 20 B bk B2 98 A, PD-1 45 5 (1 R Ok 2 o ook B0
PI3K-AKT-mTOR J i#% 4 3 Hifl I fift % B i (GLUT1/
HK2) 214 I, )50 “ R I8 i/ £ W Sl g A/ R A
CTEAL” M, B I A8 AL IR IO B S R AP-1, {2
MR R A . KR AN R 1 5 N E S
TH I S 382 5 R e e A M A R B 2 A

FE NK 40 i, IR 5 B9 18 7% 32 76 CD36 /i 5 4
T B JE , WO o A A W B R RS TE TN R
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(peroxisome proliferator-activated receptor, PPAR) if
FE AN mTORCT ¥ 1% , BELAS B 1 A S SE AL IR AL , fie
BE R TR A AL, S BUR M AL 5 D REZ 0. AR
TAM H, JEEAR 2% 0 SO AE 5 5 A R 7~ 20 3l
Pl mTORC IS, 5 I w3k PD-1, #EiM 51 & H
B B 2% 1 5 D RE R RS, % W] mTOR 45 4% 0oL
X LLAE AN [R] e 2 4H L o mig  JE JREAS 5 B, 7T 2 A
A R Tl REAE R, SE IR o S e A o

3 BB RIZIATTHIRAT

JIES TRt T b 98 e 98 Y8 97 FR) S W A7 AE B TR - — T
T, R AT e i ICT 9T ORI A A7 285 o — J7 T, JIE
JBE A3 AT fE 39 0 S 5 AH S8 AN KR F (immune-related
adverse event, irAE) [f XU , 75 K- 2e 5 0 F S 3504
PEVRIT AR BLAL, e A 8 R 2R i g % 38 47
FITMED 2 g 40350 PR 25 CUnAR 8 IR 28 L 31 AR 8 A
WAL AR RR & 1) 22 5D 35 2338 B ICT s S 1) S
JiPE
3.1 eMLE R ETT A

RERES ICUT 3k R BB AR Z W 6K
UEHE REAFAE SCHE AR B RRB RS , AR AEH s
FLARA A A T DR 32 e 5 2 o0 JE I IR R

JEJHE 5 G N6 97 B 8 43 1EAH 5% « 22 T[] Josi 4
I RAIF FEUE S , B R 5 350 3 J88 P 32 ICT YR 9T 5 ) AR
AF3R 58 G AH DG o — TOUER X e A MM 25 14 [ i 2k
ZNFIF TN T H AL MR TT BT BT
() 2 AN ML BB, o G 2890 97 AH O BA S A 4 4 52
BT R BT ER G 38 R B IBR VR TT 1 B AL T 13K 56 BA
1, LA B2 32 WA ) 2R B 470 L 9 QoM G B 4t s By 2 )
BRI TT R BE BA A o 5 SR, M A
N T HE e A2 A7 3 (progression-free survival, PFS) .
SR TR B (overall survival, OS) i F K, Hix —4
AR A 2 LT 42 32 SR VR T B IR YR T B BA AL,
M AT A FI R S BRI G . RALI R IR
HILAE NSCLC & 1) 2 O [ml BRI 7T, JE R
B FE B2 B M B BT L A R BR B TVR T S OS 3R
K, HIX PPN AE PD-L1 1 2232 0 30 41 vh 56y B
o — WUZ P A S — 0K BMI > 30 #3204
ICLYR YT Ja AR A7 A L K A S7 T R 5, 48 7= o
FERL , JEJE R B 2R I A2 AE T A0 AR SR IRAS (R AE
P2 ICHRYT Ja W S H t i “ e EYmAR”, RN
M3/ H AR 56 7 TL-6\TL-8 7K - 4 35 FAAIK 2 T 4H e 7
BOE bR &£ (PD-1.CTLA-) RIL H 2 i .

AT R 2 AR R 2 IR e % VR 9T 9T Ak
IR BLAL R AR At 56 2R 5 1 AT BE 52 MR JHERR B2 L 1l K%
TER S 2 ER RN . —IE X MM 3 i

FUCVE N, /T AR B B MM 8 3 (BMI: 25~35
kg/m*) {EHE 52 5t PD-1 B2 5K & H1 CTLA-4 1697 )5 »
PFS 5 OS &3 K, i 11 /111 2% AE B 2 3 (BMI > 35
kg/m®) WK B I AR . BeAh , BEAE T T B0
JIEL ke N T TCT A6 A7 0 1 e ) 22 5 3, 2 BT 7 I
REGFRATELT BEEE. W, £ MM AV
WINSCLC &, JERAN 5 51 B B A A7 BGE A
S ZERE T R , TR ICT A K A
YEIT R 3R R £ R, BMIT > 25 kg/m® Y 55 M R
OS ZEK, o PR NG 12 35 22 5 s NATK 250" R HLAE e
K AEFREAIN T B, B F 2S5 mLE K4
FHOG, 387~ i B LT = o] e/ H il — e AR s 1
CORTELLINI &4 5 30 ik 0/ JRE 0 422 52 S e ¥60 97
() 2 B R B B R s AT X R
725 P RE A VA IR T PR R Bl A B v L B AR
Iy WA BE 25 5 . CHAKRABORTY Z55° ) JF 5% B 432
ESE 7 aX — B, A BUMERER vl it ER-o {5 5 18 %
F I TME, {2 3 TAM [ M2 BURR AL, 3F 3 — 55 5
CDS8* T 241 fFE35 ; 1M 1] ER-ou 5 5 T W] 3 4 31X b 4
PEFNHION , AT 58 ICTIT R BhAh, 55— 1w 7p
7E NSCLC 5 U5 M 5 M A2 H /) BUASE 2 v gk — 22 IE
S, ER-o A Jd Bk B % i 4% BB LR PD-L1 K&, B
B )5 AL 5 1 PR A ZIF 583 2w, ER-a R Rk 41
$2 52 PD-(L) 1 4057076 97 B9 A= A7 38 28 o 47, FL 70 2%
REaE T F PD-L1 RIA KA G . Bhah, iE i
VB B LI PR T 5 DN 3%, L2 RO AR A v] BARE
M)A T SO, o IR R 3 i 10 3 3 A 3 i % T 2 o
03 Can e oI B = B 3 =), ol o A = 4 Can
LR WS BEAH 41 M mTORC1 15 5 , % 5§ MDSC
a3 A, AT 3K By B 2 400 1) O B3 0% J> - AH s, W
B P e 2 R A A B RE I R AR U 5 B PD-1A
I Vi) J7 384 5 A O, T 38 I 48 S5 CD4* T 411
Tt B 2 R S IO B

A5 I 500 B PR 18 A e 3 P 4 R B -
O3B X EE RS PE MM 1 41 g 98 (renal cell carcinoma,
RCC) [ [ i PR A 52 A B 52 BIAE e 5o 26 A7 J 1) 50
%4, DONNELLY 25 %} 423 1] %% # 14 MM i 2 1)
5] JB 1 T 7T B s, T iR BMI X} 82 52 10 CTLA-4/$T
PD-1 B2 (1367 & R AEAF R IO RS, T R B & VR IT
YR, PFS M@ 35 2K . 7F 7 — T N 32 ICT iR
I [/ 446 5155 55 M MM 58 35 18 22 o [ 1 A 50
H, BMI 5 0 45 1) 56 5 A2 A7 3 B oA G . 7
— T4 % RCC HIRF 7 e 1 R B, AR B2 S 8082
$LPD-1 L2507 3 (1) PFS A1 OS B4 i -
32 RS iIrAE

irAE ()R 472 T %% R AR AERr = S 5
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O IE B G A B B RN — T 22 o [a] 5T
PEBE 75 50 BT T 976 5 AN [H] b 98 2% B (NSCLC
65.1%, MM18.7%, RCC 13.8%) [f] f8 & , ¥ 1} BMI %}
Fi PD-1/PD-L1 H2536 75 , I BMI > 25 kg/m?
S AE OS M PFS A JIT 3 1 [A] B 5 ir AE AU 5K
{H G3/G4 %) irAE KAEF T Z R . A, BMI > 25
kg/m’ [ 35 L irAE [ R 4E 2 5 ORR 235 412K 1)
PhSTFINR £ 51X 2% B irAE 7] B S 50 % 2R G 0s
FEPE , 32735 0k (O TR S o 7E - B P M9 1)
FEI R 0 8% B 2R Ak B, B R R A AT AT 2 )
irAE B R 5 E 0. (H 53 — ISR B R,
BMI = 25 kg/m’ 23 i # 38 11 3 ¢ e LA b 7™ 5 irAE 1)
SRS 5 B B R F8 o 70 SR AT AT A A7 3R e I TR, 75
BN T A -
3.3 HRMEHE R SUASAR AR kAT AR AL 69 & [P

FH 00 R RRAS 3 38 P, BMI B 2 A AR
JERIZ W FR bR, (E S T 5 m AR E ) v A R
WX 2 BEW WLPAL < B e /K 23 o B T AS [ ) B 4
JS 3 T 4 A S AT (1 A B XU AR [R] 5 6 TCTHT 3K ) 5
M SR AN . Forb, Mg o A e S AR &L B CT
AL R W A R B, BE I R R e B T AR
(subcutaneous fat area, SFA) Fl W i g Wi 8 X
(visceral fat index, VFD 3] 5 &3 5 K ) OS A PFS i
R 5%, T BMI I TG 5k J2 W k35 b G 07 2 A 22 St e
H I AEAEFRAE . (B ARE T (K2 , VAT [R5 9 1) g
iR I P R AR R L A AIE S 2 B BMIT SR AR (477 2T
MFERR o 75T 5 P MBS K v 6] e A S At A
VAT HE U5 ICUT 20 el 36 MO A 5%, HLTE B3 1tk s v
SRIRTU A 35  FC TN AR 25 A A0 A o o
3L 4 - K £ 40 L B 26 (NILRO) 25 4> 5 1 4 S H 4% , 32
7% VAT F) G028 8 15 8 F AT BB T 3L = S A A 5 i
RGNERIE s 7 — TGN 287 i 1 I MM & 2 1)
R [ B BA B E SRR W DY R i UL TR AR
(skeletal muscle index, SMD) Bk & ' 25 &L AT 5 %
(total AT index, TATD HJ 53 A AF i fE, ' i T 4 +r
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