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[ Abstract ]  Fat mass and obesity-associated protein ( FTO ), the first identified obesity-susceptibility gene, exerts complex
roles in tumors via its RNA demethylase function. Through modulation of N6-methyladenosine ( m°A ) modification levels on mRNA ,
FTO influences the stability of oncogenes and related signaling pathways, thereby promoting metabolic reprogramming, proliferation,
invasion, and chemoresistance in tumor cells. In obesity-related tumors, FTO expression exhibits tissue-specific patterns: it is
highly expressed in endometrial, colorectal, pancreatic and breast cancers, where it facilitates tumor progression by activating an
immunosuppressive microenvironment and glycolysis. Conversely, FTO expression is downregulated in thyroid cancer, inhibiting
malignancy through the regulation of ferroptosis. Additionally, FTO exerts dual oncogenic or tumor-suppressive roles in ovarian and
liver cancers, depending on molecular contexts and subtypes. FTO expression correlates closely with tumor staging, metastasis, and
prognosis, underscoring its potential as a novel prognostic biomarker. Small-molecule inhibitors targeting FTO have demonstrated
promising antitumor effects in preclinical models, presenting a new therapeutic strategy for precision intervention in obesity-associated
cancers. This review summarizes the molecular mechanisms and translational prospects of FTO in obesity-related tumors, providing
theoretical support for precision medical strategies.

[ Key words ]  Fat mass and obesity-associated protein ( FTO ) ; m°A demethylase; Obesity-related tumors;

Therapeutic targets; Ovarian cancer; Thyroid cancer; Breast cancer
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SERNERE S NERERT 51 K B AL R S0 . A= BT
REZALAMLAERERS >, ARt 2 52 I ST TR
CHEN R Z —, FfE 2R / LR RN e hak
T, TR AR OG bR P SR AT
FRT R, IR RS T ARRERIE A OCHR
IS i Ig (1) s DX e BMIL 38 i T i, Bk S
TR A S JHE R S g o S PR A O g 74 Trn B
A0 O PR RURRAE, o R IR Dk I A
S AR A PR B ARE . X Se AU 1k
R RN B A EAH G E ) (fat mass and obesity-
associated protein, FTO ) i 6- LRI (N6-
methyladenosine, m°A ) 2= IEALAE FH R 45 g it f
PRAE T AWl

FTO 7E AR Z R Sl 3k, Jo HAEA G
BRAS E AR TR ODE S P AR 2 R G Rk
B o 2007 4 GWAS B HE B /R FTO FER £
AYES BMIEYIASC, s 1 HAE AL 5) Bk
HYIRAMTIE . JREERFITUESE, FTO 6t iy be ke
P4 B8 (alkane monooxygenase, AlkB ) ZK ik 2%
FP A i o A 4% m°A B 2 5 g 1 S R D7
A5, SRR - IR A EAE TR G 531
ASCHE N FTO 1953 TRt &, RS8R HAENE
JHEARE G g rh g R I 2 (mPA B . 155 3d i
RO H. ), o3 A 4 AR i S i D RE
IR IR R AL T T

1 FTO W4 5IhgE

FTO J&—F AIkB ZIG M 2 H SLALEE, 1255
B PR 25 H AL 5 T R FEOCHEVE T, RS
F: AR DNA Fl RNA 58 i N- HER A, DA
P IE N RGR | eI AR e L S5 RNA
R RS, MER AIKB FER EZ AL 5L, FTO B
AR 2 S B B 8 A HEL A SR A R i A
i Tk 16q12.2 1, 2K 25 410.50 kb, &%
8 NN T A9 ANAN I FL FTO RE W6 1k 2 4
DNA FI RNA ) 5 H AL ROy, 4 ) & 7 3-
i) Ji v g R 3 FH R DR W E 1Y) 25 BG4 o R
RAEAME ™, A, FTO X m°A HAT %5 5 i 35
7y, JIf HAEWE 6 7% 5 i RNA (messenger RNA,
mRNA ) H Y m°A B4, 2R 1 m°A &4 19 0]
PEL FTO 22 i 25 34k mRNA /) m°A &
M, REMSHERE R B RR e KA Sl i v, HE
MZ5 24 MR, whaea . I8

5 A AL A L B s e A R S FTO JE PR iy
MR 505 MR, =290 58 282 Da,
HAERE b s BEARSE S FTO B C Ui s
PR N i 5 A S 2 B, 33K R 45 4 5 1 4 A
FHXE FTO WAL TG e 2o 2E, Horp, N ufghiy
S A R A TR R ) DX R — S R ) PR
¥, ZIEE A BT FTO 38 5 31 45 4 W 3k Ak 11
RNA JIEH, BH Ik AR H EE AL DNA Fil RNA #E A
PEAL AP, FTO 38 3 i 8 2 (exportin 2,
XPO2) 3 A% T 2842 sl S JH % AN [5] RNA IS
( 4 snRNA, mRNA ) () m°A/N6, 2°-0- —HI JL i
1 (N6, 2’-O-dimethyladenosine, m’Am ) 2 B 3&
fbo AN, FTO 225/ RNA (small
nuclear RNA, snRNA ) Y m°A 1 m*Am 2= 1 i1k,
T 7E 20 5 ) 2 222 5 mRNA A9 m°Am 25 3
e T BR TR, FTO ZERE A SC R
Hh ) IR 0 2 S I v B A e, R SOR B R
HAEFILH

2 FTO 7 REF¥AE > B9 v B9 i 4%
L

FTO 38 i 8 25 845 mRNA m°A &4k F-, 3
P2 55T g MO N RGE, S 5IHE S
L kiR . TrEERE. EMT. ZAtT- 4 & Fn
FRIF T 2595 L B2, 7E E B A G i ggg v e 42 2 98
TR CIEL L) T SCR 23 A meA B 3] 45
T FE S S A - e - IEREE A . 3 AN
THIHEA T B34S
2.1 mA B SERZRRNEE

FTO 1 —Fh m°A 25 H SE AL ilg, 3 2 90 4%
mRNA ) m°A [BM7K P, B HERE T, M
TR S EE BV L R ) R ik, MYC & —FPE 2
MeSR IR, s Rk R 08 2 08 41 A S 1) 2 e g
Fi. FTO fgil ok 25 H 34k MYC mRNA, 3455 HAR
M, MM B MYC FEH RS Ah, FTO iE
AE A 1 VA ¥ 4 4 24 A ) 25C BE F (cell division
cycle 25C, CDC25C) 451 m°A MK, 2 1fif
1 e A0 g B g A AR, FTO S5 R
FHOC IR S A, TEMIE R kA . KRR ZE
AR T EE A,

22 (ESHEMEE
FTO 3 13 5 m°A B K-, 52 S 4 56 [
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Figure 1 Regulatory mechanism of FTO in obesity-related tumors

ik, TGS Z R Sam i, Kl r) s
HAE, WA, RPB L. FTO RERS AR E Wi g
ek L 3- 34/ ( phosphoinositide 3-kinase, PI3K ) /
5 H 8% B (protein kinase B, AKT) {55 %
)G HERL P mRNA, 3l 2ok 25 HY A0 A8 i 4B G -
T, S IAR N A R IA K X R AR
H45E T PIBK/AKT 15 5538 i () 1% 7k, A28k 7 40 i
(¥ 34 5 FIAF I . WO 19 PIBK/AKT Rl MAPK {5
Z3H B RE AR A FTO 385 Cyclin D1 fie #E 40 g 4% 58 |
18 o FE 4 R A 2/9 (matrix metallopeptidase
2/9, MMP2/9) SEsE AR ZE . FTO if fgi i [7]
VR HE B13 (Homeobox B13, HOXBI13). # il 2 22
& 10 (frizzled class receptor 10, FZD10 ) 25 8
FEPCE Wit (55 i, fe gk iR, 5
FACFIRYT I 2 2, Ak, Wt {5538 BHE 25
%S EZH2 5 B-catenin 454, Ml FTO (193
Ko FTO KK T I J1E MYC mRNA (1 m°A &1
K, BEMIAZE YTH 453558 A 1 (YTH N6-
methyladenosine RNA binding protein F1, YTHDF1 )
SEA e EIE, IR 2Lt R AN O WE TR . Y
B K IR AR AEBREERE T, FTO R 5 B
W, T FTO- $401%5 5+ -1 (hypoxia inducible
factor-lae, HIF-low) - 2 JfL B2 7 % 36 T - L 14 1
( programmed cell death ligand 1, PD-L1) &4 { i

YoM ORI i, 2 A2 2 g Y 1R 22 5 e
R I AL 2R T I 2412 Sk SEHL], FTO
PR T g A M S B L AR AR RNEE RS, Mok T b
TR RIIRTT N 321, T A AT R A SC i I8 1% & AR
RGP R EEAEH .
23 . RESEREFHZEEA

FTO 78 NE AR SC i seg v i 5 A0 fosie e
NEJE R T S A S8 HAE I, 0 — 20 DA 458 T geg ) o
PEERE . COBEBLREE 2 (hexokinase2, HK2) 1E i
P il A2 v O BREE i, FTO AE VA 5 b g AR5 AR O
BEPN HK2 B m°A B K-, i i £ Qi 2 e o i
T A0 M it TS R RE R AR A BURURE, AT
P b M 3 B, A, FTO I IR 45 e
PERSCHE PR 138, 5 M) [ Jeg Tl B 455 v 1) f i 4
MG k. FTO REfE I I8 % PD-L1 YRk, il
o 5 20 L B 3 P, RS Y SR g kiR . PD-LI
(18 1 2 T (e A 6 240 B BB A6 b 3kt £y R GE Y G
PTG 5 T M A2 SR EE RS BE ) . RE R
WE R ALXS FTO [R5 77 52 M, 3X S K 17T
JHEAR DG i g8 vl B VR P, 2 4% FTO YR
IR — 20 B e Ji g AN L ) A= e AT . i, 98
RGO S5 T S SO A 3 (signal
transducer and activator of transcription, STAT3 ) 1

FiE G, R FTO BRIk, DA 5 SR 2 it Y
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FETE AR ZERE D XA, S S T
Z I 238 HAE FRAE FTO JA AT AR 5 g &
A R R P SR R 1

3 FTO 7EAERFHE X rI1EA

3.1 TENEE

TEF B MRS T, IR A2 = ERIA Y FTO BE
fe e Rb R AL g AR, HL S B E AR TR i
S R SOk L B R AE AR OG0 kAR, FTO i
5l s iEmE R EEH (mammalian target of
rapamycin, mTOR ) il f§ % UIAE, Zhu 5577 (0T
TR WIMERE VT AR FTO AR Or, HEili
P 7B N B A0 I A IS GE . FTO 78 15 A IR
A 2 B IR DL A SR o R TR P A
AR BIBIFFERE E— 2L FTO ZERE AR DA 2
LS T B N R B A 2 (8] B 2 A B 21
32 GNEUE

TEON 595, FTO J& 31 ih &2 2% 5 P & 19 3L
HAEH], RO T T 5. —J7 i,
FTO o] 75y g 4 il DX 5, e S 1 A 45 5 B 1R
R ( cyclic adenosine monophosphate, cAMP ) K
fi#t fif PDE1C ( phosphodiesterase 1C, PDE1C ) #l
PDE4B ( phosphodiesterase 4B, PDE4B ) mRNA
(9 3'UTR X, T OK i B 8 R R 35 b
i, ML cAMP Tk, HE— 0 cAMP- 2 1
fif A (protein kinase A, PKA ) - R R R0 ok
ZEEA ( c¢AMP-response element binding protein,
CREB) . CREB BTN f2 0t 10 LB R i 3%
ik, [ A AU T 20 i A SR IR 5 SRY-box B2 53 A1
2 (SRY-box transcription factor 2, SOX2) / /\ % LN
25555 57 (octamer-binding transcription factor
4, OCT4), feZe Al O 5308 1 40 M0 A e B3 RE
IR A AR FTO I Rl i 2 B NOD 32 {4
PR I E5HEAEOCHE 11 3 (NOD-like receptor thermal
protein domain associated protein 3, NLRP3 ) mRNA
9 m°A B4 LA SR RS2 1k, (2 JE NLRP3 1%
ik, HE O 2P BE R AT 1 (cysteine-aspartic acid
protease, Caspase-1). Caspase-1 YJE| 4 fd FE T- AT
# (gasdermin D, GSDMD ), AzpliditE Bt GSDMD-
NT, GSDMD-NT 7EZAAR I siALIE TR 22 A
F 40 il 4 % -18 (interleukin-18, 1L-18) /IL-18,
P RAINEAR T, SR O SRR 251 >

93 —Jrif, FTO WRI M AERRFE. SR8

PEIR A LA, DN IR 40 FTO R iA 10
FSR AKT WERRAL, 1M L e 39 5 s i Ay 394
RiAZ BTl ( proliferating cell nuclear antigen, PCNA )
e S V. [ I L s e S R e R e
( BCL-2-associated X protein, Bax) T ¥ 1 $t ## 1=
M B4 -2 (B-cell lymphoma-2, Bel-2)
Y, FF A W SCHEFER 5 (autophagy related 5,
ATG5) ik B, WIS o e 20 i e i A it
AR SRR, A PRI AE - P - F = A
KON 5K 2y B S PR S, it Ah, FTO fR3RIA
3G AN FZD10 mRNA /9 m°A 4, 37 FZD10
FEIRFFIIG Wnt/B-catenin 3B, 1955 DNA [A]JF &
B RETT, MR DI 5898 20 it o) SR —
MR A% b SR A WM i 57 ( poly ADP-ribose polymerase
inhibitors, PARPi) HYT 2545 FTO 75 5l 508
AR AN, (AR 7 AR ) ol A 2R 8L 5 T PR 5
MM P TR s 73 o A i v e 3k LA g
FEJE T 40 M ISR S A, 7E PARPi i 25 44
MR AR HAEIE AL IR 2y, 1X R W] FTO
(T Be e THEAIMDIRAS . BT ) (Candkssin
Jrimt ey ) KTl g e, FTO RXFRePE, h
O S IR T S AL IR YT e IR 25 44k 1 I AE Y
TR

33 iF &

TN T, FTO 3L XCEAE . —J5 i,
FTO 7 /i h m R 3k, 5 8 & W A A7 M TR
A AF R RN OC, H AL A0 5 1 v A AR
M B0 208 8 H B (glycoprotein non-metastatic
melanoma protein B, GPNMB ) mRNA, 7% AKT.
YR AMIA T EE G (extracellular regulated protein
kinases, ERK ) 7l Wnt {555 1 > it i 48 i 15 5 |
TR FRZE, DL 52 i S i Sl R S 41 1 b e
AR FNELE RS . GPNMB B £ 25 21 JH-98 40 73 WA 1) /)
PR, XS/ TE AL S CD8T 4 i K T 1 £
Jid A< 26 11 S B# 4 (syndecan 4, SDC4) Z K454,
T 20O L DTG A e ) S g ksl
FTO i i i 2 WP Bk i 1 7 U i N SR A I
K324k 3 (human epidermal growth factor receptor 3,
ERBB3) A4S B4A 1Va ZE5EH (tubulin beta
4A class IVa, TUBB4A) ) mRNA Rtk iimiig
i AKT-mTOR {5 5%k, {27 1798 40 M 10 7736 B 4
B, OFHERE I A B 0 B 2R M ST R T
o3 —7J5 i, FTO e s iR B MR R, a8
1 VA 95 PE AR 4A (cullin 4A, CUL4A ) mRNA 152
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TENE, AN B JOF B, IR R
P FTO S 2 i e = BT,
WEFE R R W], FTO 1l 5] FB23/FB23-2 FEME 3%
P50 P 9 00 1 5 RS, A LR TR
HEAN M B SR E R RSP S FIRR BRURS R A5 B 2
R FB23-2 A RUFIIAITACE, R FTO Bt
VI AT BE LA AR AT T T H AR
34 Z5EE

TESS E D, FTO BRBK - BET &, K
FEREZEEIE- . FTO it m°A RS0 M
THEREAEIEE A 1 (myeloid zine finger 1, MZF1 ),
i e-Mye M35, (RBHEANMIGEFIRE . ©
i fiE 5 R CDC25C 1 Ji e 41 i J4 391 B G2/M 3
e, (EFEANAEIAGERE, A g sEAE 1. HK2
VE Ry W I i A2 b ) D SRR g, i Rk 5 i
JoA BB R YA DG, FTO BT I8 AT J#0E 3k
fE O 2 (forkhead box O, FOXO0) {E 5@ %,
N HK2 B 23K, DTS 5k i e 40 D M I A e
71, AR R KRR, S RIA R FTO i
FEI b 2 F B T 1, R S e S B T A
F % 7 BB 11 (recombinant solute carrier family 7
member 11, SLCTA1L) R4t H ki %Ak Yyt 4
( glutathione peroxidase 4, GPX4) mRNA [ [ m°A
&4, L9 SLCTAL/GPX4 B 35k, A5 b
K (glutathione, GSH) A& B4 il Big o i S AL AR
R, IR AR SE T, e AR AN
T, SRS EEERS, 1A, FTO i
AEFREZ B H 1 (nuclear protein 1, NUPR1) 3%
ik, SRS T R IR iz 28K 1 2 (lipocalin
2, LCN2) Ak A #E4E 1 (ferritin heavy chain 1,
FTHI ), FEARZ0MIN 2K, klEkseT-J1i%
SASTINZS >, FTO @ik 545 Hlinfa A R BUS A1
K, #Bn) FTO SRS BRAE T U5 30 A Bk v ik
SEHRRIRY T RIS
3.5 JREVE

FTO 1EE B A mRik, SEEARARIUG
WG . AL AL AR R AR L S e ] P91
2 (tissue factor pathway inhibitor 2, TFPI-2 ) mRNA
9 m°A B Wi, D AR E R, A TFPL-2 2%
5, NI S R 988 20 N 1 7l S 1 28 %Ak
K A F -B (transforming growth factor-g, TGF-B)
GG R, FTO ik LR, 454 LRk
1t (epithelial-mesenchymal transition, EMT ) 3 %
S FREHE 454 E-box- Z5 G [RIIRAE 1 (zine finger

E-box-binding homeobox 1, ZEB1) mRNA, i ZEB1
B IRBKE EMT MK 50 5 R 98 12 22 5 7 fi ik
FIRITHBT, FTO 385 BRI I AL IR T i 245 %
PIAIE, Mtk LINCO1134 ) m*A &4 LA s L
FaEME, LINCO1134 589454 miR-140-3p, fE it
Wnt ZKJER G SA (Wnt family member 5A, Wnt5A )
Fik, PEWE T miR-140-3p/WntSA/Wnt 18 5 i 7%
Wnt/B-catenin {55, 345 BSR40 09 T PR AR AEFN
SRR RS, SO PE AR A 2
3.6 HUREE

TEHIRARFLRIEE (papillary thyroid carcinoma,
PTC) H, FTO N FAKP- SR KA &
JEEm IR, WRIERMI, FTO £ PTC 48U 3%
S2 N RS i i o/ SN N R L AP DS i AR S iR
SCHEIG RFE AR B EAHOC, #2785 FTO A BBAE N PTC
B0 S7 TG AR 9 FTO IR 38 1538 1 38 45 25
% 11 12 (cadherin 12, CDHI2) mRNA 4 m°A &
Wi, 35 B R AEAE RN T 2 mRNA 85 5 8 H 2
(insulin like growth factor 2 mRNA binding protein 2,
IGF2BP2) 43 mRNA f2sE P, [ CDHI12 &
HRBIHE M Ea / BOBEA, MHa
MBI G B 43 1, J0E EMT i, S 22 F R
IR 225 A2, FTO AT m°A FH AR AB M ¥ [r)
fi 988 &5 1 53 (tumor protein 53, TP53), M 1l 5
Wi PTC 15 515 S MIMRE %) . FTO 625
1L-6/ 15 T 1 B4 ( Janus kinase, JAK) /STAT3 {5
I B R A, S AR AR A AR KR,
15 IL-6/JAK/STAT3 {5536 ¢, 1 10 9 2 1 fip 1o
T, SR A KRR e sOn > kA, FTO
1 IR0 AT LUE S H0E PTC ERBET- AL,
REL 1 BebJed 9 2 S, FTO fEHUIR BRI & . &
J& e U vh i R LA A, AT BB PTC BF5E
H— AN B AR AR S AN TS R
3.7 FLEE

FTO 75 FL e Hh & 45 2 R AR /e . i R
R, FTO fE AR A K F T 24K 2 (human
epidermal growth factor receptor 2, HER-2) i ik
PRI T e IA B S, MI7E Luminal A/B1 %4 rfr e
RIRAR, HERBIKP 5 2 2k BT 25 M 22 1A
SR + IV IR A I FTO AT 3
TR, H SRR R, L AR
BUR S YIRC, S HAE S Wibr v I+,

FTO il Z R L AK S FL I S . BB
15 PIBK/AKT 15518 e, (2 FE 1 fire £ Qg o 20 72
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B4 ATP Az LA SR 58 AEBSASR AT
FTO 13R35 B, 06 HIF-1o {5500 8%, Gl 8%
PR LB 1A £ F 6 1 ( phosphoinositide-dependent
protein kinase 1, PDK1) /AKT/STAT3 #h¥& i PD-L1
Ik, S FLIR A A R 2 R RS 2,
Hh, FTO i 5 FLIRE AL AR T T 256 O¢, 1
FTO AYIE 1 AT A 5 22 BR SR h e ARy T S L rh iy
HOR™L B RIAN FTO (B REM ] 25- B 54t A= R
D, l-a- ¥ 1L (cytochrome P450 27B1, CYP27B1)
mRNA F25E 1, i 4 2E 3% D 1% fL B CYP27B1
HRYRIE T, sEmFE1,25- R 4EERD,
[ 1, 25-dihydroxyvitamin D;, 1,25- (OH) ,D,] &%

WA, 1,25- (OH) LD: JE 44 FR D Z AR KR
A, ELADE R e . R AT U i VR
1,25- (OH) .D; A Bl /D fif B T %5 STAT3 3 % 1)
T, STAT3 BERRALIG N, 4 SRUam T e e s LA
AR SEGTE I IR T, BRI X e 2zih
SN AURRE S X R BRI, FTO i@ 2
WAL PR A T A FUE T R R, AR
] FTO ol H 8 2 9 45 w] 680 v iR 24 . il 4% B
PR AN

ZEFXT FTO 78 RE A 5 g v (1) 26 18 5 P %
B B G R R AT T s, & 1.

R 1 FTO FEREMAXMERHRAES., AENH RiaREX

Table 1 Expression patterns, regulatory mechanisms, and clinical significance of FTO in obesity-related tumors

[ S84

SRR YIS FTO HEZIREH T,
AEATRZ LR WAEIR L
FTO 235 54 R HUR AR, H8 w40 il
FTO-AKT %l a] #3845

T HER PDEIC/PDE4B mRNA [5f#, 0% cAMP/PKA/CREB K & FTO 3235 B3 I% cAMP i i B T

T e A T AR s A0 Wt 3 2% Bl K &2
FTO FIKAT 5% PARP i 245

¥ %€ GPNMB. ERBB3 %5, #{I% AKT/Wnt/mTOR, fE#F FTO BFE ik 5 HREARR G HE, fH

FTO n] il fie S Ak 1

T T CULAA mRNA RUETE, M2 BE3G A IF FTO R 35 nl BE I = g 67 5 FB23-2

o TR ET L

FENEE A s AW AL B HOXB13, 1% Wnt/B-catenin i ;
ER AL S FTO 428 037 HE mTOR 38 %

iE F3E RUE AKT Biefk, 3 PCNA/Bel-2 %5, i H %
S A PE s B FZD10 Fa e PR W 38
755 PARPI Tif 2y

iIE A
ks s
AR FTO SR 0 2 s T 48

25y i 1A
5 FOXO W #; #HIEIeT: ( LJH SLCTA11/GPX4)
byt 2 (FaE NUPR1)

FRARIE A

SRR L VI IETN 255 T R TFPI-2 mRNA Fa0E 1,

{8t EMT
FOR i T

AR AR IR TR

FasE c-Myce . CDC25C, HK2 %5 mRNA , 3% Wnt/B-catenin  FTO F3k /K -5 I Se P Fi J3 AL 7 5085

IARSG, A B4 4 Bl ) B S
PR BABHERT TR 73T #h5

Fa 5 LINCO1134, # 1% miR-140-3p/WntSA/Wnt i % 18 FTO 12536355 it B S AL i 25 & 3%

AASE, M FTO n] 0 e SO a4 i ;
[ FTO g vl o P4 At st 245 41 (4 o

Y FTO 3558 CDH12 mRNA FaiEth, #9% EMT; M4 KR FTO 5B E A mAH G, wfE
TP53 5 IL-6/JAK/STAT3 18 #; feiE&kFeT- 3] frbye

ST TR R A BT T A,

TR I G PI3K/AKT 5 W 7 i 0 %5 B %0 R ITE HIF-1o/ 35K 50 . HER2+, =AM 2Bk
PDK1/STAT3/PD-L1 %li; ] CYP27B1 &A% VitD & & PABU 2540 5¢; $81H FTO A B T v IR i
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