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Abstract

The change of tumor microenvironment leads to cell gene mutation, which is an important cause
of tumor occurrence, and the intervention of tumor microenvironment is one of the most popular
research fields in the tumor field in recent years. The unique overall concept of traditional Chi-
nese medicine has similarities with the concept of tumor microenvironment, and traditional Chi-
nese medicine has a definite curative effect on improving gastric cancer tumor microenvironment,
and its theoretical basis and modern mechanism have been explored and studied. Therefore, the
author collected the articles about gastric cancer tumor microenvironment in recent years, and
summarized and analyzed the research status of understanding and intervention of gastric cancer
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tumor microenvironment, so as to provide new reference and path for the future research of tra-
ditional Chinese medicine intervention of gastric cancer tumor microenvironment.
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1. 51§

AR f R T 5 (tumor microenvironment, TME)BCA 17 iR 07 72 1 R rl 2 —, - Bl 6 s 200 0 F) 1 PR 34
B, MR I AR AR IR R A TR AR, PR T AR T MR AR AR B SR, R O ) A
RIERAE 37 . H5IEFASUHLLL, TME WA EA RS, HFEEHMHEgE. Mo
K AT 4E 4 i (cancer-associated fibroblasts, CAFs). FfZ 2. 41 #h L 5 (extracellular matrix, ECM) 2 %
Pl i DA 7 LRI 2R, (RN R A KR e N 2556 [1]. IEEk, AW ICH 1R
A AT DL B B AR T 2] AR SCUAgh 4 T AR EE GBS N B R R A S B, BB
Z FERVS 4 Ja T e A 125 24 19015 e b R B 455 RO AT 9 7 161 o

2. PETTE AR E
2.1 T IR AR

pH {ELFEAR — A Ay e 4 B 0 SR R A BT T 3800 e e A R R S LR HE LR B4 M o, 3 el
JEAPRE B pH EFER, TERRRMERMIAEE, (EdbMR A e A, A TR, ek 53], HR
PR32 T 1 (MCTs) =2 g 4 i 9 A b LR TG 2 1 G DN -, SRR VEICA S 1) A AR B UIAR O, Rt S o 1)
KIE[4]. HApRREIEER 1 (MCTL)MERIRFIZE N 4 (MCT4)ZN SRR BLsf i £ ZHk,
T4 P A0 57 4 B G 5 3 0 (CD 1AT) A Sy it A7 T A A4 4 i frg — o 25 58 25 11, T 9p B MCT1.MCT4
HAEPLIRI5]. 7E BRALT, MCT1, MCT4 Al CD147mRNA K E RS ETF, AR AL BRI Y R
PERRIRES, AT B i S e 40 e 9 T R AT o B R A PR 12 [6] [7]. FRA LIRSS, PKM2 Fll c-Myc )3
IATE BN S RIE, SRR A RO S B DA OG, SR PKM2 T c-Myc, AT BE 2401 B
Jee 4T M ) A7 SE OB IR, PRI AT M A/ LR /K P AR S e 40 R ) B BEER 2 [8] o FRMETICA AR mT LLIE I Erk1/2 i
et F e, M T B g AR K9], AL, BRMERIAEE AT LB A B A DR4 1
DR5 [MFRIE/KF, a5 B At & A7 20 i 257 [10]. 75 B4 AGS h, FRMERUAETICREE
I F VR EUIORE TR AE SRR 7 (KLKT7)RTSUTRRE R AE O IS 8 (KLK 8)IERIA , ek B Ja 40 M 4= 28 [ 11] -

H R 24 40 R PR SR R 1) 32 22 Dy SO bR A SE O e e ) AR D7 ORI BEL L LR I AR 3% 08 . /e 4 AL
YT @S N Rhotekin (RTKN) mRNA [13£15, B2 FEAK SGC-7901 21 i) i 2 il . ATP & &
FFLER A 1, $0H] SGC-7901 4R IS SEMEBEMA[12] o )BT B 22— Nk 2 T AR 1) B A e 8 Th RE 1
STAT3 fil HIF-1a &iA, BN IZ8 1 1 (glucose transporter 1, GLUTL)ALMER i S
(lactate dehydrogenase A, LDHA)Z 1A B i FEAIK, 523 FEE AR 1A $0 ] 15 e 4 PR PO B P A /K P (131 Ltk h, DY
BT R GE B R RS R R BRI, AL AT BE A HIH] MCTL A MCT4 1l BERIA, BHIEFLIR
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AU T A5 o R A M Y BR TR A S5 [ 14] - IAEACR A TR R R 250 T GC il MCT1 il MCT4 %
NS

2.2. RETTAMMENE R 4ER

CAFs & TME &5 4 g i) S ZLA B 40, 5 0% AT 4E A0 M AH LG, CAFs W] 23 WA TE 22 (1 48 i Rl 7
ARETFE, TS E5MRENEERE. EAR. #EIZEZ15]. £ GC MMt , CAFs ni@
WA WAEKRE T TGF-A. B RFAMME 7, W ThEeE A . miRNA SR, P GC 4 shit
JREIR, MAEAR. bR, (i GC 4UM g 5E[16]. CAFS & T LAZMb IL-6. 1L-33 55 48 4t A
5, W& JAKISTAT. MAPK/ERK 46 il k{3t EMT, 3950 Bl 2 [17]. th4b, GC
4TI et CAFs 7242 HAPLNL, HAPLNL i@ i 4 fg 40 JE o 1 S ML SR S s e R fiR 28, Rk K-F
55 GC i 73 AR FE B UIAH G, 51.61% 1K) Jm) s e 18 15 g A8 HAPLINL /KP4y, HoK-F 5 e
T 0. MRELEEER A TNM 230 2 E A 2[18]

DAY 7 1) 4 5 25 1035 P T35 9% B AR DG BUAT 4R A0 B, I 24 L3 T4k B8 CAFs v TGFBL #
ILBMRNA KR IE, MK B CAFs 55774 H TGFAL Al IL6 17 &, 1% H i CAFs Xt GC 41 i 1 iE 9 4
IR . (AR H[19]. HEEVUE T 406 B CAFs K TE, MR/ IL-8 (73, FEK IL-8 £ GC
BHANE S KT, 3858 GC RFTHBIMLIT Btk [20]. 31 FHEFIVATBELIE GCAFs 11 GC 41 %
KA SOX2 F1 NANOG HiE 14, f2i2F microRNA FEik P47 i B 4, Fi] 5 k20 B 4 7 1A+ (M-CSF)
=B Ay, IR 4R B A EEINHI K T 2 (TIMP2) TIMP2 (242 BN S»6, WA 5 9o 40 ff 2 2=
TIEGWE . TBMREMIAEL[21]. AJZH ] REE GC 4uMMIT R AR 28R T, HLHIAATZ AT I
i B A2 CAFs §1 microRNAL49 [ 634 I8 /b 1L-6 77 A A1 73k, #1] GC 4 e STAT3-MMP {55
T PR P2 T A HEAE FH[22] 6

2.3. FHFHER TME PRy R EHIHIZEH

£ A S e 404 240 2 B 4G TAM. MDSCs. Treg. PD-L1 %

FEIEF AT, fs RG] RAE IR I S AL SO R D Re, 8 fe2e L2 2% 4 s 248 P AN T B A8 T
AR TEMR S AT b, & G2 4 A 20 R IR 1 1 I D REAR 25 L, 3 B0 e bt i e 2 0 i )
KA, RS MIE AR KRR . RS AN R [23] . 1 e A A T e ae R R A B o T B g R BT B
O] T 20BN, BB S SR 4 AT B e S I ) B I [24].

G KEWFFRAESE, S im0 =4 iR T 40 (requlatory cells, Tregs). i 25 K (141011 2 o
(myeloid-derived suppressor cells, MDSCs). &/ PEAET- 8 I BCHAR 1 (programmed death-ligand 1, PD-L1).
TAM 2 YIFHC . Tregs i — MR T 40, wTH0H] E 48 340 40 i (natural Killer cell, NK). ##f
FEIRYH il (dendritic cells, DC)FIRLN. T 4S5 e Ao I shae, fEdk TGF-B. IL-10 55 G s i K 7 frokt
T 51 B R A S e il [25] . MDSCs A& U 1B Bl ) — 8 e e i A e, AT RR(RRN. T 4n i An
NK A RETE, (23 B MR r B 55 [26]. PD-L1 et S SEFEHTEASEES, F5 T
A ZE AL GC 4 %52 4477, mubR PD-L1 W< FA% GC 4 AL T 251, ik B ik i) PD-L1
5 GC Mk MR FRHEDI27]. TAM & GC HA iR £ & M RZEMM e —. 758 ML A M2 #FiT)
REAN ] 1) LR M A, FE e ML SIE R = S R A P (R 2E S S A F s M2 SRR AT m B
Jeq ML T O R L R S e A S5 T Re . A B S, M2 SERF Rl 7 TGF-A1. VEGF. IL-10 %%
MR 7, 51K Tregs 4MIFEAA N KBRS, HHT GC bk, 74 Gl Ras[28].

SRR T RE SR B R ROAEE M2 R ) ML R AL AL, T M2 REFIRIEE, W B R
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TUIREE ) e, oG5 B EMT, IABNE] B A K PE I [29]. BB T LA 28 RE R 1L-6 3R
RE, > B R AT M2 BB RN, AT IR G i RN S R S AR, il GC 41
W () A= A AT RS [30] 0 AR IEZ FRAK TAM 1 PIBKy BITETE, FRAKHTAR T IL-10. BEhn{e & 4 s 1
W TNF-o F1 1L-1 fI3RIE, AR TAM M M2 1) M1 FI%6dk, f@iR9E 1708 PISKy {5 5 1@ B 0|
TAM FIARFI A, T I0HE] B A K MR [31]. thah, EITHgam M1 B 040 i 0 2506 i 4 i g
TR R BN ERAEL —. LRI ML KA TNF-a. IL-1 S RBUMPR R FHIRE S, 1
I MR AT GC 40 M 1 A bk S 4 2R 4 I [32]

2.4, PEHTFMAM KK

YEE IR NLIE S ER R AR A AR L R . AR AR A AR R BT R, A R A ) A=
KT | R ZBEEAE L I AR S LA (kA FH [33] - iR #H 5% 1 41 fifd (tumor-associated macrophage, TAM)
T MR JONE I SR AR A A A, B I SE R T IRE T, SR A, RE. BRULARIE®
VIMOR[34]. 1 BRI AKFREH, TAM @ik 5 WA FFCEI A0 . B4, MG 26
B, HESIMRE R KA BB FE AR, S &[35].

TEMR I B R ) B AR R, 250 RAER ¥ FEEAHE IL. TNF-a. TGF-4. M8 A K AKE T
(vascular endothelial growth factor, VEGF)%5. ., 1L-1p5 w45 5 R AR 2 0E N,  HESN B B ik —
A, DR IS AR R, e B e AR RE[36] IL-17 AT il (E Sl s, i B 4%,
S5 B gy . Hr L AR REE[37]. fEBRMRERET, TNFo BAREERKRE. HAHE.
EBRZE. LRI AR IS T s E R [38] . TGF-4 MBS T iEd 958 slug & ARIE, BG LR E7E
JRFEAL, FE e B e M A N S B AR 22868 J1[39]. 1T VEGF Al st R gk i & it sh B IR g 1=
RIFFEEE[40].

PN N B % R SR JE AR AR — 84 . R S Z s nldd ) IL-17 (5 5@k, TNF (55
T PR AN H A EREAH S S, 8D IR A S T APPSR, (R GC AMARAIE T, HIH S RREA
0] GC 4R IG5 IRYT GC [41]. $RIEVETETT Al IL-6. TGF-P & 20K 1~ (1) 703, 41 MDSCs 1
HEHRE, S6E RAEMBORIRE AT R B RIVE I [42]. B AWETE 2 — R AT R GC 41
H1 IncRNA (LINC00342) 3%, MM 22 F#MIC GC i 72 i) RAE K 11 TNF-a. IL-6 FRIEHE,
I GC 4HM I IEsE . TR AR 28[43] .

2.5. HRZ5TF T AR I & AR

TR AR S AR R A B ) R B AR 2 —, IRITE DS AR I R R, BT R I AR O A R
125 S Ig JE] BB A0SV A A i A PR 5 3K, 5 5 e A o G PR AL 5 S P4, TR I T i IR S [44]
LR, SREECIRASTEMR K e e/ RUTE AR, B MEm 255 7 m, BA BN IEEE
F[45]. 1E B AR iR, SRR IFEREAELE, T S 81 (hypoxia inducible factor, HIF)-1
S B R AR N R IA R R — R R T, AT WA N E S SR, CHOER A R
SNIATT B AT O S [46] . FEBVEMCREE R, HIF-1o W35 115 15 0 0008 192 At 1T (1 0 5 200 Y 1)
B, AN HIF-Lo V&1 0] S 40 B i T, S 0R B R AR T R . (BRI RURE 47,
SR TR HIF-1o UL ME N B KB 7 (VEGF) ¢, (2t B & TS, HIF-la 2525
B 20 A b R ) O A A 5 5 R RO, s SR B R IA, iR R - TR AR AL (EMT) [48]. [H]
i, HIF-1o (3B 220K AT 8 B 8 VAT 7 BT 245 PE[49]. b4k, SBREUE RIS S B R 40 o i AN A, it
B AN e . 222 MR [50] [51].
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B AR T AT i VEGF fORERR 1L, #0#1 F i MEK/ERK A1 PIBK/AKT/MTOR 15 5 8 B O30S ,
WS GC AL WFEE. ML MR IEEAIERIEE ), A RSN e [52]. \EF &
T VEGFA. VEGFR2. £ & B E H 2 (MMP I &85 1 9 (MMPI)FI/KF, jEid VEGFA/VEGFR2
G IEBANH] GC A, M VEGFA i SR £ i, # VEGFA % 510 GC 41l B A7 3E AL A5 [53] -
R IR 257 77 P B B2 MK GC il VEGF. VEGFR2. HIF-1a. COX2 ff] mRNA Fik&, #t—H40H#] GC
) ML A2 B 71 [54]

3. &iF

TME Z 5 BRERAER. B, RUERN. MAEAMR. SRl e 21 2555 2 A B2 A
. TME %I REZ AR R ER R 2%, MEIedt, MEBR, WAEZNITHSEE TME B OS]
FEASRWT T R TR, ThEEZGHTFLE P B iR R A, 0 B e TME 3E4T T 2 M2 IRJEIX
IR S A%, (HRW K GE B TME SIE RIEBOAET . Qe sg . BRIEPIAEL . ShA A AR
Moy, REZWTCHT RS o rp 25k, Al k4% v 25707 RO BEARVE DL 3, S 20 4 R [R] I 0045 ol
BB TR Z o 0T S A AT b R AR LS S HHE IR OIS, IR 2R TP R RIS S B
TME MR, HT THUEE TME S0 K P EL TR, EEE—BRAIT.
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