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Research Progress on Mechanisms of Flavonoids in Traditional Chinese
Medicine Against Gastrointestinal Tumor
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Abstract; The incidence and mortality of gastrointestinal tumors are among the highest in China, posing a significant medical
burden on society. In search of better therapeutic effects,the treatment of tumors has become increasingly diversified. In recent
years , the role of traditional Chinese medicine( TCM) in cancer treatment has been explored and developed. Under the guidance
of TCM theory, herbal medicines can enhance the body$ resistance and remove malign influences to combat tumors. Flavonoids,
as one of the main effective components in many herbal medicines, have multiple advantages including multi — target effects,
multi — pathway interactions and low toxicity. They can also promote gastrointestinal health and prevent gastrointestinal diseases.
Therefore , flavonoids have certain advantages in treating gastrointestinal tumors. Modern research has shown that flavonoids such
as baicalin, quercetin, luteolin , isoliquiritigenin and hesperidin can exert anti — tumor effects through various mechanisms inclu-
ding regulating autophagy , pyroptosis , mitochondrial apoptosis , ferroptosis , epithelial — mesenchymal transition( EMT) , tumor — as-
sociated macrophages ( TAMs ) , microRNA ( miRNA ) , angiogenesis, metabolic reprogramming and methylation. This paper re-
viewed recent domestic and international research on flavonoids in the treatment of gastrointestinal tumors , summarized the mecha-
nisms of flavonoids against gastrointestinal tumors, and supported further discussion on the use of flavonoids in gastrointestinal
tumor treatment, promoting in — depth research and clinical development of flavonoids.
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X A A TR, 52T T R 5 M R , 38 1 4 4 i 1 40 4
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— B IIBRTE T FSE R, Sy HAS A R AR S % R 4
1 HERT A ERE

B G AT R 226 44, (EL T A MG
U WENR AR < PR “ R BT 25100 ) L oy
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Z ARRJTB/N AT 5 HA G T D R A R o R 2 B
ZEBLSY P E S R B W AR T R T R E T
Ji7 [8] 76 %% 4k, ( Epithelial — mesenchymal transition, EMT) | i3 #H
S5 W 4l Mg ( Tumor — associated macrophages, TAMs) | /i RNA
(microRNA ,miRNA) | [fiL 58 46 J AT EE 4 A2 L F Ak S5 i R R
FRIBITIHACIE MR Ve o AR FEPLHI DG DTXXN I 1.3 1,

2.1 WWHHEERSAEMMER BT HNENE B
FRE N ME IR Zc B2 m . —J5 i, 3 vERD B A, & —Fh
206 PR 1 T AL AR T A A L P S b A A kL
A B B3R S50 I A 8 e S5 0 T A T PR 1 A A o TE X —
BB, AR 2 B0, T RE SO R BL R AR R R 1 R A
K& J3— 5 W, TERGRE & AR 0 I B B, B W B AR |
AL i DRI A B 3R 0 A SR 2 8 £ R RE Y A A S R
Ji& o TAE MR A R B, 18 Wk v (o e A A A — b mT 5 g A
MR 785, DT S 7196, J8C A i 96 40 A7 355 1) — T LR B L
FESCRIE BT, W] A B T e e — 2 R
W R B, 25 B LA AN R R B R B AR 30 | B A B
A VRSN B W, KRBT A TE IR AR
AREBREER ST IO 1 #24% 3 ~ II(Microtubule — as-
sociated protein 1 light chain 3 — 11 ,LC3 - 11 ) 7K, B @ W
123k 1 (Sequestosome 1,SQSTM1/p62) /K-, 755 B W, ##5
¢ —Jun N K ¥ i (C — Jun N - terminal kinase, JNK) {55 18
B, EIHSET 244 5 (Death receptor 5, DRS ) , W T 3 Jiit -7 4
it %o Jifr g DR B PR A 56 9 T2 975 3 B 44 ( Tumor necrosis factor —
related apoptosis — inducing ligand , TRAIL) 53 T- 15 5 )
JEPE 2 FEHURF R A ) o KRR 0 2% 40 46 DR R O M2
WF.% ( Pyruvate kinase M2 isoform, PKM2) [t ik, 3 & LC3 -
I1/LC3 — T A LA, 30 p62 ik, 1755 A Wit , 400 ) 98 200 g 1
g AT PBK/AKT 5550 g, 19 LC3 ~ 11/
LC3 — L LA, 0 p62 23k, 18 S F AN v ) Ehi e g
B AT AKT 7L 30 8 7 A % 3R 2 H (Mammalian rapamy-
cin protein, mTOR) B fig 1k, 11 ] AKT/mTOR {55 i %, I
Beclin - 1 %35, 4& 7} LC3 - 1/LC3 - T K-, B S A AN A
I, A g
2.2 WHFEBMERSAEARECHTHNENE HTX
ZHU R T B B ARIRPT T, Rt AR U8 Tt A0 M BE T A
HNFET- ARSI SRSk B 2 . 0 AR T 0 — VAR P P SR
PEARAE TS, B SN /MACHE o 28 a4 v 1) 2 D 2R 2 1 il —
1( Cysteinyl aspartate specific proteinase — 1, Caspase — 1) f1JE4:
Mg 5 H Y Caspase —4 Caspase — 5, Caspase — 11 #7E &5 4% o
A0 AR T B R 1 & e b T A U AR T, R T BELAT
T TR A ORI S, 1 g XA 7 1 BURR P , SO Mg A K 4
P ) BB RE , (ELS A R B3, AR IRV o5 v A BRI AR T R
FOLHE IR S T TR L T 2 B A A R S
BT AR R A T A R T T I T R A P
Ji 2 5 e B TS Nod REZ AR 3 (Nod ~ like recep-
tor protein 3, NLRP3) RIEK, {3 Caspase — 1 AYTH Ak, IR T2
R AT A 2 (Interleukin, TL) — 18 IL - 18 2 [ %34, R
AR SEAE R, TR E R B2 3R D( Gasdermin D, GSDMD)
2% , IR LI W U ( Lactate dehydrogenase, LDH) IR, 75
SR ANAE T, DT A0 40 B 5 o A R S I T 3K
1% Caspase — 3, S8 GSDME Zfi#, 7= 4 GSDMD - NT, 4 7%
Caspase —3/GSDME £ 5-{6 & il i 2 WA T 0 15 £ 5 40
B AR ERZ ] NLRP3/ Caspase — 1/GSDMD {5258
% , P45 NLRP3 [ 25 43K, s Caspase — 1, 2B IL - 18,
IL -6 .GSDMD F 241, 724 GSDMD fJ N K i B (The N —
terminal fragment of GSDMD,GSDMD — NT) , )\ 11175 & 45 7 968 240
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e B Py i/ SR ELARAE L EZ PN
#S A RREE KR EE JiF# Huh?  Hep3B 411 R LC3 - I, T po2 (17]
F JiT4 HepG2 #H g ik PKM2 %% [18]

W R B MGC - 803 4Hiil ik PI3K/AKT 553 % [19]
B ENy s JIT4 HepG2 ,Huh7 411}, BALB/ ¢ 425 ik AKT/mTOR {553 B [20]
T HE 40 SRR R JIFJE HepG2 SMMC 7721 Huh7 Bel7402 4iiffl G NLRP3, {2t GSDMD Zdfift [22]
T %9 KYSES10 KYSE30 401, BALB/ ¢ #5 HTE Caspase —3/GSDME 55155 [23]
PN FNA LT HT -29 410, BALB/ ¢ #5 #i% NLRP3, fig it GSDMD %4 i GSD-  [24]
MD - NT p=A:
fEPFR Rk SRR HEE JiFi: Hep3B HepG2 4 ffl A4 MAPK STAT3 I NF - B {55588k [26]
i HEF HE JiF4 HepG2 4l ¥ MAPK/AKT/NF - «B {5558 # [27]
W W B AGS 4y Y4 MAPK/STAT 3/NF - «B j@i % [28]
| Bax,cle — Caspase -3 &35, T [30]
Bel -2 cle - Caspase -9 ik
BT SR AR 9 AGS 4ifu 4% MAPK 38 # J¢ Bax /Bel -2 i&1% [31]
FHRAME FER IRk 45 Hlde HCT116 ,SW480 4 {3 ROS A= pf e Fe? * MDA 71 2 [33]
A fitsk % Hitw JiF4 HepG2 41l Hep3B 411, 5 H MfE HCT116 410 {23l ROS A i [34]
AR A JBifliss PANC - 1 AsPC - 1 4fi}fi, BALB/c #5 i Fe?* \ROS k- [35]
SE7ES SE 724 Jiflids PANC — 1 AsPC — 1 BxPC -3 Capan -2 4/, 0%l CBRI ik, [ Fe** ROS /K- [36]
BALB/c #5
WA R B4 SGC 7901 42 L3 ROS MDA 7K, i GSH {1 [37]
JFF4 HepG2 40 07 PI3K/AKT/Fox03a {5258 1 [38]
IR TISY3 Wi E Liwillys B9 SGC —7901 ,AGS 4iHfi , JoHa 4 i il PI3BK/AKT/mTOR {553 [41]
i1 FMREER FRZE i SGC -7901 £ | HIF - la [42]
HA T | WA L3 LoVo A 2T} E - cadherin 3k, FEAI N - cadher-  [43]
in, Vimentin 235
N R i B SCC 7901 4y i) STAT3 {5538 B [44]
g 2 5 g JFF4 HepG2 Bel 7402 Zi il i TGF - B/Smad Fl PBK/AKT/mTOR ~ [45]
5
P TAMs R i JH4 H22 1 HepG2 4fiffl, BALB/ ¢ #RE i NF - B {5538 8% [47]
WRILHIMEB 9 B SGC -7901 41, BALB/ ¢ #i i 0% TGF - B1/SMAD4 5% [48]
iz R AOM A1 DSS 5 S 11145 B e /N LB fiefit M1 % TAMs # 4L, 1% iNOS,NO,  [49]
T eNOS
AR E<pia B8 AGS 4, BALB/ ¢ #ii ik TRAF2/NF - «B {553 % [50]
Ji¥E miRNA 3% ey 5595 KYSE150 KYSE450 4117, BALB/c #L5 S cireNRIP1/miR - 532 -3p/AKT3 s [53]
REBEZE N JFF; HepG2 ,Huh7 #1 0, BB 3R miR - 6809 - 5p ik [54]
2L HT -29 SW480 41/, BALB/c # &L P4 miR - 384/PTN % [55]
oM i1 JIT4 HepG2/C3A #filfl, BALB/c #ER HEJi VEGF/VEGFR2/AKT {523 1% [58]
HE HHZ i JIT4i Hep3B #1042 ik NF - B #0% [59]
BRIAMHOEA Ak JFF#E HepG2 4l , BALB/ ¢ — nu #] il PIBK/AKT 553l [60]
WEE WEEE K TR IR BxPC -3 401, XOIRGEE PRAEMEARY M STAT3 J¢ PIBK/AKT/NF - B it [61]
M ® ARBEE W KRB SR HT -29 4000 0 AKT/mTOR {5558 B [62]
St R Hips M AGS AL, WS RS T PR A S A A [63]
WALE AR A 8 KYSELS0 4 ) HIF - 1A 251 [65]
i T A 74 #5595 LoVo CCL 229 HCT116 CCL -247 #Hjifl i HIFIA ENO2 %k [66]
NIk % 353 8 AGS 1A A Tt 25 40 AGS - DDP il ACLY 71 PPARy B9 3R55 [68]
SHRERER REEH JIF 9 HCCLM3, Huh7, MHCCO7H, MHCCO7L, HepG2, il PI3K/AKT/GSK - 3p {5l [69]
Hep3B 4 i, BALB/c #5i
PWHRE AT S JFF45 HepG2 Jifd, BALB/c LR Y4 5 METTL3/HKDC1/JAK2/STATI/  [71]
Caspase -3 il
BWE vt [ s BxPC -3 MiaPaCa -2 PANC -1 4iifiy 4 ZC3H13 \PHFI10 & %1k [72]
BERER K Z5H s HT29 ,SW620 LOVO HCT116 4 3] Wit/ B — catenin {523 [73]
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2.3 WHEBERDMEEREA THTHMEE LH
PRI 20 P 57 5T AR A A0 M A 5 % 3o Y DG B A i 2 , (B A
MR AR LR, BA A O BRI, Refg ik
AT B E S HIFIE S 35 0 G . LRI TE T AL g rh B
HZHPEVER], AR DNA (14 5842 R LORL (A D) 58 1 2022 v
REARR T e 14 2 26 R0 R B, AR A R 47 P e 4 T 9 1 7 v
RAEHEROAE R, PTRAE IE T A5 5 A% 0 AR I 7 AL
SRR IR AR VR AR PR T R, T3 5 e e 20 £k
RLPR I8 LRI AR A 530 8 S 1840, DA ITT S S50 8 200
TS BE PRI AR H R R EER
EAEI T Rl | R B R A8 R S e A N R A
A S A TE TR 1) R o

S H R AT N INK  p38 MAPK %R /K F-, B ERK
STAT3 NF — kB B2k /K-, #8458 MAPK STAT3 #i NF - kB {&
SIE K, BEAR Bel - 2 By K P, 42 7% Bax, PARP JKF, i
Caspase —3/9 7 F NIRRT T2 . H S F i 4 5
MAPK/AKT/NF — kB {% 2 il %, 5 8 Bad. Cyt C. cle —
Caspase —3 .cle — PARP — 1 357K P35 Jim, 75 5 9 4 i oA
T B SHEAN AT I MAPK/STAT 3/NF — B 3 , {12 it
Bad .cle — Caspase — 3 ,cle — PARP Cyt C f{j ik, &A% Bel -2
FiKHT BRAELRAIA T . T4 ( Cancer stem cell,
CSC) 5& CMREIEREH SR AT 25 /) G BE R 3R, 1m) 15
T IRIT BRI A RO L o Bl 5w ] AR L ik
EHLAZ, _EIH Bax 3k, TR Bel -2 ik, i Cyt C BRI,
27} cle — Caspase —3/9 HI 35, S Bl TAIIA T .
Bz A SRR FE BRI B 43 P4 22 43R I W] R T NF - kB 3R
¥, L9 ERK.INK % p38 3k, $#2 7} Bax/Bel — 2 /K%, Y45
MAPK 38 % & Bax/Bel -2 4%, 381 Caspase — 8 ik, i 3
AT
2.4 HHEWMEARSFLEKATHTHENE PRI
— PP A E A A AR T AR UL R At N el A e 2 E AR
Bl E AR S BN RS O AN A A T T2 R 4
JfE s R R GRIRBUE Ge iR YT I i AT AT, Al
AL ) R BT T Y DG B 45 IR T, s D ik A i g 4
( Glutathione Peroxidase 4, GPX4 ) 8% % i 2 K K ik 7 % 7 11
(Solute carrier family 7 member 11, SLC7A11) , 7% AR X Fl #E Bt
o HABETR—Fp OB FEANARFET , ARSI Ml 5
P GRE R, A BT s KA BI MG Mg ie . 51506
I TFEBOR LG, AR5 A BN S T R 4 i, R
PSRRI . G, ZRFE T 4243 T — R 4367 T8 AL e 11
Hems L BT R B, P2 A A A R L
BE AME GEEH S L ROS K, 7 5 T AL 38 bR 4i
JHERFE T R )AL ¥ 458

PSR A E ROS Az g, 34 In4n i Py Fe® ™ FIPY 8 (Ma-
londialdehyde , MDA ) {5 5, 15 45 B s A kst T2 o i
Hz 2538 ot P 4E 5% 5 T EB( Transcription factor EB, TFEB) 45
PR A R A VBTS2 B AR 1R R R R, 1 4 e 9 Y
Fe’  BhAIGAE T ROS LR, 51 & fig Bsd At FksE T, &
PGS i BT Y o DU AT ) Nef2 2235, R AIG
GPX4 1544, N4 Bt H K ( Glutathione , GSH ) 7K S, 38 hin %% 4k

B HZ R SR A a5 48T Fe* ™ G Ak 1 ROS /K
-, 75 SARBE T DT A 5 A 0 B A A 5 A
FEHUIREAE PG Z — 215 IR i ™ A ROS, 1 7 PO A5
PERI TR e 40 I, b T B B I8 )5 Bl ( Carbonyl reductse 1,
CBR1) 23k, /b A0 3, BIR A 1 75 TG £l 96 104 0 I g 0 1 o
M 2R AT 5 CBR1 454, 4 HAE 1, THi ROS K-, i 34K
#i ROS 1) AW, 42Tt Fe* 51 & N8 Bt Ak , i S 3k st T,
39 R A AT M 5 T 35 P R L SRR TR T pS3
K-, 4% SLCTALL 35 443K, 55 MDA \ROS /KF-J% , GSH
PR GPX KPR, B S B an gkt T . ST R
JH p - PBK/PI3K . p — AKT/AKT . p - FoxO3a/FoxO3a [ {H , #
] PIBK/AKT/FoxO3a fi5 5 il ¢, |- 8 ROS, Fe** /K ¥, Fif
SLCTALL (GPX4 (GSH /K-, i P A gkse T
2.5 WHFEERSAE EMT 677 H 0 EME EMT &—
T4 BRI O3 Ttk 1) 52 28 A A, Fevh b e A 2 25 K
b B R TR DR B) BT AN M R, 2 SRS B 1 I AR R %
AEJ o EMT 5384 5C R %00, 76 TH AL R v, EMT fgf e
FEA ST ToRE ) R RIS, X AR LM, DA B
A A ARG T AR P, S BUMR &2 % K e # . (H EMT 22—
AT SRS AR, PR P A ) EMT AH DG 530 8% , 41 )
R 74507 R EMT 3697 0 4kl g > . v 2 2R 2k
g LRI ESNCE = S o T WS S et SORIE (]
EMT K AEHTTHACTE MR AR

455 S N T - 1o (Hypoxia — inducible factor — 1 alpha,
HIF — L) Jfit EMT 5 72 o ) G HE PR PR - o 3R] 36 T A1
IR 1 1 (High mobility group box 1, HMGBI) {7k,
14 PI3K/AKT/mTOR {5 53 &, i N8 HIF - 1 F3K5, |
4 E — cadherin 323k, [A] I FEAK N — cadherin MMP -9 MMP -2
2% ik, W EMT % 4% 50 B 8 V8 A . R 28 %l 4m
HIF — Lo, 3905 Hg5 S 1y EMT, DT 40 ) 5 968 40 i 3% 5 5 4=
Zel®l ek T AT 3T E - cadherin ik, %4 N - cadher-
in, Vimentin 21 , W I 45 ELIA 98 19 EMT) 0 )11 g 3 ]
JE45 STAT3 {5 5 1%, Ik Vimentin | Fibronectin {35315, $#2 T}
E — cadherin 35, ] B0 EMT g2, S48 2 Zmil
Ak A K F B1( Transforming growth factor, TGF — B1) #7E AY
TGF - B/Smad il PI3K/AKT/mTOR {553 %, )i /0> Smad2/3 |
AKT .mTOR F1 P70S6K Hy#ER{L K , [k MMP -2 FIMMP —
9 BFEIRFN 43, BN E — cadherin (93235, 182> N - cadherin |
Vimentin Snail F1 Slug 1) 2 ik, #l ] EMT M TG 97 % % #
I
2.6 WIHEHE LR SR TAMs By Mg TAMs 2
— A IR R S5 e BRIV Wk 4 L, 3 e e g 4 45
G\, DT 4402 2 T 8 A G 1R 2R L A B R i 2 6 e A A T
TAMs f345 M1 %I TAMs 5 M2 %I TAMs, M1 % TAMs B[ 2 Bt
PR 2 TAMS , 3 5 370 it 98 B 988 SN AH G, AN AL BE A% B i
fie R 40K -, a0 R YR FE IR 7 o ( Tumor necrosis factor — a,
TNF - «) \ F4b 2 y( Nterferon — y, IFN — y) Fl IL - 12 25 | #4015
T 240 i oA 6 92 40 L, -, P R A A o i 4 A A IR . M2
1 TAMs BRI (R B0IT 2 TAM s, 3 5 5 0 b Al A 1 S8 3
MALUE LA, T LUB IL - 10 ' TGF — B 45 4 4 31
F LA A ORI SUE S I P o PR T3 e

185



%44 % 4 F % f E B F 7 Vol. 44 No. 4
2026 44 A CHINESE ARCHIVES OF TRADITIONAL CHINESE MEDICINE Apr. 2026

5 TAMs (AR AR , i FLAmT 1] 3= M1 B sl i) M2 7Y LK %
BUMREVE R . T2 FERZE A 0 e R R IO B4
FAIZE AU AR AT PR TAMs 0050 F 3 e a0 e

it 2 2 T TkBo . p65 EER AL, P42 NF — kB {5538 %,
FIH PD - L1 2235, 380 1.C3 - T/LC3 - 1 7K, FA% CD206 L
i, $&F+ CD86 Hfil, fE i fi iff TAMs H W, 755 M1 %I TAMs
ek SR AR . BRI ZE B L TGF - 1,
SMAD4 %K (41 353k, #1E TGF - B1/SMAD4 3 % | #2 & iNOS
CD86 ik, FAINS Z R 1 ( Arginasel , Argl ) .CD206 ik, {2
HE TAMs [a] M1 7R 4% Ak, 410 i) M2 B9 AR k0, DA ifid 400 i 98 2F
JE L ONO A R T W B DR S TG I — A L R
TERTEWER ST LI T M1 A TAMS 4% 4k, 982> NO 43
Wh, BCELE W RGP 9 o TZE R MRS b3 28 v fig
fifi M1 %I TAMs #4k, F+ 5 iNOS . NO, T % eNOS, B[4:3H X fE
B E S 20 SURMEAE ORI Hh 43 IR LR TR 9 TAMs 4R Ak,
[P0 ] AOM/DSS 175 5 (45 1 28 FHAER AR , Ul /0 45 W 98 /)N B
WD P i 46 V8 S 45 LM I S e R0 R R T IR
AN T ) TRAF2/NF — «B 3% P, 3 33 # i) TRAF2/NF —
KB (FE- I, A TGF - B IL — 10 By F23k, Mk M2 #UAR AL,
RAFGE AR
2.7 W EE KRSV miRNA 7 4 M E  miRNA
RN TE R/ NRIIESAD RNA 431, % 19 ~ 24 AT
FRAL . B ATIAE 20 47 L R ek s o i A il 5 H
FRE M RNA (mRNA) [ B AR EC T, 52 0 55 (5 ) 22 35 . miRNA
A4 A o o) 5 A1 R g 3 DR A 3, R TR 8 40 i G A
K A3k IR REE R ; JR A ek S A B 5 IR L A0 A 1 A G
P B, R0 I8 200 A 1) A TR S 5 R4 IR 40 i 5 e R 5
BB AR, 2 i g 200 i 20k ik 6 28 WA B9 RE 5 DR R
YRR B TR BHR AL, S e R 0 B R GRS . R, miR-
NA ¢ i & A R T it 81 CHRVE F L WA R I VR 07 IV
FERE T 1 R R miRNA R 223K 3A 7 I Ak s g
rh 2 B A3 QA R R 2 22 1 R AT R4 miRNA 01 4k
TE IR AN M A R AR
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