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Research progress on mechanism of curcumin against liver cancer
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Abstract: Hepatocellular carcinoma is a highly prevalent malignant neoplasm characterized by its insidious onset and poor prognosis.
Curcumin, a natural phenolic antioxidant extracted from Zingiberaceae family, has various pharmacological effects. Curcumin can
inhibit tumor cell proliferation, induce tumor cell apoptosis, suppress tumor cell migration and invasion, regulate tumor epigenetics,
inhibit tumor angiogenesis, induce tumor cell autophagy, and delay or reverse tumor drug resistance. This article summarizes the
mechanism of curcumin against liver cancer, to provide ideas and methods for the clinical treatment of liver cancer.
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T H R AT R 512 28 . TR 5 R R s A% |
O e i 0 AR 5 S R A W SEZE K
TN RN 2 AR SO0 22 3 SR B B AL gt
TG, DU G R TT S A g A ik
1 HPI BB 4R A A8 5E
1.1 $D#) Wnt/p-catenin 15 5B EHL

Wnt/B-catenin & — sk EHE M5 5@k, HHZ
ANTUEE SIEE, 1EVFZ MR I %S T iE R
(R0« 5 5% R T B-catenin (1574 1 7] B i3k
i J88 241 A 1) 5 5 B BE B4, Wnt/B-catenin i 2% 2 5 1
WEREISAE, Qs g0 R bg bE . 43 R T AR
AL, CENFA M A s Sl R R, 5T
IR R AR S AR K AR 22 45 72 . Hu S5O0 70 30,
ZWHE LU R GPC3 ik, 1fi GPC3 KIAVTER N
et 7 2 XS Wnt/B-catenin 15 5 IH AL SRR
Wi, $0] 7 Wnt/B-catenin {5 58 E AL, IS
AT . Li UKL, K7 AHKHR 5
(SPAGS) 7EHF4H M H Rk, MmA 50,
80+ 100 pmol/L ZF R T 24 h 5, SPAGS HH
FIRZ B FE I ZIR A SR, SPAGS FRIA K
M AT 9§ /D B-catenin FRiA, AT W21 HAT @ L)
il SPAGS KA Wnt/B-catenin {5 518 £ 1 GE
1.2 HIHIEEAEELANES 3 MBS/ ZERHE B (PI3K/
Akt) ESBEEE

PI3K/AKE J8 1 ] LLgZ 0 22 Fhaf B 7, o fE
WOSER MG TE . A AR, . RIENE .
P T 25 R0 2R RURH DG I 22 Pl i 2 20 vp R 3
HEMEHB, Akt £ —MRetEx 5 5 DU HARZ
i 2 1 AT 22 R/ TR R R AL m BE R AL 1 B B
Mg, FLTE PR R 58 AT DLAD 40 B T AR . Liu 550
RN T FOE R WA TR il AS49
MM AR . Chiablaem ZEUO TR, AR E
(3. 10+ 30 pmol/L) ¥ Z& Tl SK-Hep-1 AHH4f
Mg 24 h )5, ARG SRR 1R HIE], B Akt BIBERR
KPR B, 35 SIRBERDCHI . X3 2 S50 AR 7L
RI, AFEWE (0. 102 20, 40, 80 umol/L) ik
FACE 48 h J5, WA IR EEAH OCHI I HL-7702
YNfLIGHE, FERGMAnH A PI3K. Akt AN AL sh ¥
MMERIEE (mTOR) HIBEIRIL/K . 7L PI3K
I LY294002 5ZH R G, R R
WA WS RAER . VA 2R R s A
Ml & HL-7702 3658, % SAUMiET:, /F AL 6

5 H N PI3K/Akt/mTOR 15 5@ B 15 T 5.
2 FSMEERAT
2.1 HUEEMESE (ROS) E5ES

ROS & ENFIR 1) EI =4, i R e i
JEANEI T REMIAER . BRRIEVER O . A 3
DA BAH B e, #nT UM iE ROS 1™
A:U21, Zheng SFEISUR I, f8H 2 pmol/L 2285 2 Tl
HepG2 #iiffl 24 h f5, ROS &8N, F{Lidkgni
JAT:. Liang SR HL, MEHARKE (0. 20, 30
umol/L) ZZ# R ALFE HepG2 40l 12 h J5, 4HARYE
TSN, R ER N T HepG2 4Hfiuh ROS HI/KF,
HE— DRI R B2 35 2 1T LA i GSDME-N uii fll 2
5B EAMERE, 23 HepG2 IR, 15N
LN ROS 7K, TfEIHH NAC (ROS i&FR#D il
Ab PR 5 T 15 AR
2.2 {IHZET-«xB (NFxB) 5&1L

NF-kB {5 5 18 % & — > BEOR T I A d 2
TE AT G928 FH 9 0E OB B B D RE . B STAE
552, NF-xB (130t mT B8 2 (e i3k -4 i 43 2 5 A
TFREAER -, AT E R 98 R S 47 44k 11
A, HSRHENRE. REZEDIFKIS, FEEKAT
T AR R IR B R S5 ) R A Sk A
NE-«B {3&1k, FEBHIE NF-«B # AN difik%, FiR4gn
PR BT B A ERIA, AR A i o017,
Xu G TER I, FLERS 5-HIREEIESHH
Xof Jiegeg 2B K AT B R, AL AT R d
IR EALEE-2 (COX-2) KL, I/ NF-kB M
ST 5 ) A A (R RS, AT NF-B V5 1L
23 IEEEPKXZE (Caspase) -3 5& M4

Caspases FMEAE A PP AR 7 1 40 B AL T
A B RHEEREAD, 1H10H) Caspase-3 A1)
R ERIRY), FE— RVVFHMEMEM A TS
Ak, W UARZE ADP FER A (PARP)
A HL AR A T e A PR 1200, AR ARt RIS R
YEFHT HepG2 4iff)5, p-JAK2. p-STAT3. B i
YRR 2 (Bel-2) F Bel-xL & A Kk K T35 5. 3%
P, B #RE4RORAIOE X B (Bax). dHffifh =
¢ (Cyt-c). Caspase-9. Caspase-3 1 PARP &5 H %
EACE T =R, AR SRS I, ZEEE A
¥ SMMC-7721 4Afa# R R A, 500 100
mg/kg ZEERA G RAM L E AR EA 78
(GRP78). LEE 7 KEF 1 (JRE1). C/EBP [A¥H % A
(CHOP) H1 Caspase-3 £ [ 3R IA B W1 hn(221,



FAHBFEH 202546 H RS Y3

Drugs & Clinic Vol. 40 No.6 June 2025 » 1559 -

3 HMRIME R S51RE
3.1 3EIFRJE miRNA (microRNA) -21 F[iA

miRNA A& — 3% i1 P 52 R 4 50 (1) A 2 ) B
RNA 73, 7820 e 40 i 5 b i BEd 3Rk,
FERG TR (1 20 B 40 B h ) miR-21 234 e
R (PTEND [RERIE, AT AL Te 24t e P 6 4
TR AR 2223, BT R I, 2238 3% i #1) miR-
21 Fis FRA SR E A T 3 (TIMP3)
HHAEARIE, WHFELAEKET-B1 (TGF-BL) /
Smad3 {5 5@ HE, I e 40 K GE R4 ] &
IR 5251 T 22 8 2% R e ) JT e 4 T 7% 5 1R 2%,
B 2 A{E i HeLa-Luciferase-miR-21 %%t 2 B 15 FL
R, fFH 10 umol/L 223 2 T-7il HepG2 41
24h J5, STHIA pri-miR-21. pre-miR-21 A1/ %4 miR-
21 ) mRNA k2L 7S RMsIEN, Jfee
53458 miRNA-21 #1551 PTEN Al PDCD4 {E& [
KPR, 22 B 2230 35 nT Rl H0H1) miRNA-21 1)
Foak NS A A R 2
32 REREREEBQE (MMP) -2, MMP-9 /]
Fik

MMP-2 #l MMP-9 Giff ARG, 5Sciimiz
T FER A A R TIAR DG, R R M e 2 2
MMP-2 il MMP-9 2 &KiE, HE5ARIREREE
FHORRO2T, BRI, TR AENS I E B0 B N
& MR AR AL v A ] il AN iR 2H 23 MMIP-2. MMIP-
9 [FFRIKPS, A SEISHIEST, 04 40 umol/L I FH
YEH T HepG2 4/l 24 h J5, HepG2 4HE7E Go/Gq
WA EEE, S R GyM HAZI A LB F%,
I Go/Gy BABH , 7] 23 R MMP-2. MMP-9 1)
FILKFE, HEIRBEA MR, MR R 3.
10. 30 pmol/L F-7i SK-Hep-1 AFFE4HML 24 h )5,
MMP-9 & & BREE, FFa AT,
33 BESEUVENTFEER 6 (Prdx6) Fik

Prdx6 /& Prdx &R — G, AN B A B A2
A E ARG R IE I, BFFL R, Prdx6 i #ik
A 158 I HepG2 M1 Hep3B 4Hu iR 4h i 5E | 1228
IERLBE SIB0), AP SEEG K I, Af ] 358 &K 40 pmol/L
T HepG2 #liffl 24 h J5, S5EHEAML, Prdx6
RIE+ R AMMAFIEH . Prde6 mRNA FIXE
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g RS E R, AR B SR IR A 1
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DLCI [RIEFIMETFE . R, (Edkani
JHT- s Zhou 508 1o S PR AR IR 1SS AL I BH 22 5 %
AT LS HIH] EZH2 k& DLC1 Rk, ZEEHOA
& —F HDI, Re##I#] HDAC1. HDAC3 i
HDACS % HDAC [RiA, fif B4 5 H HA 1)
HHAKTTHERD,
4.3 £08 ncRNA Kik

ncRNA JEFEAIGE F A RNA, A LA
DRI 2H R e 5, (EANBERHIE AR 10 719 1% ncRNA
ATDATE RNA 7K b 1 32 200 i 10 85 A= 2R 38 sk
e, SRR, R2E. R, WTME
F PRI A DA I A B0, B TR, 2R
ZAT LB S ncRNA 0 EE S 461k 7 254 ()
i 24 PR, 2238 3% DA R AR DG 7 = 140 s 2
2 circ 0078710 KX, {2 microRNA-378b 5
PRIM2 &6, fnsd T HuibfE e,
5 HDHI AT E - R
5.1 A7 PI3BK/Akt/mTOR {5 & &%

PI3K/Akt/mTOR 15 538 % 7] LA 15 AE # IR B
HH ) SR A I DL AR PR K 2 BRI, B A A
MM T . E A T (RIS AR L,
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PI3K/Akt/mTOR il #% b M & W & 4 K H 7
(VEGF) ik, HI¥H anfpssss. T, FH{eat
B IR ] 40 pmol/L 235 R AL HepG2
YHf 48 h f5, R A LABGn4H e PI3K. Akt Al
mTOR B E ALK 01, AR MLH S PIBK/AKY
mTOR 15 5@ M AH . Bae S 7 KT R 0]
DL R RS R -1 (HIF-1) #0675 5
(I A e SR AR JE A — P 22 Wl 77, o
MRS T IR AR, B 4 JE DR 2 55 55 A WA o
PI3K/Akt i 2% 5 SR A E it 25 AH0C, 11 2238 AR
55 Je Bk A 18 F I6 7 T B 3 ) R K R P2
f& (EGFR) /PI3K/Akt I (1L R AIE AFRE, &
A 22 85 2% n] LB 1 EGFR 3% I AR A% 8 JE FTi 24
(431, 7 — FEOGUITORN 22 35 2 B A ] Dod s v 4 2ok 4
S5 E A R T, BT PR I MMP-2 A1 MMP-
9 [F7K-F LA M AR A VEGF. VEGFR2 [P)3%
ik, MIHIH] HepG2 AHALINI2 28 B 8% R 2R A%
A 71, AIAEIE L MH] PI3K/Akt/mTOR/NF-«kB #l
EGFR/STAT3 {55 1% Sl K DL A Aol
5.2 #N#) COX-2 F{ik

COX-2 f&—FhEZ (W AR R 7, AT AT
PR i A AR ORI, TERPIE . ROTUR . B
eSS 2 M P RIE, TR e kAR ol AR
FHET ZE i i A8 A% 2.5.5.104 1520 pmol/L
EHEZ AT BEL-7402 41/ 6 h J5, BEEZEHRIK
FEMIIE AN, COX-2mRNA FiLiZ#Hi #%, COX-2 &
F IR BT FEAIC, R ER AT LLdEd #if] COX-2
(%) 2% DT 01 o) 9 i A L A o
53 TAGGHAELEKETF (CTGF) IFHIFFER
YIS HURT R I B A

CTGF 2 —MZ IRk, 52MEm
MIRE RIBZVIMIE, CTGF RKIAME @ (et
JFF SRR A4 1 J8 % >R 1 it FF s 240 P A A 90 T
RI, TEFFAA4ef KRB, SRR T, 2
W R KR4 2! PDGE-BB. CTGF. TIMP-1. NF-
kB MRIA B, 5 — a5 R B, A 20
umol/L ZE &= T Wi 2R 24 h J5, @EITRIE
FMIE K CTGF & & & TR, M Fagfen]
DAY G 22 BB 7R AR DGR R, 1 BH 22 3 22T LRI i
AMEAIT R A CTGF f1A52,
6 ESHELAE B
6.1 {R#HBMEHEXER LC3I, p-mTOR EBXRIA

LC31 /2 | Wi F2 i (1) — PO 8 1, 76 B

JEaBN, LC31 =4 i— KAV 121, Moh B
PR A —3B 7« 2B A AN Huh7 4H 3 58,
Kl & BUMANZE# K5 LC3-I/LC3-IF tLfE LTt
FAWg/MEE 2 . 2R 3-MA Ki %1 Huh7
i LC3-I/LC3-I LU R %, HL E Wi/ IMA IR
b, Ui R BRIk T A 3 3. p-mTOR
BRI ALY E NS KRR, EEFRAL
(P14, mTORCI ##u, i id B fk ULK1 AN
Atgl3 Z5 FMEAHOCE A HH BRI EEh . Ze ]
DL p-Akt A p-mTOR ()5 H3R1L, #0H] mTOR
55 B R B R FEREE (0. 30, 60
umol/L) 2 3 FAF A T- /& BEL-7402 4fiffl 24 h J5,
Y R 22 e S FIAL RS e 35 W5 PR, TAEA 60
umol/L 235 FAFE A T/ BEL-7402 4fiffl 24 h )5,
mTOR & & &3& i,
6.2 Hi| B-catenin/B LAAHEIEET 9 (BCL9)
ESBE

Wnt/B-catenin {5 5 18 2% -5 i 8g A0 A 245 P4 AH
5%, Hirh BCLY 1EN B-catenin FIFEIGE 1 & 35 1E
i, BCLY [ ik $faim T AR T i A 4H i 7
MU ZIIRE F7, b T TS @40 m 5t K,
fHFHZE 3 20 umol/L T-7ii HepG2 4} 24 h J5,
YiH H WG %, B-catenin. BCLY & HRIAW /D, 1M
TINT BCLY i 3k WL 5 955 T 22 38 20 40 i
PEIE R AIEISOR . A, $] BCLY 214 3
W R RMINEEA . X PR R REEL
il B-catenin/BCL9 I8 KA H WK,  [7]EF $ ] -
PRLAIERS . R LY - [ 40P % A i FE 6L,
7 RELE G AT

BNYSEIRUESE, 22 IR B 25 2 44 P J ) Rz
TR, MRS R RS, BEZERERN
WEETHE, AMHIRCR @B &0, iR ] fEiE
IR I p38 MAPK 2 (3K IE, H SRR ZREL
£ I FH B 0 ) R SR B e, A A0 ) T T 24 44
HepG2/ADM [¥I345E, i A 3 i JHL o) ] 8 2% 1O i 24
P, X PER o R 40 HepG2/ADM Xt fi]
BRI 2517 8 5 p38 MAPK 15 Sl % A <181,
L R@EIL T Lin28B Fik AL AT# Hep3B.
HepG2 40 A EAZBEACTT TR 245145, Cheng S50}
TR 2 38 R ILHR TR 4L 3 HepG2 4
W ROS KT o—liifek s A A, 2
W EKIBE ROS # 42T Spl Al p-ERK1/2 5 A K%
i, ZEE R N L R R A R AR 2 T B SR AT A
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