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Abstract

Primary liver cancer (PLC) is a common malignant tumor in China, with a high incidence and mor-
tality rate. At present, Western medicine mainly adopts surgical treatment and ablation treatment,
although it has a certain effect on liver cancer symptoms, but most patients are found to be in the
middle and advanced stages and have lost the best treatment opportunity. In recent years, with the
increasing research on primary liver cancer in traditional Chinese medicine, it can not only improve
the patient’s immunity by adjusting the patient’s physique, but also strengthen the foundation. It
can also be combined with external application, oral Chinese medicine decoction, traditional Chi-
nese medicine ion intervention, etc,, to affect liver cancer cytokines by regulating the signal trans-
duction mode in vivo, so as to achieve the effect of treating liver cancer-related diseases. At present,
most of the articles focus on the prevention and treatment of liver cancer with traditional Chinese
medicine, but there is a lack of summary research on signaling pathways and pathogenesis. This
article discusses the research progress of TCM in the treatment of HCC-related signaling pathways,
namely RaF/MEK/ERK pathway, PI3K/AKT/mTOR pathway, WNT/fB-catenin pathway, hepatocyte
growth factor/c-MET pathway, and growth factor-regulated angiogenic signaling pathway. This ar-
ticle provides some targets and clinical ideas for the treatment of liver cancer by elaborating on the
pathogenesis of liver cancer.
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1. 5]

JE R MERTE(PLC) 2 H TR [E & At Fu B 2 0. EHEREE AR = — ML RGN, -4
BRES N KA WIREE , A e PE T A B4 565 = [1]. #EGEit, 2022 4E 4 BRAT B & 9] 865,269 il
T 757,948 1, 3l b A BEROR R AIBET BT 4.3%F1 7.8%, AR IR FFILT- 5514 8.6/10 /i
F7.4110 73 T R AR B2 36.8 Fifl, FET W) 31.7 Fifl[2]. wnd, ST s R VI R T S5
TR ) O A P S N3G K DA R iR 2 At P e e 2 A A e I R 977 9 PR s R )
HAT, AHEREITBaGR AN E LAY, B TH L FARRIT . 7S, sk, hERGHE
TEYT IR 7 T R R A& L, JUFAEIR T FFE U T (4 pe 35 AT o ARy i S 3 1[3].

ERE S FET I R X4, BUREEIE R RS 7 o AR . Bk .
“TIEET . TR SEVEME. PR R OREUR R L T RS T R (MR B A B B A
WEV R, ERAMERERAT, MBUFAEThEE R, S, A, WRNAE, REHARR. BT EE
TR IEB AN T . PEEAEERAGST, HAEMBIME AL B RGBT EIEH . gk
AEAEI SRSV % J) . o8 B B AR TR R T A SRR (4], DRI R A IR R VE 7 ek bk
ZHINFH, JTLSAESR, A KRN TR B 26T I U LSS 2 A s S IE ek A ¢, JLnT LA
Hil A R IG T . ik 1R28, DLKRBRRIIL A AH DGR TR0k, AT S50 JFFs AR DR, oA Sont
R 25967 TR VR 98 A I8 BT AT 4508, DUIOA J5 S A SC it AL S L BRI A %

Tk
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2. RaF/MEK/ERK {E2i& &
2.1. RaffMEK/ERK 55 BR 5 R & 4B <E

Raf/MEK/ERK {5 5@ M A4 . A K. b BARMBETENRSMRLE, £25
TR E[5]. Raf/MEK/ERK {5 5B 4415 5 WAL S B0 AT I sssE . 0. 77205
RGHEZ P A FETHEE6]. AMIME SR Ras Ak S 2! Ras, H Raf. MEK &1L 05005, &
% MEK &AL IB0E ERK, AL ERK NAZ G AH R 51 IO RS B 2, ARSI RINEUE 5 b B Raf
WAL AN, IR — RV » IX 4508 1% 1) 5 5 BE 75 HCC K& 2 Rl v GEAS I 21 . 55
Gb, oL R R[6] [TIHEAR 35 1 HCC M A Raf-1 K NI R MEK. ERK [fIRiA
BRI, EAEEER 91.2% A4S B3 A1 100%5) HCC B354 Raf-1 fU3RE, HrpATmEas &
HHFRIBKFIHEALT HCC 3+ Raf-1 RIA/KF, mknl WAE HCC KA fEH, Raf-1 55 5
AL AR . B ALK %[5 SRR AE HCC MR AEIIRE, 7T LUAYARYT HCC S48 7E IR Ak I8 o DRI,
] RafIMEK/ERK 15 518 i nl LA 355U IR FH o

2.2. FEHIFE Raf/MEK/ERK SE@E4T B R MITHE

s 24l 1% RafMEK/ERK {5 5 0 B RAM I FH e AN ARG iE . SCEAH OG5 07 H . Xk ARZE[8]IA
DNEEGESR R AT I HepG2 FHmAHAMIGIE . R2BANTH, RN AN, 1Z/E M5 RS
# Raf/MEK/ERK {5 5l 5. MIRRISIEWHALME, FHEAZH Raf/MEK/ERK {5 5@ B 05
[9], Raf/MEK/ERK &/ RS 1 E EAYAFFC. EROERE AT #06] p-MEK Fl p-ERK 13k, (ERTF
S0/ R E R, AasbifER 48h J5, REWIE Nif p-Raf/Raf. p-Mek/Mek. p-Erk2/Erk2 FHFEIE, Xtk
A wRl ] REIEIE A% Raf/Mek/Erk {55 @B HI 40 g sE, (et HepG-2 4T, Ye S5[5]dE L+
23 7RI R PR BT Raf/MEK/ERK {5 5 10 % 2E R AH G IR 1 J5 TR FEVE T, b 7% PR B 1A 1
Raf/MEK/ERK 15 5188 L FE A G, AR RE, ST AR . 48 LATR, PRI
Frmabil Hb T 7R I R8T DL RafIMEK/ERK {5 5@ 8% S AEAHOCIR 1, MM AE SR I (1 R A e

3. PI3BK/AKT/MmTOR {5218
3.1. PISK/AKT/mTOR {5 i@ 55 & M FF A0 Bk

PIBK/AKT/MTOR {5 5@ B RE B (e ik 4f Ml AR G L 385 AR, 7E4RME T DL R AR I e vh Ok 15
HEAEMH[11]. PI3K £ AW R REEENEN, RV 2 A 73248054, PISK #00E, i AKT &
IR, i EOE T mTOR &85 5701, A4 HRE[12]. AKT 2 —Mhi T PIBK T 22/
HERIRE BT, 5T AKT A2 PIBK/IAKT/MTOR Gl 8% (k% O B, DR m) DL I i B Ak 47157 p21 A
P27 SLMM AN, BB R Fox O SR TR (1 Bad, o8 BEIRMLIR I & (1 IR 48 iz i ¢ 8 -7
NF-xB ¥ i& 1, sz it %, 228, WM [13]. mTOR 4% mTORC1. mTORC2
Pifh, & AKT (550 T FiFEMERAERLE A, mTOR 55 iHEMEIL AKT HE#1L mTOR
ser2448 £ 55, MM PISKIAKT/MTOR {55 3ud . Fit, @it i PISKAKT/mMTOR 155 i@, #l LA
P A AU g, I A0 R GG AE RS ,  DTRTR I FR g e B B

3.2. FEZFE PISBK/IAKT/MTOR {55 iBATT R X AT E

W R 2 Wit 842 PISBKIAKT/MTOR {5 5l B [z 8 1, AT R P 40 B 1) 23 A A A% 55 T R $8 8
HHEIER . W RE PISKIAKT/MTOR {5 SIEMAHE AN RIEL, HEER 4-F08 11 (PAHA2)R K
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WeilbRSE, p-PI3K. p-AKT I p-mTOR #5522, M8 A EEA K AR RS, R PAHA2 WlhgHE
I E PISK/IAKT/MTOR &AM AR AR S T8 228, S5HENRERE4]. 55 - BE
(5] BEAH FH RE NI PR AIAE SMMC-7721 [F385E KT,  JEnT DA 2 A AR U PR AR AR K

FHAHUHIPTRES T PIBK/AKT/mMTOR #1428 T84 [ caspase-3. caspase-9. Bcl-2 Fl Bax [)#IA &gk
YHMLE T YA S . FE R[16] AT 8 IE i PIBK/IAKT/MTOR {5 5@ <4 E H PISK. AKT. mTOR. p-
AKT. p-mTOR HIRIABARAMMLITFERE /7, 15 SR TS, 0] HepG2 AHAEIESH . oS HSEA[17] I HepG2
Y p-PIBK/PI3K. p-AKT/AKT Fl p-mTOR/MTOR & [, Mk HepG2 4. &5 LAmik, &R 4-
FRALEE 1. 435 - B AT SR B2 Al PISK/AKT/MTOR 15530 B4 A 40 o 1T #% AN 1 o .

4, WNT/g-catenin B
4.1. WNT/g-catenin {5 S8 5 R & 1A BRI X<EX

Wnt/f-catenin i&45 & Wnt {5 5B 4 #1245, Wnt/g-catenin {55l % [18] 7] LB 0T 265 . 18
B TANM4ERESE R, REHREIEMALTES KA RN EERAE . ZlEHbrE2Z g-catenin [
FARBE G M A% WAL [19]. Wit 2 456 OV =580, HE S IRE N EE, 5 5135 v kg ta e
P, FHIE p-catenin BEERALIAME, W THE G ) p-catenin 5 T 4% 5% K1/ R RE RS 58 KT TCF/LEF 41
HAER, W& Wnt/g-catenin G 2%, S 2G40 N R R 2 IA . Wnt/g-catenin il I 5 2 R iF LI A
SR N5 S PR AN IR B AT R, NPTt 2 [20]. 40 MMP-2. MMP-9 {3 i 4 J i 50 e (¥ 32 22
BRI, S PR ARAN B AN B ) R (KRS, (ERPR AN . M R R A B E A . He £5[21]
W& B WNT/B-catenin {5 5B T LR AR & 5. b, KT ZESE R FRPERE, K2
P I 8 1) 25 DRI #8855 4 i WINT/ B-catenin {5 5380 26 SCBEE Fl 70 (1) 9 A8 5 O, DT 2 8 s ) R e gk e
(AL, AT DA IE 45 Wint/g-catenin {5 538 1% R BEL 1 J5 R 1 e 1Rk 2

4.2. REZIBE WNT/g-catenin {5 S B RTR LS

HH R 25 1T LA % Wnt/B-catenin {55530 i 10 9 200 M Fro 384 AR AN AL 78 . BOK AR [22) 5 B FE R 1, £
Foft o 24 (045 200k 43 AT L B Wint/g-catenin 5 5 B IS M K L — L8 NI T, B S AT AT T
JH-R 20 M 2 2 e A 4 o ORI 4840 777 [23] 7T LA SE A S5 P AR 40 . Wint/g-catenin 6 AH 5G] ) mRNA
R FARIEAKF, Forbox ] p-catenin (19778 5o, AT AR AT T 40 AR AT, e B SORN &40 77
Xf I ARG sE . k. FeR . M 2GSEAT NI T HLEIA R E . BT S RN, AR T [24] 7]
LU circp-catenin 3% (4% Wnt2. p-catenin. Vimentin. N-cadherin #1854 /KF, SENEMR K
A EMT, JF HRHL T B 7 BERS#L A circp-catenin K IEFUEAEH . 8 %K [25]AE i 401%] Wnt/g-catenin
G5 KA O -catenin, c-myc Fl Cyclin D1 [f1RIE I FHE AR . BT 4E R EoR, AR
F) A P (264 F T I 4 A, PR 40 i Wintl. B-catenin A1 Lgr5 (2K [R5 B HBIH & R, JF
H I 4H Wntl. p-catenin Fl Lgr5 8 11151 5 B A 1 VA B2 (0 38 Iy 52 I/ 1) R e e %%, 1B 1
FE P AT LUK e 41 P e S B HIAE A o B DL B RCR, 1A AT LI I 4% Wnt/-catenin {5 538
SEES SR 1 P T 240 L S TR 2

5. £ KEFATHNEE BESIEE
51 A KEFBTHNLEERESERSRLEFERXEK

LI P9 B2 A AT (VEGF) [27]4E T H Be e S PR AF I P9 S A RO B S AL AR AT 22 43R, 3
SRR PRI, B LA A RS B A B A A, e J e i A L P 2 A 8 e iR 1R 2R EE A

DOI: 10.12677/tcm.2025.144232 1544 LRIV


https://doi.org/10.12677/tcm.2025.144232

Kam 5

VEGF W 5 H 524k VEGFR2 454, it VEGFR2 BRI AE FBOE NS 50, SIS A B 4 o1 AN
Ry, WOINMAESENE, PR 4 K& FE[28]. VEGFR-1 /S 1 B I AL S M 58, %
ZARSRIE AR ST LR - MR E, DRI AN i #£[29] . Adachi 25 A [30] 1 HF 7t &
B VEGF &I AR i) FER 577, AMUAE IEH L B R HCC 78 P I SRR FR #5597 145
B, AT AR 2R e R AR KRR e o« 855 N [3L1HF 9T K I miR-205 7 fFHs 4 2R e 4l bk o 3208 R
W, miR-205 A R -4 M FE A B RIVEH, JFnT s B ] VEGE i) JF-Ja 4 i ) 1 58 A1 i
8, XA TR ARSI 1R T SR AT L .

5.2. PEHFFREKEFBTRMEE RS SBEEATRELENE

o 2 28] R i 45 AR G R IR L AR S T ORI IV A R, A bR 1 AR R A . gk
e R 2 N [32] MR T s SRR (1 2 il i VEGF, mlff JiF HepG2 41 i J& JARR A T GO/GL MR i iF
Jiri HepG2 4t 34 58 . #MNEF B 77 [33] Fh 24T Tl nl 2 25 4] SMMC-2771 4 () 3658 RE /7 s 5 X REZH LU,
HH 2T T TR A ] B ] SMMC-2771 4T feRe 7y, HANHIRE J1 B — AR kb B e
77 e 0% ik 25 BTG TP A P I AR DG AR K DR B R, I I A PR . A AR % o AR D [34]%
HepG2 A5 A fMmI/ER, HEARmIAmME, Wikt iR, WRER T BAMHsERET
HepG2 H 4 a3l S5 iER2 aE /1 I0ER, WIBESF#MK HIF-1an VEGF [WERIEAHIE, HIG AT 2544
AR EURAE N T e 5 35 W R4 VEGF 1A ¢ PRI, BXA 7 58 7T e I8 i U= FEL W HIF-10/VEGF
iy, AR L A BN R, AR VR YT SR AT R MG . T A R A [35]4MH1 HepG2 4l VEGF HH
MRIE: © RNEIRETTIEMH R A 43 HepG2 4/l 24 h J5, VEGF 2 (X Rk /K 27 AR
F. @ 10 pg/ml 5 &M R A 2 AL HepG2 1A 0. 6. 12. 24h J& VEGF & AT RIA /KT S i ]
WHRPEIR D, TR A e N i HepG2 40 VEGF ik, Kk, VEGF £ HCC Hhf&is1bn,
A[IAH VEGF 7E HCC MM A AR e bt 2R, 9 H 2 5 4w 1) R A Fidkfe

6. Fr4mpa4sE4CHEF/c-MET @&
6.1. FFmpRYE KEF/c-MET 5B 5 R A MR CEK

HGF [36]/& AT 41 g £ K [X] T (Hepatocyte Growth Factor) 455, AR ABUN T, B —FZIhEEN
HARE T, FEIhRERXMMRIGGE . TR A R BRI E R . PR A K TR — R AA M4
BRARESI MR T, ERIRZE R A . BT 4E 40 AN LA & o TV HGF & —Ff bl 38 B AR B 2H T 57
R, EATR N R . HGF i 5 o-MET 2R & ok KA AW ThEE . Rk, HGF/c-
MET {5 S S « M2 ORI 8 AWM 5% HGF UL = RIAE RS o-MET BIMIAMX 45 & M4k »
SO AR AR PR 7 T R PR 3 Tyrd 234 1 Tyrl 235 (1152 0k SRR ER 1k, XA 2S5k 3E Tyrl 349 Al
Tyrl 356 HIBERRIL 254N N R IE TRV R Y, P2 BRIR AL S L F) I S R B i F A 70 B S B it
R TS N5 4% Sadde, #E— DR e gsE . T8 A AL A % [37]. H#f HGF/c-MET
L T PR O RIE TR T IR Pl Ko ML L ) 245 D ) L A
6.2. FEHEEFHEBEKEF/c-MET [FS BT RA T E

EL T 4 A BA B A0 rp 24 3 U 2 A A R 26 K IR FIe-MET A5 538 1 VA 97 R0 i R 491 B0 oA
S FRVRIE 5 77 TH AT LA HH v 247 e 0% 368 a0 1) P 200 70 18 A R0 e 17 2 i 4 0 A TR P /e-MET (5%
W RAIEIEIT VR o U0 703 I [38 ML 3] HGF/c-MET Sl {2 37 A A AL Bl IR 4TI 20E . R
ISRy D I TR R, A ROR YT I . MRS 5 A JE [39] Re W R4 1 HGF W& ¥ c-MET
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HAKT BERRAL, W& IR AR 1H:  HGF 5 i PC-9 ZUMI & JE B i 2, AL 540 HGF &1L
) c-MET KN ilffE Sl A <. THHZE B[40 8 P 3= 4t B RO B B /R 2 R4 1M, Al
TLRA /S5 516 T84, RMAEANR-6 N E TR, MRS, REBEEHE. i, Tt
FH 28 B 7 ] b B R S e R By B KA -2 DR s D A Rk, IR A E T, I
DB RERT AL B R T, R S RS IOAE . SEIR AR WIS 177 [41] 7 25 1 T PRI SMMC-7721
AL uPA (KT, TTIBELE SMMC-7721 Al /R34 T (R B A, a2t M BELAE RS 4R A6 A% . 45 SRR ]
SRR 7 JE L F] HGF/c-MET Jli . IR W uPA BIZKF, BiIEAHE R R AMER . il Bk
WEFCRR, AL 1 A AR R /e-MET {5 5 Il B AF 9 a7 B sl OB A e, S 2 s
PR 7 I FIT R A 1 RS BRI A . PR 26T P S Sl N 1 PR

Table 1. Signal pathway of TCM treatment for liver cancer

* 1 FEHARTIENESEE

SEEE Rk S Y 1R AL S 25T R EEL
4K W T2
W, AR E. 8 B0 #] RAS . MEK. 0.ERK
b R QWAL ML, (ERRUIE.  RAF 5 MEK i p'R o, fp' )
ERK [B1. FFFBLLOl AL BRBAERL. H RAS RS Edk LA ERK BEER DOF00 O
STFRITICHS] S UL, (IF ERSFECEHEMEK  fb, dnmlman PR RS
FOERK Mg wwoRsgEr. P
W (RER
W 42 SRR N Smarmn piek st pa1.p27.mTORCL.
PISIK/AKT/ Il [14]. Z-#5—Bg & AL B R L s °AKT 7l AKT [)itt, BABT  mTORC2.
TOR F[15]. HFE % 45 ERRE. W e mTOR &5, il NF-«B. caspase-3.
" (6. K SE Wi gk o BOIG I 55 S caspase9, Bol2
un BRI RIE PSS )
BT . AR
WA E . TCF/LEF. Wnt2.
R 17 [23] WEFRHHE AR AT A B 3RE Ml ] WNT {5 B-catenin,
WNT/ %Hﬁ{{ﬁ?‘i[zﬂ\ . ERE B WNTESRYE  SaiEdt p-catenin - Vimentin.
Scatenin i R Wef, Wb %% N-cadherin.
égﬁlgﬁ[zg] PB4 K p-catenin B, N A7, MHIMRANE  p-catenin.
” 1% MR (R R BB Lgr5c-myc.
FHREER R I Cyclin D1
- X i perg VEGFL FGF &K o b
gy HERIES. RS gy gy D VEGE L VEG F.
e BB T[34].  FEThee. HEL g \ FGF (&5, i/ L%
i B A B B, s o GO e g MMP-2. MMP-9,
A A R = o ? LS A B, R . EGFR
[35] A5k S KRR .
R %
HGF 5 ¢-MET &4
o BERBE S e wme (R, T mofosk btk V234 Tyrl2ss,
JIF 4 B A= B JB[39]. FHRHZE o g - . e oo TYr1 349, Tyrl 356.
BT/CMET  Higa0). s b BRI, B BRI, oMET 3k, JB MRS, S g
i) R ML SR ORI EIRER 5 e
BRI RN AR, s PR
%,
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7. BESRE

P8 7 1 & 2 5 RaFIMEK/ERK G . PISK/AKT/mTOR il . WNT/g-catenin %, FF4msE K
Kl F/c-MET Ji#. A K BRF 77 (0 M AR iS5l Bg B UIAR oG, PN A: K R F/c-MET 55l %A Ay
B RRON AR T B 55 . TR R ZGTEVR T %R I REE 78 /0 RIEAL A, IINHI AT 40 i s s . 1228
ok, EM KRR FHRIEFEMETMEZMES5EST, NMARNGTT R E . i, FEANAR
R TG R R A, BB Z W AAE P EIT I, Wb g aHsE. hag a4k, Pa%
HHNEE, IRRST RN RE . BATZWRIRIT BN AT, IR 2 8 & E iR . © HATvEERR
I7 e A S ORI BE M 2 RIME R . @ S REXTTREBZ, WAES— BT HR.
@ HAE TR AR, ARSI RUNZRIR I 2 a7 RS, L2 MRS 5 BT
MR EYRIT A, RETHERSE NS, APERTIRIEEZ M7, 7R E T 2 e 2
ST BRAR IR T, A 5 24 PR R AR 8 R IE V2 VA B 0 b 82 S5 P8 5 o

E&UH
PR PR TR R IR B 0 (45 202411).
S5
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