B )
i *E‘E*’w?’m Acta Universitatis Medicinalis Anhui
ISSN 1000-1492,CN 34-1065/R

(ZBERRZEZERD) MEERIR

H - 0 T T I 98 o e A 30 R v (0 4 FRL BT A1) SRR DGR 1) v T

= HIRE, BREE, TKINE, XIFEE, BB

WA 2026-03-20

M E R HE:  2026-05-11

g1 g HRDE, BREE, TkUNE, XIERY, BOCER. ERIKIERTIE 25t e

FRIE AL S AR SGRE VA ST [J/OL].  ZRIBER R 4R,
https://link.cnki.net/urlid/34.1065.R.20260510.0911.002

@NKif oL

www.cnki.net

WIS ER: EHmBE LIRS, fafh NS BI RE2 Jr R e R HEUE R BN g 8 R S5
B SHERBAR L E, HEEFATIF B8 FE TR HERGE afe 5 H e fa 4 [ )
FIRF R (RIS 2R HERRE IR, W EAE AR & IR . B e A
AR 2 HL DU Y CUfh E ) BV s R P B e 1 o S P S8 Al I 2% 1 AR A B e AUAF £ (il
R ERZEB) A1 CITI AR BAE Y A RE s 2 ARWE TR A B . Bl Rl 77 &g
BB TUSCSR R, AR ARANGGAT 9 S AR ABUT s R fh N 2 LA R 15 [ A R 5T i
AR BOARDRIE, IEB MG —HIVETE 5507 f79 . 87, A0, g th R ROt ERRESS
N ERF ERAI A BRI, SR ERG — 25, AMRBSOESCEH | 1EH . HUE A FRAER A2,
FURTEE T g A HEAT > B0 IE K

HREEIN : 40U TR EE I S (R E2EARIIT] OsfiBoO) By REHARAREL, £ (FE
FARWIH (MZRREO) HARESRE T & LA 5 405 T N 7 — SR i, DL BRI RO 30, A2 BRI
AR BT HI AR SO AT E R . HERROE RS . BN E R . B (o B AR (RIZRRO) A2 B 5l
FIR) FL A SR A R I 4 S R R (ISSN 2096-4188, CN 11-6037/Z), It LAZE 2 3T 1) 099 4% i 9 24 27
RSN IE AR



2026-05-11 09:58:01 https://link.cnki.net/urlid/34.1065.R.20260510.0911.002

R PRFE JFEE 78 o e A3t R v B4R R R AR SCEE R 7
MR gd BUREE 2, KENE 2, XIEE L, BOGE P R

U Egrh BE 2 KR — B E B IR B FFRERE, I 450000; 2 PG £ [y VA B KB il 4
WrE B, M 450000)

2026-03-20 ik

BHETH: BRARRFESTFRETH (82505480); 5 H1 & 24 K% LR & 25

4> (2023BSJI035)
YEZ TR HIEE, &, LR,

R, Lo, W, WA, EfE{E#E, E-mail: zhao-wenxia@163.com

R B (MP) 4RI A —FLSIER A AR AN K RS R, RV R A
R, VIR AE IR, [l RS AR SRR E JRE Z I RCA BT h 4E R K . FETA
i (HCC) MR e, FREEAF e MIHIE SO S T, 18 A BT HE AE ) MP RT3
WIRBERAT, PR RS Sl M R SR IE Bt O BAE RS IR MP #I1E P,
BT HAE HCC Bt f il i A %5 5 Il B R P2 B S f it Fe it e, JFRTHEE R MP /R0y HCC
TEIT SRS I AL, DA A SRR T 3R 2% .

KA Bt FTAmiE, At s EIRELZ T

FRESYS R 7357
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Abstract Macropinocytosis (MP) is an actin-dependent process by which cells internalize large
volumes of extracellular fluid. This engulfed material is subsequently digested and degraded
within lysosomes, providing essential nutrients that enable cell survival and growth under hypoxic
and nutrient-scarce microenvironments. In the pathogenesis of hepatocellular carcinoma (HCC),
sustained liver inflammation plays a critical role. Chronic liver inflammation not only creates
favorable conditions for MP activation but also triggers relevant signaling pathways, thereby
establishing a persistent positive feedback loop. This review aims to systematically elucidate the
mechanistic basis of MP, summarize recent advances in its regulation via relevant signaling
pathways during HCC progression, and discuss the potential value of targeting MP as a

therapeutic strategy for HCC, thereby providing insights for future clinical research.
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FF4HiEsE C(hepatocellular carcinoma, HCC) & AFRIEIEM I T TR EREHFZ —, H
T H R A 250, FEIR KT P G EORBRAR e P Y 2 e A2 — A 2 B IR
ZIH RN KRR, 752 P8 M a0t 1t £ B B I 28« ARRS VERR Wi VR 2 28 7 iF 41
Ul FREAL, FRZREN HCC I fErh, RRERI RAE [ SR AZ O IR B 7)o 38 IR O &
AR T AR AENE A, G AR B8 = ALK DNA R, AT
F;HCC R HER,



RIEFACIIRE T, 400 i PRI IE TE T 7% R RE R AN & T oK, AT HAR &
#&Pl, EfIR (macropinocytosis, MP) & i & & WLzl 32 F 240 LI5S A SE A /3 i ARk %
PERAH B AMBOR BRI, A AT oy BRI IR 1 8, IX SR IIE I W iR R Siis 2R
PRELE G AR, BRI, A E BGR R MP iR R, TR N ACHE S T E SRR
YA, ANTITAT SR I 5 FL AR 3 B AT R A P a6 75 A8 TR A5 . MIP 8 i 788 4
FEE FRBE Z PR 8 SRS B RSN, IR R A R o ST A R B v AT Y
MP i1, IR EI] 2 AR AT AR B A I i AR KA . 2R T MP IR
WU, 0BT 7 AR R 2 g e A o B DI BE AT 8 425 X 22 4 R, R 40 6 MIP AR T R AR AN (L 4
ARV 55 5L, BT R DRI SRS S 1T AL A

1 MP &4+

MP & —Fi HAIRAME 5 RAEAE 5 BN Sl EaE 1. OB T-Mlsh & B AR £
PENBEER . MP 5ULahE B 4000 & 22ah /i U0 o0, lsh i B R ST U I R, FR
DNIEREAE, X e RERE AL E R T B & BIMOIRRE AN, B A 0 B i e AR A i 3 T, AN
J AR I A A B AR R BOPIREAE. ARSI ERARRTE R B
s BRI RS . BIORIBEAET), £ MP R, AT Je i M th R IR
4%, p21 3EALIEE 1 (p2l-activated kinase, PAK1) M RSN 43T Ras #5% C3 IR
1 (ras-related C3 botulinum toxin substratel, RAC1). 45 Z4 /& HAEE (9 42 7ENL3h & A 40
JIf0 o 24 A T SR A R A O B T s A R ) X SRR R4 I SRR T RS, TR U
B AR ORGSR, e A ERARAAR . ARG A A AR T 8 A AR AN
[A], MP AMERA T3 € Ak, AT tbE N R NB I T T TR e, TR REME
AER B ZEH, EARF]IE 5 um, PR 003 JE 00 B3 HoAh A A 3842 7 AR N B2 14 10 000
LA BN, 2 S5 B A N B B, S R AR IR A A 4, A I A S A rp
BTROREMUIARR I . SVERGIARN S KRG MR, BZOR R i E IR T4 e i)
ARy Ta iR B ACHIU Y R AR, BT AR AHOE AY HY R ATP bSR3 B
MAATE b, ¥ BRI N &S pH BN PERE IR, WOE K, 85 i R R R G DA
R AR S v A% 13

2 FFRESEEALEIE MP {23 HCC R B



2.1 REEAE DS ERIE MP

PP 15 5 ST R E LA 2K LA JR) A A R R A, SR 2 I A AR B A A S, B
TR T HE 28 foet e U)o S S A A T BT A R AE A » SRS AT 52— A S U S R 7
B TR G R AR R S R, SRR A S A A EH SN A 2 R,
B 50y e S o 40 L AL B P S SR O TS R MIP e AT ST s, i S s 4 I L 2
I SRR L AN E R A TESRI MP BE ), MP {ERISCREGVSE HCC 4HRIIAETE, sk
KBt P RAIE T EH S5 8 1 2 RBR A/ BRI HY MP (] IEZE T HCC IR €«

2.2 HFBHMA T REPEFEZ WK MP

RIS 1 L 1) fr IR 40 A T 200 L R T R T 2 B R R IR, 5 SSUMRE A% DX RS A
TUUVHRES, s MP SRECE &0 . = BRAZTF (adenosine triphosphate, ATP). %%
% (glutamine, Gln) FIZIERRSEE IRV, MIMTEE IR0 Z A0 MR b AE KT, — T34
FSEIGE R, HCC FRE PR 555 rh 40 M 4035 v IR0 P M6 LR, OS5 K 1 R R 19 - i
MR M5 55, D BOEERALIN T 6 FE0MA RACL. 4IM 2R WIE A 42 J33h MP, {Eik
MPus BN (extracellular vesicles, EV) $&HL, i HCC it ). Jm 4 i hy 4 <5 oA B 1%
U, o BURRERE AR, DUINE ATP & HONE StRE, SEIRMs R A it el MP 1E B
2L oh ATP, SEINZHALA ATP K1, AT HCC dAEAR3, HhnEL i 25 WALy 24
PR 2 DT, S8 RE 5 S502E SR ORI LB I O M R, A K R L SR AR 1 e AR
(albumin, ALB) &HEIZZUAER, MP % ALB f4RH AT ASS NS08 Ras 4102 Gln 1 a-
B R 7K, Gln SN A KA T A B s R, A ME A TR ATP
(M EZRIE, V20 (W Ras IXEHFEANAD XA RRIRI « omat:” 2o,

2.3 SBPEARTTHE TIEBE

MP 40 /M 5 a3 i A K K7 (epidermal growth factor, EGF) “54E A MP ()45 ik
S, AT R A A S R S B . — I S R A B T T S R AE 5%
SRR S BB U LRI B, FERTIE S R AR T, MR R G pS3. BEME A
(B-catenin, CTNNBI). 3ifi i 5% il s 2) 155 e 0 IR 8 5 i R AR G 21 (H E AT
5 MP MK REREL M CTNNBL, TR [ ps3. sk i 4% i (1 75D,
£ L Wnt/CTNNBI {5 5 38 % 1) FAE A IR 3h MoR A M 4 i 5 6 7%, TR MP (4% 0
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ElFEREE R, HEBUEIR, CTNNBIL W Ri& HCC 4 H 3 SR 1N A S0 1IR3 4 AR
2.05 ff, MP il n] DL s 55 HA% I, % W) CTNNBI BuE 404 i) MP 2. Wnt
55 NEE A EEAN S0 Wnt-R 25 FEIREAZEMCED &l ZEE &Nk, fil
22 BEWLAR A B IR A BB 3 (glycogen synthase kinase 3, GSK3) X4z A 1 MR IL,
S FL AR o T %, BElB 4 & CTNNBI BERgfk, 35K GSK3 FaEP2. M+ GSK3
KPR B2 E PAK AKEMENLA) 2 F S 2H, 3998 HCC 4 MP, L% 3 20 i P9 71 9% |
AR SMEMEE AR (MR . AR KPR MR, AMP A6 F
(AMP-activated protein kinase, AMPK) £ AZ0 i 4k F5 it B fa A (1 St e B AL R8s, B
Je e B RORUE I 3 2200 AMPK,  FFARRE /M AR I AR = 42 ATP,  [H]B %1 JE #E ATP (¥
A RACHIE R, B RN, AMPK W DLE S 22 V)8 H 1 (eofilin 1, CFL1) fRiEHx
WLBhE AL PIE], (2t MP B & LS 8 P40 B AL S 58, S i i T A 5 R AR A i i
HISNEAE FTRIRE 1. AMPK A3 MP WA B T 40 S5 4R M & 5= 0T
Ui R A0 P TE AR R0 R (AR A7 508 B

3 #B[ MP 59T HCC

ST MP ERHERIEFAL T R SCBEAE R, #L1R MP I6y7 CRO8— M TR AR T A
SRERWT TR Gt T 2 MO, FIFEAMRAE IR 0HE] MP _EE Sl 8 MP E
PURZIY), LA B MP KA A IS0 o5, JFR mik bk . AIREEME M MP RE 5 k01

F) 2 4 B AT 8 B
3.1 EFFZFHH] MP J8J7 HCC

E IR N PRI, e g s MP RIS B R E FRRUE, A MP 0 77 R R
i 5 Pk e RS, ) DU R G A T, AT A R A BT — T g s R
W, 4 REBFEEEBZRMR A 5 SIBS5RTNEIEARSEN, £ HCC Hfiut, 4 X
R PR SR 5 JE I MP 35 Bl 4l S ALB, X570 ALB SGIMZRifA ATP & %,
SRR AT R e 7, (Rt HCC FFP RS, S — Tt 7t PR, ATP B RE4IE 5 M
OA I LA i RS AH [ B AR 22 AT 3K 5l RACT AR MP, HKFHH s TR % HCC 3 1A
R¥E, & HCC 4ipuye S 7= B Z MHLsl . LLBAFFIES: 7 0] MP 1R FH T HCC 41

N E TR R gE AR R 2 ¥R YT HCC By — D EH ZHE p



3.2 $E MP s 5@ H] HCC

fEH MP A5 5 88 S ), T LA Sk BI85 MP L] HCC & R . 2 a5 3031
R GTP BEEE & (385 MP /EF(ERE HCC st fE . seat s 1, MshER [ 4F4EHE 5%
HH 1-)x X RNAL Nz E A EE, Ha] DL E FEK miR-139-5p 7KFRIAIHES I EGFR
Fak, AT 8 MP FF2 i HCC S99 R A 2 Ji5 5k B g 1) g e B0, S A — It 5 P I
GTP BTG 1 ARAPL (¥ 575 RIA 5 R HCC 4ifrh 5% LR ARG MP, EGF Hl il
RIFERL A 5y KL 2 IRAR Y S E AR, WA SRR ThRE S 5 MP, S U8 F-Y L i
TRH, Mgt HCC K JE .

3.3 iEit MP #IiEZYIRYT HCC

B ELE MP g2l AR BURIT R B S EE, swRmZgE. — i st
JRT o T B B SR U B I S IR R M I A T RN, B I A 5 0 AR R A
MP {EF AL BIZRRE T, R 25 PR 2 A A M A FEHT HCC AR . 4R g oK B 1]
FIWERL BN T HIEIE R G, RIS RE . BRAR A St $ReET 807 |
ROREZE, T MP # Bh 9K N0 P9 A o /T4 RNA (small interfering RNA,
siRNA) BT 5 v 7 UUBR B0 B R 20k, Tt 72T siRNA B8I% 1 fig R 40K
FURL, EEE T MP 1F S siRNA B iz 2 FUA IR+, BA A siRNA R, /£ HCC
/N BRAA A R A SR, B T siRNA UTEREOR SR (1 AE 715510 b TR (AR5 SR R
TEH AL P, AT pH i A F 0 0 57 R AR P ARG A S 1 A P R R 5 BT 18 B 4K
TORL A BN . 2 3R AE 2R AN R R P BB AT T0m 4, BT A T R 23K
FOFEAT ML S B G 00 pH W RLPEGUR R, S8 MP 1 A5 10 P 74 F P4k 3040 o
G ERI, RN SRR, HCC /N D IRIZ B RO B A LT I HUE ROR, HoRXT
oA 2% B3 B R T A B R COUE B T DAYE AR AN SR AR IR A, e
TR E LA K ORI 1 MP RO A% 2R A I AR A2 N HCC 40, O 2B A
BRI PRI AN RIS B AT RS . ] HOC 1A =Sk x2S i R TR T
TERT, 75 e S PUmR 2 R AE A, F F0H 75 8 BRI A = 4816 4 A 75 pH I RLAITF
FERE IR, R pAsE MP R F RN G B A SR AR AE FUE NG, i R s i
S AR L J1 P A5 A0 BEL BT 48 o 31 2 A 4 R A0 90 2, A R ) HC.C 4 g 6 5 O

CLEYRET, MP WA A iEIs RS, CLASIFER iR . i 25 VRS HERE U H
6



3.4 B MP {23 methuosis FEZMEFET-I59T HCC

i MP 5 Bl AL AR P M AT T, FRON methuosis FEBETS, ESRSER
I AU v AR R R o AR AR T LR BT, i PR R, CTNNBI 3§58 1 MP JGH A
¥ CFLI %3¢, JFE#S CFLI AHIAR A LRI Ho e 2 BE IR LR A2t MP, 2 MP {EH]
SHUY methuosis FEAIAEAET-AIEIE CFL1 ¥EMEHMH] MP /EFMH] T HCC BALN R
CTNNBI IXE IR A=A o —T04A Y S S B0 SR 3, MR BEMRAE A0 A AbFE 1Y) HCC 40 &%
H AR R, @I 7 AT MP 1 H 3501 methuosis FEAEARZET:, TEARSMRITAN
ARG HCC 4K, {5 Methuosis 1 —FARREFIEAISET 730, ARSI TP R
AN BURITE 77, ABHAE NS HCC iy BRI S L 5 22 Ak i AR A o

3.5 ] MP &> EV KIIREURIT HCC

HCC 4l 434 (/NS 2B A B3 (small extracellular vesicles, sEV) CU kB Al LARA &
SR R ) AR AR 2R PR R 3 HCCHOL, W HIER, S P A e e B 7 BRAG BTk
& pH E TR IE E AR I s, 3858 MP /EFI 4 i sEV SRR DL 5 HCC 4H i Tk
FEEE, M1 MP #0377 5- (N-ZF:-N-F P2 -BRyg FIAL BRI MP #E1EJ5, sEV HEA4H
L SZRH, e 4 MR B AN L AL R Ut BE 2 iS5, B FeiE— IR T R AR e S L i i
TNV E S H 1 7 RIS AN R K e o #] MIP AT BEL L e 4 O £5 X SEV 5 i 2 > e 4 i
RBOGTEAE 5, PRI HCC 1R28 1%

3.6 %] MP FRk HCC 402513497 HCC

RAPAE e R B EURAN li 22 ER /5 S RS IR0, P A R A0 M B T B L e A 1
i, RAERE AN HCC $E 254142, MP B B2 26T 1 SOl 1 7, B2 HCC
iR bR R 2 A R 3, R AL AR JE 1 3 (K SR A T R B A S MR LR 3- Ul
-RAC1-PAK1 5 515 5RIKE A HCC A28 HCC 40 i) MP, MP i@id b sm & HidE A
J7RERI 1R R R MG R R Je 5 3 SR T, X643 HCC st bk Je 7= A i 25,
B 40 AR B 15 T ¥ MP A A g o 2 o =l J Rk L)

4 RFRMEREE

JREE N2 P 2 RE SR B AP RS20 A HCC 40 R ] MP K S0 JAE e e A o A F A A7



FAFHIRE ST IR, AERp R A A M oh o 7, AR BERF SR E IR 5CHF, I
Wl TR KR AERAT S, AT R TE K T MARAE B AE (B e et . 4T, 1% MP 7E
HCC Jay7 AT TSRS 32 2Rt 7 A, BB E IR (5 S I L 259
L ARG, SR, XEEWEFT H AT 2R IR T4 & st R 1, SR A AFEE K
i RESCHE ST A7 o 8 73R <5 SRS A o PR 1) 8 1 o U B R A DAV AR R A, (T BT e
SHE B AR EREL, BSR4 ik R EE R Re 70, DRI He il ARG P PEAF B - 53
— 71, MP fMHEIHA T E R B AR R 251, (Hi1T HCC M Z5hlHl s L =4,
Lot Sttt e Reikif s 2 EIAER, MP R IT & B K A% AR FH B 75 AS B
FENARA 22 A BRI A DUROIR YT BRI A 15 RGRAE . ARRIIBFFRIRARTE: O
FEFFIE A FAC I RE o, $RR T 2 W0E MP A RSB 0 7 IR, SRR R R R
PREDIBENT MP, JFECTIF R MR RF AL R HNG; @ 5 MP 575 B 4G
Trid AT BERNRTT AR BRI S, A HCC B3, Rl R b T S et
R ) J6 BB, SR AL AUBT I AR T AR s ) TR MIP CRE 245 47) 42 ok 81 i Je 4 g »
M XS IEH AR B, R mia T AR @ (b4t MP PRI EEB0E, S8R+
PEAHIAETS, B9 iR A B B AR R 0 T 0k R A R B3 1o R
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