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Abstract

Hepatocellular carcinoma (HCC) is one of the highest malignant tumors in China, the morbidity of
HCC tends to go rising to the second level of all the malignant tumors. Numbers of research show
that flora imbalance is related to the pathogenesis and progression of hepatocellular carcinoma,
and it has a bright prospect to treat hepatocellular carcinoma by regulating gut microbiota. This
paper will review the relationship between flora imbalance and the pathogenesis and progression
of tumors of hepatocellular carcinoma, and the research progress of prevention and treatment of
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hepatocellular carcinoma by gut microbiota, hoping that it can be applied to the screening, pre-
vention and treatment of hepatocellular carcinoma in the future.
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1. 5]

NEMIEH R K R, $r M IAFRIRSE, 4R pEmAsffe, Hnts
R KAC ST, F R 5 5 AR R R 2 R RGN . KRR, 8w i S i<
REY], @RI 6T SRR I BRI ST

2. BRI KT AR

FN B EY) R B ik 100 3, il T SRR SR HARBUE R, mik NS AL
FEAHML B0 10 F5[1], Hegmhd ) R 7E B i bl AR B S 9wt iR, &k 150 £ BA B ANSRZED
HIFRIN GG 1 3 B H 2172 BCEY, 4308 12 AN, Horh 93.5% @ TR T) . JERER ], ik
B IAHDATE 1T AR prE g, NSRRI B TE i A B A Ak, DR, i
BRI 2 R W TE AR VIR T AL, 30K T 305 1% IR 5 AR X Z A G 1 TR 8 AR B D RE K i g 2]
[3][4], WASEHAE TRV BTHIRA LA, Fem AR RS TIRARSE O ILVE RS GHEMIEE.

Jir P e o 1 3 R W R 28 4 47, 32 BEAHE 40 MU (hepatocellular carcinoma, HCC). Py
JH“ ¥ (intrahepatic cholangiocarcinoma, ICC)F1 HCC-ICC JB& % =2%[5], . HCC /5 85%~90%. HCC
FZMHERAIR, W HBV. HCV. k. &R R SERMEME R TESOR S, R n] get
VT B AR A 4T . HCC R R 7> TR AE, ATResE S 2 ML, andm i il k4% 43
LIRS MM TR AN IR SORESE, X SUHLEIAR ELOGHR, RikiEE, L[R2 5 HCC Wt Rid 2.

3. FARREHEEFNER

e B SR Z R RCE B AR R R, GREMEDRERIF IS B AR = 2[6]. Lei
SE[TVR DU B SR [ TR 2 AR, BRI LA AT R AR T B R R, JERERR ]/ R 1)
RE A%, Huang 558K IIUFF R . BUR B AR AT B XIVa 15 w08 g 16 1T s P s 4R
WE

JFF 8 A5 3 T TR AR )R AN AT BB 2 MU T T 7 0 R 5, 1T A T 977 4 T e P 50 T Rtk — 2B 5 BUWE i
EUHERE R, FLRAT AT y TR S OB R R R . T B R R & — PR ER 88 5 RS AT L 1 7 &
REAHE, 578 H 7 &R-6 (IL-6)« HAZ-1 (IL-1D)FI R IASE R -0 (TNF-0) 7K O, (EE B bR
BAPTE[9]; A7 AR T Wt A0 9338 1) LR AT B W WA ORI VE T, T SRR 1 2 7 R FL AT B S L e b AR
FEPII R 5 g (0 R AR AR OG[10]: TFREAL 5558 5 I K W T R SR, G R AR I S 30 rp oy AR
PR AR = B A, R RE S IfLE B W 2 AR R KA R 11 .
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4. FERRKBERBRE L RDEERIH

KEZHR AR T AL, R A8 2 I 2 AL I 9 R AE, 2 518 1% B9 (chronic liver
disease, CLD)45H HIFTFAN M55 S Fi2E, €3 T CLD [m4fF4Efk. FFAE1L AT HCC fiZE & JE[9] [12]. £
BRIFRGEBRAA LA, —hHH, E&KHTRESEGEREERSSENE, B, BhEs
T AN B A= D R A AR 9% 7 TR U (MAMPs) .25 5 6 85 BIA P AT 13]. Zhang Z6[ 13138 i 460 AT
i S5 AN R B AR i br S —— AR B VR R 3a (REG3a) MY 5 AL bR S W) —— T i
CD14 (sCD14). fEZHi4s & E A (LBP). KRNI A(PGRPs), KL B 1 Hh SO B RHE F
B R PR I ERE RN E B R N, EG3a. sCD14 #1 PGRP /K FAERE AR 2 THa, LBP /K F1E
ORGSR e, R ERE R SUE AT FS REG3a. LBP. sCD14 Al PGRPs 7K1 i 2 AH
K, UESE T MHIE WA BN DI AR, AR s B AR AR ) B A pI3E N, RTRe AR HE HCC BIKRJE .

4.1. REER R H A4

iz £ 2 5 JH TR (bile acids, BAs)F1%6 4% i3 [l 2 (short chain fatty acids, SCFAs)IfCHf, [FIRS, AN
W% 5 H i BRAH 7= Yy an i SUIH R (deoxycholic acid, DCA). A HER . JEBLAT /24, F1jE 8E R T IR AR 2
VIt 2. B8 35(C2)« IR ER(CI)A T IR ER(CAH I E[14].

JIELA 2 2 o S P Pl R AR T N VR MRS 5 7, B LA FE 2 5 R D R ORD IR R R AS I
FHed i i 1 B R A N R G IR « N SR ARRE A R 238 AT NKT 400, 3], 3500k
FEA TR ) 2 7= A A B R AR, S GRS T JRAR B BR A Dy — M i =15 R -y~ i S 40 i, TR IR YR, tn DCA
Sl HE HCC (IR JE[15] [16]. SEAWFABE—5 R, HCC FIABH BRIERFE 2 R4 R IR iR, T2
ZE4 DCA FR D, HMLHI AT e 5454 DCA B B30 HI T A i 4 KALER A 171,

SCFAs =2 KA 1 3] 6 MkJETHIBANEDIR, =& EA4EEmE RN EZY), CHuEED
AL ML) 425 T 4 B PO B B AN 204k . €24 C3 A C4 — NE N & B 32 5 1) SCFA, Zhang %5[ 18]35
EAFREA PR SCFA KB, FHEHRE C3. C4. 7 THERELAN 2-FF 3L T W2 5 19 /K 7 8. 2 [ K. Kang %5
(191 B8 I, — FXUICAT LA I SCFA 7KF, 34hny= SCFA 4w J& i=F 5, 75/ iE NS
HORFEVE R, MR R 2 R R AR K . SCFA YA TT BEARHE IR 31 Rl 1 2K BE RV 2 (DAB2)MIF
RN, [ DA AR 7 BRI HBx % e 4t i & AR A s 77, 1SS AR N R BRI 36 D1 AN 2 56 [20]
XELPRR I R I, SCFA AJ LLEIR CLD [ & i Al HCC K JE&

4.2. LPS # TLRs

H AT AT A, FERE45 ] RE 2 t il B BB R 2 0 1, W1 TMAL SRR 22 [ M B A R
(IR 2 Bl (LPS)FITE I G F2 Guidhacd e 5 o 200 M A 5 R FJOE 98 RE ) V2 AH ELAR FHIE U . S 80 TE B IR AL
#Z#E, DL LPS/TLRs & BALHE .

Toll B2 AR (TLRs) & T2 1) b B 20IR B 32 /K (PRR), AT LUK 5 1 bR 5195 JEL AR AR 2% 2 TR U (PAMP),
T 388 3o 50 TR i 2 S ST o A A R (R A M G o PR TLR (45 58 6 5 2 4 i vh (145 50
FRARL, FERTRES S8 MERT 4 . AFRE(LAT HCC MR FE. TLR4 /& HCC T-4ipds e f3s e 7, wf
¥ PAMPs I3, 1 LPS. LPS KRS TLR4 1) 4k, @R Z MyD88 #ffink, MyD88 Jt 3. ()i 4%
SR B SRR [21], 1253 TNF 32446 AH 5 T 6 (TRAF6) KIS R A E 302 24k[22], #E MAPK i #% . NF-xB
AP A PI3BK-AKT i, /-S4 RIS AT A R i) ek, 815 %% % . LPS/TLR4 15 ‘5 IB Bk fE 12 1
RAEVEG I PR SEEEAE A, 181 A vT DLEIE — AN A R T s A K AR 1) R R o 5, 5 s
RIBEDIAF[23]. SeAh, FIMPAZLIM TLR2 RIAM B INH ] §E B HCC FIRAMERE, WH TR
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TGN R[24]0 2, 18 P30 00 I 22 ok 1 22 Hh 52 8% T %P TLR e A4 DA R FA 48 B = ADAR T P
Itk HCC R AR kA2 .

TEAE TG A R RSB T. 1 (PD-D)AEAE T IR sl b SR 12 2 20 g 2% 11 A R M BB T2
&1 (PD-L)F T S B M, 8 i Rkl G AR . HCC & —Fl PD-L1 1=y 358 A% 14 e
LPS/TLRs Al R E N PD-1 FRiL, H5EFHRHEARIAK. PD-1/PD-L1 {55 @ % AE i B0 T
1 52 A4 RN LB AR TE A M P 1A 54 5, e J8 e A ) B 2 P B DR R A R B R 4% [25]. H
B, PD-1/PD-L1 525 sS4 5 2 v HCC I —FAa BT IR 17697 560 .

7, FORESEEOE K 2R TS I R T4 S BUR R A BN BEfRRD, T sRig R, T
PR ThEE, INEFAIMIRGE . MAESRIR AN, J7iE bk r) e B 2 5241, Wi i e AT EE v
I B A5 AL i 2 10K o AR P DX Sl 30T 5 R 4 i, TR 4% ZH B IRl - 4 TNFa, - TR 4H i iE I TLR4
s CXCLY9/PIP3/PREX-2 i&42[26], @k FAEAL I B S 7] HCC (1) &

5. ¥R MERE R R K aTT BT AR
5.1. FIFABAEERGE R BT E

ST 2 W N, K 2 BURE 12 RO T B, Woe V) & 28 5508 B A Mbs S B 5 i o
IE AR, HERE . R E T AR B ECRT F T2 HCC [27], RATEE. TR E M
& A1 22 7K IR & BT VR HCC HOVEEEMFR EW(28] . (B _ERHE Tk T M8 AR, il i ) sE ]
X EFRRIAE G 7 N RSN, S AR 75 B KR A () B 3 AR AT 0T 7T U9 N

U5 T B RELE 5 TATE 7 2 18E CLD A HCC AR s /R A, mT DAHEDN 1Y 18 364 2 HCC TiBh 1
—ANE WG TR A Y I R AT VE Y A e R T — Ry, B E AR DI BRR 5 R i
RIS [ 12].

5.2. FIRBEERAITRTE

HCC H I GER T, L5y IR RIT 8CA IR, A2 N R BAA T RERR =T 20 DA R .
MR 2 UEYE R, WIE RS R LR, 25 2 FatME e R129] [30] [31], Hit, FIH G
TE PR LS S G 19T 25D BT RO VR T I B — TR SR o 0, R - 220 R AR B AR R A AL
PSRN, e [R) 38 S 4 A Ao R 2 P T P e 0 OB T Bl R, ZEAR N SRS R R Bt HCC T 229] .

M HCC %A I Ahgm, HAl, MM HCC B3 MARHETR T A 2 i 30 770 (ICTs) R [y U4,
¥ B R T DA U T R R 0T ICTs 1RSSR e B VR T BT AL, 38 1R R [ 25 R AR R AR
B FR T T 2L[30] [31].

5.3. BIEHEEFNAR

I R b PR i s A e s, 2. e, REBEIEENEBEER. kY
R 25

2014 FEFILPHH AR E O BATEERMAEY, HAER R, noE 5= H S EA
AT LA E B R, (REE RN AR, MH HCC MISCRBERR, (RilmiEriik
Treg/Trl 4RI Z40, Tl PAMP A S (HFIE 25, AT FEAK HCC [ KUK . f A2 T30 B 18 i e 410 1) ik
RIS, N RIE, FAEE TR A A W R R = (32] . B4k, &AL HBV 1 HCV
SRR TE . MGEAERE. UL, PUEE. PUME A AP SR T B HCC IRE R IE, J&
BT HCC s K HHI/EH o
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AR ToR S — A LR A B G, EAMER O R A E R A KA. T
M2 MR8 1 e A2 o AE T e 7 T VR, Hh e 2 MR CEZE, nlRRIE I 0T T 48 1 H ki
Thl A1 Th17 RIEIHE. (RRREE i A o et e AR, AHEL T 20 AR R A R I 2K, 5 T 7 .

FEFE R AE (FMT) A2 4 200 1155 AR R (AR R 75 25 0 — /M, it — AN FRoE A AR WDV R BT IR &2
SEIAIFREE o E1XT PD-1/PD-L1 il i) G2 A6 A5 st U010 70) FRD I 247 44 32 B mT VA D) T i i T A AL Rl e o, N 4
PR or A pet BEL T 7 VR AT SO FR) i S 1) SR Rl A D B R A 3 O B B B AR BT N BRI, RE R
PD-1 FHWr AT 0 BOR [33]. AH T FMT BRI XU 1 HAHT, T ThREIE A M 5 v (10 40 1 & 77 1R A2
BEAERN FMT BT et

PUER AT LA H I TR RE A, (B TR I PUAE 2 A AR AN 25 1, Il RO A 20
i FHLAE R BB B R NI R B vk . A MR SRR, I TR A8 5 1 S % i o7 H1 )
A FH P 3 SRR PR T 2 A0 K [34], ERFLAR R IRIT e B3 T, JUAE 69T SR PG Aor
HZR[35].

6. BEMRE

JTE AN BT A2 8 TR SO I B RS T, H IO A . AR, X AR AR A A S AR
BREE, EEHS SER RS RERE, 2 B AR TEER T B, s s BT e
WEARLEYIbR S, HAE, TR AREERZH, BE MR KHEREA S thBONR S, FIH
B TR TS BT P AT 2 AT S AR FE A R
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