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Abstract: Acute liver injury is a serious disease with diverse pathogenesis and influencing factors. Drug therapy is currently the main
treatment method for acute liver injury. Quercetin is a flavonol, and can alleviate liver injury through multiple pathways and exert liver
protective effects through anti-inflammatory, anti-oxidative stress, anti-liver fibrosis, anti-apoptosis, enhancing autophagy, inhibiting
the expression of transporter NTCP to reduce bile acid reabsorption, regulating liver lipid metabolism. This article summarizes the
mechanism of quercetin in prevention and treatment of acute liver injury, providing reference for the treatment of acute liver injury.
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v ARBAHSCHRIT I % B Z @i, 25 A0
PRI ER, A5G Tol BR324 (TLR) #% T «B (NF-
kB) /STAT. 4L MEANE-1 (HO-1), 223551k
HAWEE (MAPK). 4HB4ME 517 (ERKD
G2 ME RO, M RAEEIIR . PrEN
BN PUITEr4idl . Pranmo T 5mEa i (=
PN Nar - fiH Eh L8218 8 (NTCP) R IA P
HERE . T IEAR BT, 2 &R
i, RIERIER . A0S T =BG et
JF L RIE LS, e T e it =% .
1 K
1.1 #i% TLR4/NF-xB X558

TLR A2 28 5 S B HA A 3T, 98 0E S
b 2 A B, TLR2. TLR4 15 5 BEE0E
MAPK/NF-kB {55 38 2% , 124 e e 28 a4 0
MAPK {5518 B2 4 i (IR (R B, 525 2 F
YR F(FRIA 5 0 1) ORE I B2 A O E,
TLR-4/NF-«B 15 58 % /& 7 21 JORE (S 5l ik,
TLR4 ] it % o<kt MyD88 £& 1, HE s NF-
kB G515 T, (REEZFERRA T, 252
PERF545 10 A 455519, Sanjay SE0OHF 7T IESE,
B 2% B8 ST 2 B S 00 A R A T S 10 K RT3
i, IHARREEE (ALT). REXRRER
(AST). B PEREREE (ALP) FIIRZLE T, R AT
TR ) 20 SN AR A, BRAR y - FIE R
(IFN-y). EnE#FEEEH B1 (HMGB-1) 17K,
2 WML R BEIE L FH I TLRA/NF-xB 15 5 3@ B
JFAH M A 5 1 . Ma S REEA R 22 P T D &k
75 5 B R A /8 BRIFT SRS R B, 50 mo/kg #it B &R
RE PRGN BRUMLTE o AST. ALT FI7KF, 842 40 i
INBERN 8 REAR M, PR 4 (ROS). iR E
bt 2 W e MY (TBARS) . 4 fl 4 % P4502E1
(CYP2EL) HI/KF, sgZUAMEI A+ NF-xB.
T «B I F a(IkBo) fI3EHE, FRE TLR2. TLR4
7K, BEH N BROFFAE 4147 p38. INK1/2. ERK1/2
IBERRAL, FHIFAEILEE-2 (COX-2). AdifliN&
(L -1B. HFHE—EMHEEE (NOS) 1) i,
S5 R, i 2 re il i i TLRIMAPK/NF-«B {5
530 P PRV A R I ) JE IR . Wei 55125 5t
HANIES SRR/ RESEIR, 20, 50,
80 mg/kg Hit 2 ZKAEBFME AST. ALT KKV, AR AT
M IR BEAN 5 1 20 B, Dk 8 (MDAD 1)
KPR S E ALY B AL EE (SOD) . 4 Bk H Ik

(GSH) HIZKF, 44 IL-6. IL-17. TLR4,
MyD88. NF-kB & [H FIR R I 3RIA, 958 IL-10 &
FFISE R R 0A, UF A B 2R ARl H ] TLR4/
MyD88/NF-kB IS 8 I I 98 hie s B2 A 2K
1.2 &I NF-xB tBX {5 S8 88

IKK/NF-kB & &V ET AN, %546
Y R T S EOK B NF-«B R JEORI 0, (el 2 Ff
RIE R F I Rk, N = 4045131, Peng
S5 04IE FIH R TB9T IR 2 B ID- RN I R R
PERF /N, 253 R, 25, 50, 100 mg/kg #it7
ENEATE A R R AR O L A I R Ty v S S
ik ALT. AST. =EtH (TG). MDA. ROS [#j7K
F, $E GSH. SOD. 4L AR (CAT) HIKF,
BRPEE IL-1B IL-6+ MYBSRSEH F-a (TNF-a)
(35, BN p65. IkB. IKK ZEIEHR Rk,
BHIWT p65 & [ Fh 4 Mo ot [l A M A% e 4%, A R0
ERK. p38MARK. JNK £ 117Gk, LA E ARG
0] Bax. PR AEE 3. 8. 9 (IFIE, TEMHI
JFFEH M8 T2, E SR 2R T i ] IKK/INF-«B {5
5 IR T A AR AR . Liu S0 I PR
P E L SR KBRS AY, {3 100 mglkg
FEIRIT I, AeR &) IL-18. IL-1. TNF-a ()%
ik, 2 IL-10. HO-1 53, #E—2PFH 1k NF-«xB
p65 MiE AL, 4R, Mt = ndid i HO-1 11
AKP] NF-xB p65 G &K P22 i& 1% . Algahtani
ST o 6o o gk e 2 Py 2 S M PR A R BB
5 BIR, 50 molkg iR 2 e R 2 PR 4 2
TNF-a. NF-kB. iNOS & FIRIE, AR KR
MIEAFFH L ALT. AST BIKF, HRILALT 5
NF-kB. iNOS ik 2 IEAHOC, 45 FL ik Seif i 2 fe il
i F i TNF-o/NF-xB/ANOS %l (1) 232 3 25 ) 5 AT A
S 1) S A543 o
1.3 {R#HEMEME M2 RERL

JE 2 WEID-F- FLBE B AE v 4 i vy 23 2% Re (2 18 AT
MR AR RAE IS, (R A AR 4B S AL, JF R M1
FRIMWAY, B IL-1. IL-6. TNF-a 252 Fh 255 H
FHIFRIL, INE AR 2 REBR AT, Wei S5 18I
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RI7KF, 45 FAIESE 60 mg/kg #i Rz 25 A I (e 3k 7 i
YA M2 R BIMAL IR RIE R o Liu SO A
B 2 K TR AR R T I A B A S I 2 e R A
KB, S5REIR, 50 mg/kg Mtz & e L 9K g R A
Ab3EJE B E RS AR, R PR AR R 48 A
ALT. AST. EHHZ R (DBID /KT, A%
JHFR BRI R 27 436 A= S 3 o0, 5 SRR
Witz ZR AR AR TR B 0 R AR R,
BRI % RE IR . Ashkani-Esfahani 252N A i
FH TR RAR S BEIZ I 5 1) S 545 K BRI
SIEHG I, 300 mo/kg i B 2 g B 2 FEIK ALTVAST.
MIELLZER (TBIiD. ALP HI/KF, &3 BRI FE
FEFITIBKRIEVE4y, AR SR kMR T AR AE, o
Wi R 2= BB aE .

1.4 @Y Th17/Treg &

Th17/Treg Z 5 EHR G IR A K&, R AT
I3 IL-17, A2 M IRE R T I 40 W, 5 TRk
IL-10 )43, Th17/Treg J vl 55 TLRA 153,
INE R IRGRE EE R, LR UK SR F A AT R
AR FEFPG AR, 4R KM, 20, 80
mo/kg i 2 e T PRAR T AR AR . R38R
GERMIZETL, BRI AST. ALT. MDA [R7KF, 1
B SOD. GSH (17K, #& % IL-10 3Rk, FEK IL-
6. IL-17 FIAFAE TLRA SR AMEKIE, AT UM AT
I Th17/Treg P ATF5 45 10 SR [N,
RAERFRE RS 1 FH o
2 MENNHRN
2.1 IPAHZMELEEN

2 A AR T PR DT R RS R A
R RE JT T, AR P gt 22 A R o i A4k e
N7, SR R A L SR 545, SIS AT ShRE b
BV R, BH K S-H R (GST).
GSH. ARtH KA MEE (GPx) &5 A H Ik
FRMPTEIEG, fefeitidEE N, BEEN
H HIER KT, CAT. CuzZn-SOD i i ki 4
SR By 1 S8R KR OR3P 20 i 4 52 T S A L)
P54, Wang S5 I A R 2 55 LR
/N6, ig 10, 20. 40 mg/kg il &, 45K,
it iz 2 AE 525 PRI ALT . AST. ALP. y-4 &L ik
(y-GT) HJ7KF, F#f CAT. CuzZn-SOD. GST.
GSH. GPx (13 AN SE R 1) 43k, IESHH 2207 I8
T B AR AR A R R B PR AR S M A o 1 TO0RE 2
FH T 2 EWRE SR KR SRie K 3L, 50

mo/kg Hit i R BEFEMK AST. ALT. ALP. GPx. CAT
[F17KF, $E7 TBARS. SOD KKV, &EWMEHT
Y R HES K ELRIIRBE, 45 BRI 2T @ i ek
R R o I A S R A A7 200 . A e R S TR
UESE, 100 mg/kg AR 20 DU ALK T (1) 2 A
/N BB A S = BRI ER, AR BLE] S
FROFERIERNE . ZRIEEMRF AR, BA
WmPra g . 1 Tt R A TRIT OSSR
ST IS K R S286 & B, 104 20, 50 mg/kg Hit
J 2% B A AR SRS H IL-18+ IL-6+ IL-8. TNF-
ov TG, y-GT. ZEEliEM (ADH) WK, #m
JFRE GSH /KA1 MDA NO 17K, 45

KO, MR 20 P R SRR T A e P 128
Zhang Z5HF52 150, 300, 450 mg/kg Hit 2 At &
5 BEARZE TP BRER S R 45 /N BR LTS ALT . AST
KV, BEACAT4 s TG MAEREERE (TC). MDA /K
3, W E TR A B EEE /). GSH-Px. SOD
KA, RS B 2R a8 I AR A B ORI A
J S A A A
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5 ARE Z54 DA EEIE R HO-1 %% 3%, Nrf2/ARE
BARAERT 1 S 005 & R B R Gk A O
YE R,

1 TRz 2 T 2 A ER G N TR T4 A 2R 1
AN S8 K B, 10 20 pmol/L Hit iz 2% A i3 4R v
YAMLIIS /7, 40 QRS SR AST. ALT B8, &
&K ROS. MDA WI2E K, #2& Nrf2, ARE. HO-
1. B AR DA BRIE H Mg (i Ak 7.5 (GCLC) . NQO-
2 MRIE, S5HUESE, M 2 Akl It 0% Nrf2/ARE
5B KA PUE LRI E I BY . BR 0K A5
Wit RI6 97 A RE R R B 2R N R, 4
REIR, 20, 50. 80 mg/kg Mt & At R A EAH I
FEAR IS AST. ALT [F7K-FRIFAI IR IE . RIER
T IR B, $2m GSH. SOD KK, 4
w4 Nrf2. HO-1. GCLC. NQO1 F:[H KK,
SRR, MR ZAEEUE Nrf2/ARE 155 10 B sk
R I A B o 7 21 4R S5 B3V b o) 2 Tk S i iy 2
SERFD /N BRASERL, 253 B, 50, 100 mg/kg 1t
B R RPN RAE T3, PRACHFIE G, A8 e,
INBCAER BRI 451407, PR/ BRI AST . ALT 7K
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F, F#{% GSH. SOD. IL-1p. TNF-a [RI/KF, %
BAAR TR Nrf2. NF-xB p65 & A /KT, 4558 EH,
Witz 2R B P NIrf2 {55 3 BRI ek e T 42455

Gomakll %5 B4 FH K 75 37 ok 22 37 R4 49 K R
FEAY, g5 IR, 50 mo/kg Mz 2 BE AR R BRUMIE
AST. ALT. ALP KK, [Z{K MDA )3k, ##
75 GPx. CAT. SOD. GSH Ii&th, % Nrf2/HO-
1 {55, B ERT4HM - NF-xB/STAT3 FiL
5 EIATET 1 (SIRTLD) [tk Yl iA 18 5 )
OS2 AR v HEOE N T-1a (PGC-1a) K3, 04
PR AR 3. Bax BFMRIE, MR
St AR ARV 0 HE SO A SR ARG UAR, SRR
B Al 0% Nrf2/HO-1 13 538 Bk K 35 5T AL
WoE Tt Zhang SEBSLIELHR K 2 VAT USRS 5 &
PERF % /N B, SEB6 & B 20 80 mg/kg Hit iz & Bk
BERK ALT. AST HIKF, FEEATIEF MDA,
fEF S (LPO) KK, Fhi GSH. 4-#23E
TGRS, e T4 Prx-1. Prx-2. Prx-5.
Prx-6. TrxR2 Z:(A[1JRIA, H4MHIE Nrf2, HO-1 2%
DRIk, 25 SR S 2R Ae i s Nrf2/HO-1
ERepL: SRR A SIS L2k R A
WL B 2 e S A R 27697 T S AR 75 5
(2 G N BRI, 100 molkg i Fz 25 RE RS
HTM 46 PEIR I . KB, S5y XRL B AE, 4
I H ALT. TNF-a 7K, $2RFAIHK GSH.
FYEEA 1 (HP-1D) EAMERMACT, F£UIHH
B R AiB I FE i HO-1 ik 542 4 i LAk S easi
o Ji SEITIE ik itk s B VG g A A ST B A3 /N R
B, ZEHEOR, 60, 90 mg/kg HiEz A 3 AR
ALT. AST 7K1 A 25 b 3R, PR A1
PERA&HE 3 BI/KF LUk T 4 A s v, BT AT
LPO. MDA KK, $2m GSH MRk, #HIM
Fmo5. Po2k. Sod2. Ephx2. sodl. Hmox2 F1 Hmox1
IS T SN (1958 B RUR s L RE=R A ANA Gk Vil
AP 2 45345
3 BT
3.1 #D&l Racl/NOX1 Byt ik

RNOX1 ;&M ZFiiE A AR E A4, E%
FHARICT =2 ROS, 75 A2 0K 40 i v7% 14 R0 2 4 A
R CBEER], Racl it RIAREIZ(E NOXL =4
2 ROS, NI AR, R FEUF
CFYEAL I N B B8, Kabirifar 2539 B4 fz A 7 I
B AL LT IR R R SRS R I, 30 mg/kg it

Fe R BEMEC ALP. ALT. AST SEiTHfibr &4 M 52
TR, PFHIEFFAIAE o FHEIIEIEA (o-
SMA). | BRI EH NEEWAEKREF 1 (TGF-1)
FNMEIL, K Racl. Racl-gtp. NOX1 HIFEH
Kk, dRERW, Ml R eeEEHIH] Racl/NOX1 1)
it ik LLR R AT 2 4T AL 3EFE
3.2 TiE TGF-p1/Smad AY;EM

N AR 7Bl (TGF-B1) & KB HI£F 41k
M, Aefeit BRI M 4T 4 AL S R R0k, MR 20 A
AN R DURUR B SR B 1, 380 Smad2/3 Rl s 5
o, (RS S ALV EKIRT (CTGP) IRE,
PR 4 £ A AL HERRI0), Lin 250 e iH 2 B 453
L R TRAR I I 4 K BRSEAY, {8 20 mglkg i
B e WS BT SE U S %, FEAIK AST . ALP,
TG. TG. IL-1B. HZ4IMEMLEH-1 (MCP-1),
TGF-B1. y-H a0 (GGT) KK, ]
EF4BEAR (MMP) -2, MMP-9. REEA.
CTGF W R FRIL, IBAR I BT 440 a4,
E Sz R vt Nl TGF-B1/Smad (3% P DL
BRI HLA SRR
3.3 #P#l p-catenin/Wnt {5 S 1B BE

B-catenin/Wnt 15 518 B fE A & B mI K 5 K Bt
YER, Redf o s T A 2 3G 5, (243 2 RE R
THIBCE, IPRATARLF4Eibl2, Ry 2181
Wit Rz AT USRS S KR, 45 R ER,
15. 30. 50 mg/kg it e R AeFRACH 4TS . 23
SREA, DEREE AR R, RAEM G
PERRAREL R (Hyp). IL-1B. 1L-6. TNF-a f{J7K
F, BHAEAFAEA | RSB EZ 1 (collagen-1D a-SMA
)R % IAF1 COL1AL. COL3Al RRHEL, 45
AR, i 7 25 B B4 B-catenin/Wint {5 518 %
BOS RO AR e, o FF A & AR
4 YEpET
41 EHATHEHXEADH

Bel-2 & F SRR % NIRRT T4 R
YER, Bcl-2 fThRE LB IEANAEAET, M5 Bel-2 &
B R AR Bax AP Al I 4 sE To/5 5, ROS
A= B MAPK B0 1 38 in 3 B5cpe o8 T AR e T
Bel-2 KGR 2 (Al e, S EUFA R T84,
David Z5HSER FH i 7 25 A BBRAR 2 Bk % 5 5 BT 5 405
KB, S5REIR, 50 mg/lkg Hi B 2 s i35 PR L
WK, A BT B AR 20 M i 28 9 5 v A i
i~ MURZIRSE, #&% CAT. GPx. SOD [I/KF, #2
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= Bax/Bel-2 LUAE, IFSEA B sid it i T s
YR T 4 B T
4.2 BEX TRAF6/INK BY1E Si@EEEM

TRAF6/INK {3 58 2 5 i A%, s i
FEIR T3 KA AT 6 (TRAF6) REfLfl TLR4 1)
Wk, H—0ES c-Jun E AL IEE (INKD 1/2 %
ik, 5 SAME T R, RS2 RN,
EREAE Bel-2 2R3, fefd Beclin-1 53 (1) B Wk,
HE L3R 40 M O T8, INK 2 5 88 B 4l 41 A=
TE T NS 22 Ao BEAE BEEERE, AEfE it MAPK
WO, BRI T IR R N S A T2 Wu
18 M B2 2R VR 7 — AR 5 1 S T 35
fi7INBR, 100, 200 mg/kg it 57 22 B 2 BRI /N BRI
E IL-6. TNF-a. AST. ALT HI/KF, BERK
JFF I B B 4, AR 4R AR R IL-6. TNF-ain IFN-
y FERIFRIL, FRICEDERARE-3. MR ARE-9.
LC3. Bax. Beclin-1 fJ5&ik, 25HIESE, #itk Rk
I PR TRAFGIINK [R5 5 188 6 932> 441 i 7 1
. 1 T 29697 % B S Ty S ) S e AT
5/ B S286 R B0, 100 mglkg iz 2K RE B E R
JFF A M B AR IR I N A L K RO
98 R A M 2 S5 B AR, BAEARCJHE U LS GSH A
P-INK/AINK ECAE KT, 2 BAME 25 e di i PR I
T INK [3RIA DL FF2H 234575 1490,
4.3 PHIE PIBK/AKt (52 @IHE

T AR WL LS 3 WG/ 55 I B (PIBK/AKD &
R AEFE S B, S 5758 % A A
AT, BEECE NF-xB @M, $EEEEORARE-3 1T
P, BEMARAE AN E 7200, Zhu ZEBU5E IS 20 B T
FF B 05 /N BRIGAR R, 22 30 mglkg it & fE BRI
AST. ALT. TG. TBil J/K*¥, #2m SOD. GSH-
Px (7K F, B IL-1B+ IL-6+ IL-10 [I7KF, B
R ACRE-3. Bax/Bel-2 fI7KF, &K STAT3.
NF-kB. %% ADP ¥R A (PARP). Akt 14
HK >, GRRW, HiHk Raed@id B b PIBK/AKt {5
5 I B A R
4.4 A% SIRTUNLRP3 52@K

SIRT1 Z 54 i, A P, RIE. 400
PTG 2 PR, BRIETH NLRP3 25/ MAE
b, i 2 T 4 i 3 T AR DG B T ERIS, DARHLIE 4
Mg 12052, Zhang SF5Us 4 R 257697 7 Rk A
) 5 K BRI B4 S 56 A - LO2 JHF 40 A 1 A4 o
SEEG R B, 100+ 300 mg/kg Hit K B AST. ALT

7K, BRI 4HE 2OE R R A A e T, ml 2
FOHF4H L A NLRP3 28AE /N IFT3E P8, 42 51 SIRTL
122k, &M% p53. Bax/Bel-2. Mt K& HE-3 /K
o EARANSZIG S AR, SRR, Hi
F @AY SIRTL iB4208 55 NLRP3 4 JE/IMATE
WA TR o PR BREEDAR F A 2R
7 A RT3 /N B, 40 mglkg Mt 2 3R RESRAR AT
MR RIERIIFIIRIE, PRGN R IIE AST. ALT.
ROS. MDA 7K, F&m GSH-Px (7K1, #iiii
Bax. PMEARA[E-3 ML, PRI, M
1A 512 NLRP3 255 /MA IS, 45 HKH,
Hit sz ZRBEHNH] NLRP3 48 /MBS BH (- 20 B
AR ARG

45 Pl HMGBL B95Ri%

HMGB1 Z 5 & FhH45i%, 0| b Mok 4e i 5
BRAE VSR A, S40H0 DNA 454, #ank
PR R AHG-3 15 5%, AT {2t 40 B 0%, Peng
LGOI R 2 b3 D-Y A BE RS S N4 Lo2
R AR ARS8, 1. 250 50 umol/L #i 7 &K At i
2B LO2 4 M I EEPERE T, SR E A S Sy, [
ik ROS. Bax/Bcl-2. Pt R AEE-3. 2t K24 HiE-9
(KK, &K TLR4A. HMGB1 361k, 45 5%0,
Wil iz S BEIE T 40 HMGBL B I 4 T
5 iEtR4MAE Bk
5.1 IEIRLKIR B LR

Z TR AE AT 40 B 280 4 DNA #5344 F1 ROS 7=
A, FELRRTIRERERS, FOXO3a m i dE & fA
HE, IntRERAR M, (R ZRiR DI Re K,
AMPK #I ERK2 [)Zi5 Al fi2 it FOXO3a B 1R,
Xiao 508U FHi iz 2697 QAR S U /N R
ZEJUR I, 100 mglkg iR K A SRR A5
AR AR TEAS . K. SRPESR B, fE
RV TSR A LNIE U (1osi 5 AN 5
FOXO03a. LC3Il. P62. Parkin. F &A1 [ 2 1
WIEE A 1 (VDACL) MRIEMZ S AL, 451K,
Wi Rz Zrrim I Y FOXO03a & 1 Eil AMPK Al
ERK2 [3RIA LMEdE LRk B s e IF 4 . 254
i ZE LR F M RIBTT LR ST IR N R, 45
IR, 100 molkg iz 2 fE i3 PR AR AR 25 44
(45473, J80AR PN Jo X R 2 R A A 4 BRI AST
ALT. MDA (7K, $EmHE GSH IR, A4k
A% LC3-11. p62 SEHWEM X E A NRIE, B
T LAMP2A BRI K, 45 FAIESE, #i i 2= nTid
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BT AMPK/MTOR {5518 B 1855 40 i 5 Ik
AMPK/MTOR & 5 B T4 H W, REdUE
BRI NLRP3 S&AE/IMA, 0= JH-4H fa s ifi. 7342
VRS 000, P S O a0 S N P 45 K R
R, Z5HREIR, 100 mg/kg Hil Bz 25 REAAG AST.
ALT KPR A S5 1) 5L . IRAESE B3, [
R IL-1B IL-6. TNF-a. AST. ALT [K/KF,
AT 42 AMPK. Beclinl 25 A FIBE R %05, 12
/5 MTOR &5 U FIBE R 3R IA , 025 3 v JHH 48 i ) FH
PEAHMZE, o5 BEH R 2 eiEd 7 17 AMPK/mTOR
5T S A P X R A R A RS
6 HIFIEEE IR NTCP BRIAPHRARHER EIRUL

T I S5O A A R 2 a7 IRV R AR Stk
T4 45 K SR 286 & B, 50 100 mg/kg #iH 7 25 7] 2.
ERRF AR K . SRE. RVERIE SR AR,
&% ALT. AST. ALP. BHYTER. RHITIRE, PEAK
FFAE 2R MRP2. BSEP {1381k, [£ik CYP7AL,
CYP8BI {31k, 123E SULT2AL [k, 45 FiEs:
itz 2% BE N FE38 74K NTCP 113818 PR AR H V1182 FE %
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