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Abstract: Acetaminophen (APAP), also known as paracetamol, is widely used in clinics because of its antipyretic and analgesic effects. The drug is
safe and effective in therapeutic doses, mainly metabolized by the liver, but it is abused or used Improper overdose of APAP can cause severe liver
damage and even acute liver failure.Existing studies have shown that traditional Chinese medicine monomers can alleviate acetaminophen—induced

liver damage through multiple signaling pathways and targets, which has broad prospects.This article reviews the reduction of APAP—induced liver

injury by Chinese medicine monomers, and aims to provide new ideas for the treatment of drug—induced liver injury.
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*F £ Wy (acetaminophen , APAP ) J&—Ffi it
SN T2 8 0 i PR 2, 7EIR YT R i A
LAY, o w2 ] R BU E A . APAP & —
o) e ARG U S 473 25 40 , APAP 3o e R VS 5 E 4K
25 I e i WL DR L, SR I
Fafil iR i APAP o 55 A", N-Z P b 2R (N-
acetylcysteine,NAC) J& HFTME—IG K L EALHERR
57 APAP HRE AR R, HaE i R A e H IR (glu-
tathione , GSH) & & HEAEH , TR APAP 32 3 (193E
TR FEAK 209%~28%, (A& NAC K IEME A A
B, HA AR TS B B, X133 g s [ A 7™
MR BT LA SR IR ST ik s 2 M A 38 U Y
T8, MAWERRIRGY, BA BRI, 2RI
IL/INSEOLH IBTT 25 R I A 15 i R
AR SORE R 24 BTSSR APAP 15 S 540 O AH S HF
FNE—LRik
1 APAP ZEBF WL A FHI K=

APAP i#E AFFIESS ,90%7E UDP-# H [ i 5644
BAIH  LEKARRA ST EIH (45 :81600465) ; 2. R 124
FIOARIE 4T F35 H (475:2019D013)

FEH A BRF$(1993.9-), 2, WAL M WA 58 A2, 2 AR TH
A ARHHE 5 ] (R 52

IR 2BFE50(1979.3-), Zo  WHALIRIT T T, @ B4R BRI, 3=
ST A AR 77 18] A G4 T 1 (R AR Y

FE Il RV R S AL B AL VR T 2 E T R (L A
TR ARTE TCE AR, o 2 I A R
TR Ah ,10% 19 25 W) 76 40 il 5 R P450 Jil , 4500 02
CYP2E1 WVEHIS, HAbh—Fhie 55L& 0w
MY M R B R N2 B35 R BRI e (N-
Acetyl-p—benzoquinone imine , NAPQI) . IE# 1H LT,
NAPQI 7] L5 GSH Z5& Mg fidE?, & APAP i3
St A R R AL AR R Al R AR A N, 7 A i o
1Y NAPQL, JH#E GSH fi#i 45, 720 NAPQL FL & , il i)
P IR ik I 5 LR AR L A A SN S BRI A-
PAP &Y. APAP i S AU IFRETEE: HH NAPQI
BB E R 5 S PR s 2 i S A, v
FARH R AN AT N IR T SE 2B AR
2 APAP %% BH5 {5 H1E R ALl

2.1 ZhiR g5 DRt ShiAE AR A Py ik
AR R RR LA T, 2 APAP R T,
NAPQI FYE R & o i 51 NAPQI 54k A AR 1
HMEEEIE M E NG, IR T LR AL
ot S A B 375 P 1 i B R AR, RZRL AR
TRtk , R ER LR AR . [F]F, NAPQI 2
AL ATP G o SWHESS S0 ATP G a5 —J7
i , GSH Y #Es iR N AL e A, 7 2 R
% 1 4 (reactive oxygen species, ROS) | %8, 1k 28 % {4
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DNA (mitochondria DNA,mtDNA ), i#F— 25 3 7% Ak
IE R REIAZTR NV G (endonuclease G,Endo
G), IR BN DNA BR 4L, 2 flidopifk
SN REMIAIL ) S 2 i YIRS

2.2 FALN I AFFERBT W APAP SR I 5
c—jun N K48 FHPEH¥ (c—JunN—terminalproteinki—
nase , INK) FURFEE I , IE R0 AR R Zb 4
AR LRI B VIR G . Ok A L LB BE Y k%
ML~ 5 RN G A B B 1 (0,0, it — 2D sde A
J Hy0,, 805 NO A RS i SO AiF A , o —Fh
SR, Ho0, At SO AS AR £ 19 3 5 24 AT e i 4t
SEACBT I R G . o5 — 7 L HL0, Al S SR TR
ST 1 E IR, SEMTEGE INK, p-INK 5
f BLRATT 5 SH3 [RIJEAASCHY BTK 454 25 45
L wERR L, XFAEEAE S EERAR N Sre K
I, FECH TR BRI RE AT, S8 ROS B, J5 &
W 22 SRR P (mitogen—activated—

proteinkinases , MAPK VIR PR PE INK, INK B9 +5
BEE TR SR TR P4, B R — > H IR AERF L
TR,

2.3 RAESN  AMESRAE RV kAT ik
BB AT R A MR, Toll-FEZ K (toll-like re—
ceptors, TLRs) JZ&fil & APAP BRI FF 31 1) B2

T4 A (damage—associated molecular
patterns , DAMPs ) it 55 EL 8 775 [, BEAE TR 51 2H 214
P A Y R E S T A R BFSE AR IO, 7R
APAP 5| & I, Toll-FE3Z21K 4 (toll-like re—
ceptors 4, TLR4)FRIKIG N, % #% A+ (NF-kB) 1R
FAE TR, P UE NF-«B B 510 RAEF T
FIRIEA T (TNF-o IL- 1B F1 IL-6) 77, Fe &
HOH R FE N

2.4 PN JT O N7 I S A MR T P B R O APAP
| 2 A A 3 A v B BT8O, SR AR B R
B, APAP i s A A 1A BEM T, AT LASE /2 N o
PR Il B AR DG 1 GRPT8 (PDI 45335, Jf42
R PR A4 3( Caspase3) TP, 18 A& PRSI 384
G LE R 11V T N e S R ey R 1z~ AR e
,APAP AT LA 2 P8 1288 1 Bax 3R35, T 5T
-8 A Bel-2 (U335, Bax RN IH T 2 R 45 75
FZohiA, BB AR o (LR AR 7
UL A g e

3 H42 APAP FE SR Z5 Bk 3K

3.1 HRAEY

3.1.1 AZ BRH e A RAITA HMIEA T SR 1M
A AR R IR, RO NS B

2

(Ginsenoside, GS) EAAHUMIE P o7 Prefb Femk
SRR, TE APAP U5 500/ B M B 3 3l A 7
TR, 5 APAP BRI, ASRH RS (G-
Rg5) FiAbEE Al L 2 3] APAP 52 A9 40 g A
BE, S VAN R TS 4557, I AT Bal—2
HHERIE, AR Bax 8 1R 1L, 2B G-Rg5 W fEid
IR AN T R ST APAP 5 S AT R AY T IE
TRAYERM, 78 APAP 55 SR 1 B AR 1 55 56
H,Ning C SEME A Z 2 H Rgl (G-Rgl) il i ¥
1% ¥ 5 32 A 1 (nuclear transport factor 2, Nrf2) {5 5
R EYURAE R, 4 G-Rel b5, X T
Nrf2 [ A A K T Nef2 5B B 4R A0 S 90
Ak B JE A (antioxidant response element, ARE ) 4%
&, BT bUE IR R R IR, dE GCLC,
GCLM .NQO1 H1 HO-1 %,y /b Bt . SN2
A3 A T 240 T OO Nef2 15 5 0 B AR
R AEPIECR A1

312 £L5K BRH, A A I I IR Z SR IR
HEZIEEM LKA (salidroside, SALD) HA
iRk Préafl I e SF 2 P2y BAE L . 78 C5TBLY
6 /N EUR RSP SE B B Hh | Western blot 45 5 #2278
APAP #5214 Kelch FE 35 4 G 7 bt M C 8 1
(Kelch-like ECH-associated proteinl ,Keap1) & Nrf2
R RIA KT AR, ST ST Wbt S 4Ll HO-
1.NQO1 1 GCLC 3Rk, MEIRZbLA A A I
MU, 75 S IF , 107 SALD 697 4l BRI Rk
K- E TR, FRH SALD Al il o A4 Keapl -
N2 {553l B DT AALVEHIR FRIP APAP 5 114
AN, BT, Nif2 5 Keapl (A EAET40
MLBT Y,  Nef2 BEBOE A AR, 5 ARE 5411
PR H R R R A ST A AR 1, SR LT
T 7] B i P4 Keapl -Nrf2 {55 BRI A—
PAP R T .

3A3MET R AT KRB IEFNR ST HE
T (geniposide , GP )& MAE A S HH 2 UK — R
IIEmGE 1, A PR AME . Yang S SFIMSLIGEE R
W1, GP oAb AT g 2| TLR4 23k Al NF-«B
WIS TNF-o A1 TL-18 AYREEC, ANIIER , GP AT
WL TLR4/NF-—«B {5 53, AR T4
W% APAP FFEEHEVEA

3.LARERE DR S A EI ARIRSFIIRL . AT
(platycodon grandiflorum saponins, PGS ) {if H 3= L
PERLSY , B DU iR VEH] . 78 APAP i3/
BUAPEATR iR R, — 5T, PGS Jl i ] NF-
kB i mRNA MR FFGL, AR08/ TNF-a IL-18
B9 93U 5 73— J7 T, PGS G AMPK, fdt i i ot UL 1
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R (PI3K)/ZE I B (Ake) B R £k, I T 410 7l
Caspase3 IEHE, FRARTIT-ZUB R N, WESE T PGS
i L s AMPK/PI3K/Akt {55 38 [ A il NF-«B
I R A

3.2 ZHEALAY

3.2.1 FE OWRH MR, AT BT, AR
FELZHEMFP) BA SR FIMEH . BF5E 3R, MFP
I UHPE B0 T APAP 5519 HepG2 401 5E
T S BN A AT B, ARG TSR ZH , MFP 1] B i
ThE bt EALEF HO-1 F1 G6PD Wy 363k, R
& NF-kB 18 4 NF-kB p65 % (1 Z kK, il
H T W5 F TNF-o, IL-1B Fl IL-6 955 5% , i
B MFP 1] LS NF-«B 15538 B2 APAP i 5
(I

322 K% BRH R, AT FIKBIRTIRL
FEIEME N IRE Z A B R EEH . 1
FAHTRT 2 Tk 2 L1 (300 mg/kg )75 S 4 49 1A B
TIPSR S, SRR AR LL , 2P A 25 )5 i R
JHF 240 L A B A A B A R 21 (FGF21) R EE B
WIS AR A RS T B RIER ;5 — 7 R
FIE B (AKT) BERRACACE- T, S
i KA AR PR 1 R (caspases ) , IESLARE 2
B T AKT 3l ST AN JE 7,

323 HMRT PR H, A IS ENR AN E T 0 AT
R, HALEY) HBE T £2 4 (schisandra chinensis
polysaccharide , SCP) HA YA MAINEN] . 448 552
W52, SCP AT LI INK BEFER 1k, &A% GSH 1Y
THFEK 5 [RS8 Bax . caspase-3 £ 431k STt
7 Bel-2 2 (1 #35 , IES2 SCP i 4% INK {5 538
B K AT A8 L TR AR T i A AR IR P VR
T BRAEPE i Ho AR SCP AT 119 o —Fh T BE 1
AT ARG (SCL) KT APAP 55/ Bl 2 M T4 5 1)
PRAPVE R, 45 55 & BIAE APAP #81Hh SCP BIVATTRE
R, FEEA IR Ne2-NO-1 $is fbn i,
P21 ML P AR SCEE(SOD . GST \HO- 1) &5 12 K 45 AT
PRER . 25 L, FMR - 205 ] L 2 410 i 20 i
T30 B B 5 Nef2-NO-1 $T & k3 0 5% APAP
i RiNE=N e inL i

3.2.4 M9 BRAE G AMILYE I A2 R PR, H
REY B IHZ M (angelica sinensis polysaccharide,
ASP) A BUEALHIEH . Cao P ZEPIR B, TR 5L
K H&E Yo i /R ASP /b T 585 Tid i APAP
(14 A BRI 40 A ) 78 P R 400 B B 2 T AR O B30, 7R AR
MR, ASP i E 4 = T 28R Tad i APAP 1K
BRI A R A A5 258 5 1 — 2D AR 3R W] ASP AT 3

Jin GSH 5 &, #£/5 Bel-2 HH R IAHIT I caspase—
3 Bax EHFIL, $E/R ASP i et S AL N B
il 2 LY 1A OG5 38 DR T 473 o
3.3 HAhZ s
331 EA PR, AEERIR VS IO TR,
FEEE R AR S SR RA bRk B
JFEIVERTR, Shi L ZFIFGY 2 BH , BEA- A5 R il
PEAT Nef2 B3OS, FER IR b LSRR 1 2
ik, AR T 5 S 40 B A 2 B (ERKO) 1/2 Al
HEHEE C(PKC)HF2emii2 L, M ERK1/2 F1 PKC
HR VAT B A B A RS Nef2 (1 CHE , ATTHIE
W 2 RN B A 23 e R Nef2 553 Bl A-
PAP 5 i
3.3.2 JEAN BRE AR R BRI AT
H F BV B4 FE AR (honokiol , HO ) ELA Hi 4
RER . Yu FL AF2IRFSE AT, HO AT LU i Nif2
K HAEE I GCLC, GCLM 1 GST (3% 4k, 51 GSH
ek LR, UERH HO Sl #0006 Nef2 {553 B
APAP #5205
3.3.3 farit BRI VE B AN, THE I I, ik i i
s, HARBU i B0 (total alkaloids from
lotus leaves, TAL) B A HTEALVEH . 76 APAP 55/
AR | S50 IR AR E, TAL AT LU A
FFH 2 TNF-a JL-18 IL-6 25 R 5E N 71 & &,
PE 2 SOD .CAT .GSH-Px 55T A LB A9 15
P, B TAL n] R 3 42 = HLAST SR BE T A
AMPK/Nf2 il BRI85% APAP 175 & 1 2t s 4527,
4 BEE

XF A S 2 B HTS | A 2 I 3 i W
1259 2 — , T NAC FEAME—#EALHERY T APAP
b AT MR ER R B, A S A R -
W B Bt TP 25 25 B ST A RIWRR A, TR 23R 9T 259
PEFB O BB 2R B Fh 25 2415y
LR R EERT, ARTEREGE 2508458 APAP 75
S B 0 B Sy LT LA A R Bk i L 75
B2 B TP 2 BRI ROE T, DA R AR
R Z A EAE S EMRIVE R . 38 h 2 BBy T
APAP S A LB XL, MES AR
WFFE T AR A
S
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