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Abstract: Chronic liver diseases with common causes including viral infections, alcohol abuse, and autoimmune diseases.
Alkaloids, as a class of plant-derived compounds, have shown significant potential in regulating chronic liver diseases. Recent
studies have shown that alkaloids are able to exert a therapeutic effect on chronic liver diseases through multiple pathways. These
compounds have a regulatory effect on key pathological processes such as liver fibrosis, inflammatory response, oxidative stress,
and cell apoptosis, and they also regulate the metabolic homeostasis of hepatocytes by modulating multiple signaling pathways,
thereby playing a role in regulating chronic liver diseases. This article reviews the role and mechanism of alkaloids in the treatment

of chronic liver diseases, in order to provide new ideas and directions for the treatment of chronic liver diseases.
Key words: Alkaloids; Liver Diseases; Signal Transduction
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T4 AT (chronic liver disease, CLD)/E N4 ERMEEEE  (AFLD) JREEVEAT S8 40 Mg (HCC) Z57E N 1) Z Fh T
Peik =z — B ARIE T RN 2 — . CLD & WEBR AYRRR , HL[R] (0 B AE S BFF 24k (HF) FIAF
FE AR TR MRS 05 M HF9% (NAFLD) JPRSPERS Wi e TG A0 RAEMESRAE Y . R a7k 6 0 R A S 1
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Jii 17 PR ot AR A 5 K 14 & A R AR A IO 98 B 45 TR 3% T K
f ZRIT o " T IE ST SO | TR AR AR PR AE
HF AR REA A R 2R . AR AL 3 W) R RAR 254 rh
ZR S BA G Z R T 00 A B (g o
2 MLRES S BAT B R AL PR G 2 R
T2 LE MR AL S WA ] CLD B & A R e A v
& HEAE T, Hoam a2 P E S 1 R A T R R
I A0 A R R A0 M (HSC) 376 A B4t HE 30T 2S5 1Y
HSC T B A SR AE A0 ) L SRR R i 75 S 4 i
P Re A R T A0 ARSI  f CLD A9 %
JE o AR, KT AW BRAL S WIAE BB AR YY CLD U5
T A IS Tl (H AR AL 6 R o8 4 W . AR 3C
e 23 A W2 A 45 WO AE TR AR YT CLD Hh i 25 BEAR
M RICHLH], A TF & CLDIRYT 25 e =% .

1 £YEELEMHENEEKIFE CLD IER
P

L1 AAEEE  BOHHH (capsaicin, CAP) EHUEUR 2P )
TR JEA WU A, 53 F 2 C H,NO,, HAT T
e AL MVE R, I REID I Z A PR AT A R K . BT R
W1, CAP 38 15 94715 B ik [ 41 A8 -2 L A (Bel-2) 3 fi 41 i
ibeg AR B T Kim AT B A0 493 S P A4 % B CAP
A LLIE 38 5% 0 Bel-2 S5 AR 1 (1 FRAA AL 1 HSC R 48
MEAPT . CAP N T6 40 M f 1458 75 S HF T,
HCHLH P KR U8 Bel-2 26 A5 L 1 3 B ik B 40 g -2
P (Bax) H H YR IA, DR A 2 o (Cyt ) B
PRI . 4385 Bel-2 FIFVAR S0 LA 455 235 1R Cyt ¢ A
SRR BB BN , JOE AR TR )Y, A R B
T Bax 5 Bel-2 HIE AR FI S B S k28 , 01
R TR A 11 52 B P LU e HF' S, R R0 7R 11 I
fiff ( AMP-activated protein kinase, AMPK)Z 5@ %= 540
PR35 R A0 B A AT Shin TR & BUR)
I CAP SN 1 JFF A oo i i 2 (4 R 5 R 2 TH AR L AL
4 45 N 16 25 380 AMIPK 1 3 4804 40 it A 558 B 400 38 75
ZAK (PPAR) o 3B 4% 8 i Ca® PRIV A 146 FFF UL I U7 7% -
AL, M B8 AR AT IO H 3tk =88 (TG ) & H R i Rt AR
UL T CAP X8 /b I S E AV FH A2 3 5 JHHE AMPK
PTG |4 B R ER 2R M B B 0 (B AR S 5 R R A 1 A 5%
ST 0 15 I P T v A ISR 2252 4 2 Sl S i

1.2 Wbtk JKIRHE (stachydrine , SH) J& H 24 25 R L
) dae B TR or 22—, JE e e 2 AR Wk, o3 1 5K
C,H ,NO,, XFCo e B 5 L A8 4 5 A B I iy 24 3

W FEBHLIA BN OB & B SH X BT 2 B 5 405 F) f 4
A FH 22 BUAE AT 5 3 R A1 oh 460 403 2 B i) AST VAL 3 1
o1 R B R B G (SOD) T 7, AR %
(MDA ) & &, W 4 MK PR 5E . AMPK T 1l 5 410
il P (LIR) 2 309 36 4 o 2 0 G 1) B A5 R 8 R
i, Bao BN BIF ST HE T £ 92 SHE i 175 S 41 1 e
12 00 5 S 0k 2 HE T HC.C i 2 L O 2
PATT LIF/AMPK S8 15 1 W R0 48 A Jis) A BEL | AT 35 5
YA R A HCC P A AR AR . LC3BEES S
W, p62 2R e M BRI [ WEVE b 40 i P AR 202 R Ak
B SHAZ ST 40 19 w8 5 5 LC-3B A
p62 H [ T 7K -, S S0 ] 390 BEL ¥ O 0 2 P9 4 M
IR R IR SRR E -

1.3 whrek  FEHRFHH (arecoline ) /& HP 2P & HL A
IR T 2 — , JB e S A= e, 53X CH ;NO,, B
AHIFPURTEE R L B AR AR A
JUEL [0 g WA, T R ARG L0022 TG K F- - Zha P BA S 5
KB, AR HROT I K 7 A R R A TG i I [ e
(TC) K% B i 2 71 IR [ B (LD L-C) i s %85 B g 2k 1 i
[ (HDL-C) o A BFFE W, 2 26 B AT LAV 45 1 i
TP RE s 38 B B T g PR R S e T Rg , I8 i A
7 NG U TR RN AR R R Ok e U R A
Elamin A1\ SBF5 % 8L, A HBHRIA YT 4L 04 W0 1 e
Hn, b ARG i OE A TR, TR E ok O
B T R 7 R S 1B Rk 21 AR A B 2 (COX2) il )
SHIS R R E2(PGE2) By 7= A, 151178 i 1 40 B vh % 5
REMPEF L X e AR AR ELAT KR AT, 3F: 7T il
Ji AR 7 R R DL SR A T R BK 1A/COX2/PGE2 i
X NAFLD KRS VE T o I IEAZ 5% 55 H - kB (NF-
KB ) A2 JRAE SN 14 G A SR 7, e HF i R vh &
FEEREZAEN . SeAh, BEABmGE o COX2/PGE2 fR il ik 12
PR E S 2 405, o P 5 ALT FINF-«B 2 fAHC
1.4 Jpeeukk  /NBERR, B85 3% & (berberine, BER) , &
B R 0 1 A AR 2 () — b S v s AR W, 4 T
K CH  NO,, BA B MLASBIFE . Chang AT BF5E
KB, BER BEAZ IS /D HE /)N BRI g J5 0 AR RN 42 1 4 i
B FEARLT 4L 8 b7 - P 1 UL 2R ) (a-SMA) J T
R ol (COL1al) {335 , LK [ 1 37 7 AST
FUALT By BE o FLAE FHAIL A 46 P 18 = (1) 00 e
AMPK 3 BATE 8 i 17 1R S Ak RN i i I B8, 90 ol A A
T A6 7 5k 7 6 (ATF6) /[ BE 3 45 JC 1 245 A& B 1 1C
(SREBP-1C) i #% , #1452 0 1 38 (ERS ), B3 AR JHEJIE Ak
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LA T = R TR 32 2 R Bl 0 R SR AR LS
TG AN, A0 PR A TR 2 5 (2) 3 3o 400 0 A
W 32 AR P2XT7 30 % IR 445 G 5 TR AL 25 P Bl R 52 1A
(NLRP3) 4 fiF i fi# i 235, ] c-Jun %0 5 K i 3
(INK) PA S 55 21 e 22 1) R A 2 R 2 11 7K f#% 1 ( Caspase )
1 40 2 (IL) 1B F1 COL1al 485E K T 361k, AT 22
R FRESR TP S0 2, W9 22 % B BER 76/ LA 4
BLAYTHE VR, FEARSN AT $00 B AR 200 (LX-2) B
Bag GRS K Ak, AL PT AB {4 BER BERS I iH LX-2
A p53 Bax . 2 R R B RN R AR Rk, [
B 9 Bel-2 FH BEAH OCHE 11 5 (AtgS) B 2R 328 DT 417 4l
A B w4k 5 T HSC R T .

faf M98, (nuciferine , NUC ) J2 M Aay I A 12 B S5 s o
KA, 73 T3 C H, NO,, BATHUE Fik etk bt
TG AL AT RS IR L Guo
B2 TRIF SR S B, A7 A I S 3 R AR T MR i BT R
O ME ALT 3P, LRI AU TG TC 5 1% 55 i
iR (FFA) & it . NF-kB {5 53 % a] LU 8 5 5 4 10 b
LIS B A B W I T AR A2 . NF-wB 3R 42 T i 5 2 Fl
PRI A% 3%, LA HSC B8 T5 R0 40 i A1 568 5 g
e, AT 3 HF') . NUC 3 5 800% PPARQ Ay, 4101
Toll FE5Z 14 4 (TLR4) /51 NF-k B Al NLRP3 [ 4 1 /]MA
15 538 %, DT 0k 20 2 4 200 it PR 7 2 e SR 38 TR 7 -«
(TNF-o) IL-1B 1 IL-6 B9 43 o 3X R B NUC 3 2~
JFHE MDA | TNF-a TL-6 Fll IL-8 43 4E K F A0 3 35, LR AT
JIE SOD B bt EUAL S i 1 2R 35 | 38 5 I e Al T Al T 4
i T I 26 5 484 17 AR 5200, e Ak, NUC A B T
P& 15 1T BE R 2R A, BEAR P E AR 17 26 6 | I3 TNF-a
IL-6, kg B AL 20 NUC 7T R 98 AT E 64 g 05 7R
A AL RN AIG 25 132 i 25 11 (VLDL) BE il , 384 i B i J5 &b
HE 0 PR RS D7 (OB RIIA BT 0 28
15wk 488 (evodiamine ) J2 T 2R B4 [ — Fh g
WA B, 23 T30 C o H N0, BT 048 AR 45 VE I 4b,
A B AV 1) PR 240 B T 2 5 A L Y 200 SR AR
T AR HE [ g 0 PR O A IR . Yang TR BFSE
% PR 5 4 B0 AE Tk 3 AT 41200 B2k SR, FRAIKAST,
ALT R LT 2 A Al 2 R K S R 1 (COL) T An
COL- T 3 i, AL R A B0 M T P 2 i 4k
AR F-B1(TGF-B1) .p-Smad2/3(Smad2/3 B fk) -
SMA (9 521k, AKX TGF-B1 Fil a-SMA ) mRNA 3k ;
AR 1 IL-6 . TNF-a 7K P 5 551 2t 41 12 1) B IR HSC
TGF-B1.p-Smad2/3 Fl a-SMA [ 2 1 % 1k Rl & R 7

Az, LA K HSC 8 5 15 DR AR, 30 2 4 B ol = 2 2 s ek
TGF-B1/Smad {5 518 3% R FUHF . A W5 860,
A R A 3 A R T A W B n A
() AR, L Ah 25 A TR AT LA 238 1 1 B2 A A 1 2 £ A
RAE . Dai P 2BFSE % 5052 25 00 B o 1 i 2 80 45
TE A WA ok A M A A A D T 4 R I AR
IFE I M 78 1 ok 22 A NAFLD . AL 2 52 26 900 T L i
1o BB PR 0 BT 25 A0 TR R B Bk B A FLER AT 1R ) AN
I /0 B0 A0 T (B AT R ) SR 8% HFD 175 5 NAFLD %4k
Sl . FLERFT BRI TC A1 TG M kr
AT DL P EUG I M R, B R R e Y, R
BIA 7 AT LASE D i 38 A R T IR 2 R & i R
TE 3 AP, DI TLR4A A NF-kB {5538 B, 10~ i
AHOCHE 1T AR OAE 28 48 L Dl 40 TNF-o IL-18 . IL-6,
VT 470 20 40 ML PR TL-10 T TL-41%) ) e b, 5% 25 o g vl
FAA MDA 5 55, $i755 SOD 7 M | 9/ 4 RE 1 13 2 17 T4
AE R ITT N NAFLD P2 A2 97585

1.6 FEZEHB & EE R (scopolamine ) & FHE Y ) —
Tl B 22 e B A= Wk, 231 3% € 1, NO,, , AT R -3 L
25 R IR SR B VE o XTI BA ORISR
AR ST B R A B R IR B B A 2R
3 S AF AR A — 2 AR E T . Ca™ fE R UL
A, 25 T2, i ae R0 niEst
T4 AR Y Ca™ 38 1 R AR 4T AN Ca™ I AY 2
BIMIE , HBE A B FH A3 RS R IS 14 4 38 1 AR
VLR HAL R 7R B 7 B o M 528, A 1
PEER LSS, 38 13 TNF-o /- T Ah Ca™ P 30 80T 45 25 1 1
(Calpain) AJAT=INH & H/Caspase-3 i e E AN BL I =, LA
S A7 98 A B P8

1.7 ke X BRIEFM (pilocarpine) & B IR EHF I —
vk s 2 2R Wi, 43730 C, HL N0, , B 5228, 5
AL LS AT AE Khurana 1A B 5% % 90 E S 25
Tk 36 97 AT 3 08> HSC G Ak B R ORL  RHAE 16 A |
HF f1g5 1. BARZEFWIGYT 5 HF S8 711 COL1al
a-SMA . TGF-B1 . TGF-B1R | IfiL/INF A1 A A K 7, fiF 46
53 20 B PR F U0 TNF-o Fl FasL 3 15 493k /0 5 895 41 g 4h 3
Y I 43— 55 0T 4 AR B 7)1 B T e AR
i 0 4 551 -2 B Jo 42 Js 2 1 i (MMP ) 2 .MM P-13 ) mRNA
KRR . AN, 45 RN e SECHF . B %
B, BRI 2 0 PURE R A2 K 3(M3R) A S (138
B, LA B R 440 446 5 48 5 R Sk A2 i s D A
A2 I N B0 A G B )3 /D R BB HEF PR R
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1.8 =2k WiMER (caffeine, CAF) XRRMNMER , J2& 76
R AR 0 W AR o ) — b B IR 2 W, 4 X
CgH N0, BATRE M B MASS1EH . A WF58 &3, CAF
—J7 T g 38 i BRI HFD K ERUAY I ALT FTAST 7K,
0 P 400 €5 25 PASO1 A2 114 36 3k T 410 o) i ot 3k
A R RN AR 4 5 55— 7 T RE A% S0 W IUE 69 1L-6
{5556 S, I 3006 JF JE AMPK F1 2, B 4 i A R 1L 1
(ACC) IR AL, , 2k i {1 JF I A 177 7% B - 4804k , 41 il U

BB I, DA T 30 4 BT 48 B R 21 e SO R T 3
(STAT3) 3 {14 5 5 3005 BB A2 12 20 Mg LA B S ik
iR S 4 RO I R A LR B CAF YL STAT3 5 5
WK 1 STAT3 B2 A3 I, 530 TNF-o  IL-1B . IL-6 55
RAE P TR AR Ik AEHE HF AR T g Y an sz
PN ANRBERIS | A S Z A A AT R, A
IKENAMLR SR E RS, CAF Rt b RATIELE A7
AtgS 1 W AH 2 1 (Beclin) (1 2235 R 3000 W -1 B
%, 300 B B, 3h B3 KR IE (4 TG 7= A= FFA 34
I IIE p-ACC PR BUR R ot 2 A% 1 1o 2235, (2 0 TP RS
iR B~ Ak, LML AT G2 i A TCF-B1/Smad3 5 5
B SERAR D W HUHES AN CAF 38 o 4 i
HSC 41 ffg P F-WLsh 2 R A 85 B2 SR (cAMP) ZKSF- (1) 5
2,7 HTIE HSC A0 T, AR IT HF A,

A5 (theophylline) X FR A 1,3- H FL# RS | R 0%
24 e P R Ay — i R R RS 2 A W, 43 X
C,HN,O,, B G2 fif -1 LR 28 38 o WL 46 0 254
Ao Wu R BFFE % B, 25 B8 KMUP-1 3697 AT 40740 g
T HER, BEAR AT TG /K, LA S BRI IE AST , ALT i
WK SF- o KMUP-1 5 30085 2 14 3% 32 008 IR 105 1 (p-
HSL) {36 PR RN, J015 0 17 53 A , V0 BT Hig 7 72 P 1)
JE . TL-10 AT BT RAVER, TNF-o f& — R A2 56 M 41 i [
T, AL % SREBP-1c (4 FHE RS W AR 35T , 12 34
TR B AR 480, MMIP-O A Ay S22 JEF IR 8 5 1L TNF-ox
AR FLA T KA TS HED J& NG 07 6 38
P T 1 AR (ROS) 7= A SR AL I 38 . KMUP-1 38 i
R {1k MMP-9 F11 ROS . 3 fill IL-10 A & 38 i HSL/p-HSL
VIR i o f ke e AR i ME 8 o KMUP-1 AT AR o
2 9Pk ML W 240 it 8 780 00 7 ML 5 40 = 2 906 1 4
Te W, 00 S8 AR B & E IR M 1 48 AH G A T 47 4
Ay, ) IE 88 i 28 P M2 5 I 20 it 3 R AR TL-10 19
B, X UEHE KMUP-1 nT #3] ROS , 1 i) £ 4 448 it PX
TNF-o F1 MMP-9, 3 4T 4 40 il I 7 1L-10 FF 52 0 121
S LR AN MR, DT S A A I R

1.9 4% T (solanine )2 A BHE Yy 19 —Fh KR
FELE ) HS PR BB A= DA Qi 0 , 43720 CysH,NO 5 B
A HLE AR A A AR ol B-
TR y- At , e o3 B e o Bax 5 Bel-2 S 4
JHL A T A G, AR g 2 M e e A
BRI —J7 T, AiE i I 4 ROS Al Bax/Bel-2
A S ANB P T BT, AT T3 i
PEFEHRIE T , 3 Ca™ VR BE RN, I TS S50 R 4 AR il
Caspase 1% PR3 A AP T Luo BN % 3R
FiBRE 2 I8 Rz R 5 B A (EMT) AR IAMA FT miR-21
A SN R B o LA At a4 ] 2 Tk AR ik
FRAY HepG2 0 I8 Y EMT 1%L i 4 I 75 11l , S0 25 s 559
2 M 384 58 NI A% 5 90 9B 3 U 1T microRNA-21 4 32 35 1)
il 40U A Ak B A g 200 6 %) FFF AN A 400 ) 40 RS 51 5 -
T AT 00 6 p38 L INK A M A0 5 2 1 (ERK1/2)
046 s 240 v ) TN - 1 TL-6 T 410 ] 98 200 JH Ak 1) 34
BRI A T AR A A K R R R AR T
T T A ML DI RE A IR B . STAT {55 #% 2
55 G AT 5% 3o K A0 R 1 A5 A B A OG 145 5l
550 b oo BB 3 U B 4 4 4 R ERK1/2
STAT3 {5 538 B0 1 A3 v it 45 P9 B AR R P i 6k
T L5 A3, S e 1 7

110 =# % 13358 (aconitine) 2 125 13 3 (1) FH 43,
Bl R RIZL 0 AR e, 72U G H,NO, L B
AL BUR LR U R S S Y . AT
5% 3¢ WA 1 STk 3 100 7 4 /1 1 W 20 A 3 2 D TN -
95310, IS REFN ] K701 (DNA \RNA ) , 55 HJ88 40 i 73
AT o Zhang A HFIE & B 15 Sk AT i L 78 DAL
SE AT 5 R T R R AE A HepG2 48 At P 460 2] PARP %2
fi# . Caspases-3 17 . Bel-2 Fl Bax F) 72k . ROS J& % 1E %
TR Y KSR & 7= 4, 7F A0 M A 5 5 2 vl % T EAR
L0 ROS B % 5 Hi A0 61 78 N 380 30 AH B VR T, 08
0 T I T B TR S, SEUR LA ML
B I BTG T ROS 1977 AR LRI BE L Cyt o, T 4
BT, $4 90 Caspase-3 Fl1 7 3%, Bax/Bel-2 LA N, 51
SRR oAk, S5 HepG2 40 IH T, iksh, 1
S B A B0 TN R Ab B R LR 3 VK R Ak B
it IR TR b T 0 2 R A B R Ak, LU/ RUIF
I 1 s ) 9O (P 1.2)

2 HiESRE
YIS A Y AE CLD s T B T AR )
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Figure 1 Molecular mechanism diagram of alkaloids regulating chronic liver disease
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380

G RFFREfR £ EE 415528202542 H J Clin Hepatol, Vol. 41 No. 2, Feb. 2025

BAEM . TSR E AL A Y BT, C 2 IS
T PR ARG R ORI T
W B A I AR, B ) B R e R 2
FREH . AT IVE N — B A AR, fE bt CLD H L
A2 BEHBLEI RS LERIRITRCR . 2B
— AR AT AR A AL SRR T SR [ R
A MARE R VE T TR A AT R 2 REAS A 3 AMPK (NF-
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