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Research progress on the pharmacological effects of emodin in prevention and
treatment of acute pancreatitis
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Abstract: Acute pancreatitis is the most common gastrointestinal acute and severe disease, but its incidence rate and mortality are high
due to the lack of specific drugs. Emodin is the main active ingredient in Rhei Radix et Rhizoma and has various pharmacological
effects. Emodin can control the progression of acute pancreatitis and alleviate pancreatic tissue damage by reducing inflammation
response, decreasing pancreatic tissue cell apoptosis, protecting intestinal barrier function, reducing oxidative stress response,
regulating immune balance, and lowering digestive enzyme secretion through multiple pathways and targets. This article summarizes
the research progress on the pharmacological effects of emodin in prevention and treatment of acute pancreatitis, providing reference
for the clinical application of emodin.
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TE RS 2 FhZGBRAE FH I R AT FH T Co i I 5
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THALBER IR 73l 2 1845 22 B0 28 1) ek TR 2 00
TR RE, WERIEIRE AR . ARG T RE R
Biiie SRR 2 I 2 B E AR T R, KB RN
I R $E 5%
1 BEERIER K
1.1 HPFIRTEN FRAVTERL

RIS AL BSE R R R A KK
FEETAER, W5 ARG RBOR 2ORE B, I E
JER MR P0G PR R RS AN AL 20 45 . ARSI F K3
FIRYT EIE SRR KR, 25 mg/kg KiE# ] %
I I 2R VE R B K T, BRAIOR BRI B 4 B A 3
(IL) -1B~ MREIRFEE F-0 (TNF-0). IL-8 /K,
PRI TL-10 /K, AESEK o8 2 Al I AR 28
A0 TR AR T A B AR FE S e R R 28 (1) 98 R S o
1.2 #IHIZEF-xB (NF-xB) {E55#E

NF-kB [JB0E il {2~ el 5 3 — A A & 1
(iNOS). & &HE-2 (COX-2) KT HEtk, fEE
i A AR 28 R A ik R v B RIA, INEE JORE RN
FEREO), RS 20 mg/kg KR IATT HAE
SRR 26 KB, R Al iE I fH1E NF-«B-INOS/
COX-2 {5510 B (1) 3Rk 1o 25 PR K RIS TL-1B.
IL-6 TNF-a [F7KF, a2 R R 0 22 0% . Yao
LBV 1 mg/kg K ZIAYT HORE SRR 2 KR
2 A T AF P B R RS -6 TNF-ai TL-1B
JERY IR FENIBE. A (MDA) IR, $EmiE
FAYEALEE (SOD) KIZKF, @il ] NF-«xB
120k DAVRCAR FR IR 2 2R 48 R A B . R I, 3R
FEEER B AR, R SRR AR
1.3 [HIE Tol #%{k 4 (TLR4) {5SiBEERIA

TLR4 {5 5@ ol EEAE M T3z, (e
JER AR P9 LA Bt BE S, T 2 R IR I A
Wey VR A B RORE R LEAAED), 38 /NFE N0 H
KB 2B T BRE S g 28 K SR B 7T K B, 20
mg/kg KR BFRIEARA SUR A5, @i i
FURZAAM TLR4 (1L, #EmifHiE IL-6. TNF-a.
TIEEAER KT, R AOE SRS, e i i R R
hft. BEmUMER 2.5 mgkg KERIRITEER
PERERR 2 /N RS R I, KERAH BT %R
MIBET 5, Ik S B, B A 0355 e R iy

ey A K, B PH LR TLR4 13 5 8B 1 %95 LA
FAIG TL-6 TNF-a (3R, 235 PRGN R R A%
1.4 #Hl P2X7/NOD #%{4%&EH 3 (NLRP3) &
SRR

TS NLRP3 Z24E TR ASC. R A
fiff (Caspase) -1 JE NLRP3 #85iE/IMA, P2X7 B
J& NLRP3 ZRE/IMRBEE A SRR =, i
Bid NF-xB 15 5@ B8 IL-1B Al R0E, d3k—
AR NLRP3 S5E/MARIFERI2. Zhang S513UH
F 30. 60 mg/kg K3 255 AV PR EE Sk
R R 248 RS R P f B 12 R i v & e ) &5 4 A, i
b ] P2X7/NLRP3 J8 B AH O 2 1 1308 W 35 FEAIK
KRIMTE IL-18+ 1L-18 HI/KF, 535 iz fRE 2k
JERRR A (ARG JORE IV . 1 KK 2Tl ATP
%9 N S 40 ik HPDE6-C7 (15254, 90
45, 22.5. 11.25. 5.625 ymol/L K& &K AR ATP
BSR4 G, #H] P2XT7/NLRP3 38 1 %X,
FAAR 3B TL-1B TL-18 F7K P4, Xia 25051 F
60 mg/kg K3 F T SRR IR 28 K BRI AL
W, R R RE R KRR, BEiE. BEY
gk ISR, FRAKTE kY B IR . IL-18. TNF-
o F7KSF, GIESE KT R AT I HH] NLRP3 28E /M
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PKTE S RAERT TNF-a. IL-1. IL-6 BB 5
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IS ROS. IL-6. TNF-a /K F, $uRnKigzdt
10 INK/p38 MAPK 15 53 % LAFEAIR S E R, &
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I R A R HEL A S 4 i R s A7 EEE M R R
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B ARGV A B PRI 7T, D3 T g U v P 7 ik 5 A ik
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AL E—5 5 T A0 A T A RS . ETRIE R
Pal Az TR = 2 IS KA 7 A e D il
LN, 0 EE R R AR A AR T 0T, W ZEB8I
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i, 49%) Bip. PERK. ATF6. IREI 2 P J5i [ 57 4
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Wy T8 J3 I 52 40 ] E T G i s v . AR
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AN PuIE 2/ R A3 (Bax/Bel-2/Caspase-3) &5
B 4% PV A T 3 S T B A R T, R Bt
[0391, Zhou ZEMOMg ] 70 mg/kg K & A PR HIE
SPEFRAR 2 /N BRUIYE TL-18 TNF-a. JER BRI KT,
BE IR ERRIASE . L. SOREVR TR R HE
Fif claudin4. BHEEREA (ZO-1D. HEEH
Coccludin) BEREAHRE AR, 45 REHKHR
i N Bax/Bel-2/caspase-3 {55 5 1 i LA i
TR T, 0 g iE Bk R AR E R

GRP78 s&—Fh#IR T SO, REVA Y A J5E )
RO R, Hem ik nfEod B A B RS, A
FE MR IE TR, RER SRS A K3 3RIR T TR
T3 S 2 B D R B R L W ELRE SRR KR, 25
mg/kg KB AR DR R IR A 23 98 RE 40 I
MAEBESRAE B4R . HIL, AR 3 A
JHTC3, W] WK 2 ATl fE (K GRP78 BE RIAK
FEFTARE T AR, USRI e D fe -

miR-218-5p AT P45 Ras [FYREE R 5 A 7
A/Rho ¥ (RhoA/ROCK) Fl1 Notch 12 5 ik M
KR EAN I T, H YRR T R 4 i A
WO PP, BRAR EAE SRR IR A 51 RS i
SR T, LRI IE BEFE D) EEA), Tan ZE4UE A 50
mg/kg KB FE T Rk HEAE S M I 4 K B JER IR 4
AU, AT A miRNA-218-5p ()24
RhoA/ROCK1 F Notch1 j& i % 14, 5% i1 Notch.

mTOR/Akt J#FRIEM:, #HIFH T8 E Fas. FasL.
Bax. Caspase-9- Caspase-3 ¥&i Pk, & H M1 occludin.
ZO-1. E-cadherin f&HFIA, /b 7iE b4
T2, HCGEAREEEEE, AR, Bk EE S
PRI 28 51 & 1 iz bR B i
32 HEMEBREM

R SRR 26 0] 51 A @E K, N
HOSMENKARLRS S g REERE, &
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ET NG N R E L PN A
A e R IR . 5 ANIE A 20 B 9 55
HEEE R, @ N B R R R AN AR A
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TR KRBT AR RS A%, @i )&
PLUKBIEE A 3 BAMERIERE, R EBE
JEE R, DRI fh . Xia SFHUEH 2.5
mg/kg KT AT ol HE SV R 28 K RO i 55 4
R EEYE, B3 PRI EE PR 2 KR g i
HLUIL-6. TNF-o [FRIE, 45 HAUFSL R R @k
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FRRR P IEIE M, RIEREIRBE B 1E
4 RBRSURHRE
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IS E R gniE, wld@id gl SI00A9/VNN1 55
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ST ) S A S A A
4.2 BUEEBHEE B/AZETF E2 HHXEF 2 (AKY
Nrf2) 5518

Akt JELATIERE Nrf2 B (ARIE, 9 brE L
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250 mg/kg KRIERIAIT HAE 2R, 7] FEAKAR
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5 ETRETE
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BT, FRARIRAR . HF. B BELH 212407 2
PG, BRARIMIES IL-6. TNF-o. %40k
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YRR T, RE AN T, A BT Treg 4HHE1 7
1, kT TR 0 1) e B Th RE
5.2 75 Treg/Th17 &

Treg/Th17 KA 5 E0EE Sk iR 48 (1 8 22
JREA, A5 2 Rl AORE R T 20, N R
e VEB 08 AR SEOME K 38 R T T i ik
R /N 2.5 mg/kg KBEE ATBRAIR/N RSB T2 F0
M ARG VERBE/KF, FEACIMLIE IL-10. 4
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6 [EIKIEKERS

HAEE ClnyER RS NEWIEESE) K ERIE 2
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RS, R 28 m a1V 4 Tl 1 23 DA B A JR i
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