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Research progress on pharmacological effects of emodin in prevention and
treatment of respiratory diseases

WU Lina, FAN Tianzhu, LIU Enli, WANG Yanxia
Department of Pharmacy, Linyi Traditional Chinese Medicine Hospital, Linyi 276002, China

Abstract: There are various types of respiratory diseases, mainly including infectious pneumonia, chronic airway diseases, interstitial
lung diseases, etc. They can cause varying degrees of ventilation and respiratory dysfunction. At present, clinical treatment drugs
mainly rely on anti-infective drugs, bronchodilators, glucocorticoids, anti-fibrotic drugs, molecular targeted or immunomodulatory
drugs, etc. Emodin is an anthraquinone active ingredient extracted from the roots and rhizomes of various medicinal plants in the
Polygonaceae family, such as Rhei Radix et Rhizoma, Polygoni Cuspidati Rhizomaet Radix, and Polygni Multiflori Radix. Emodin can
prevent and treat respiratory diseases by antiviral, antibacterial, reducing pathogen resistance, alleviating airway inflammation,
reducing airway hyperresponsiveness, alleviating oxidative stress response, reducing airway remodeling, and alleviating lung tissue
cell apoptosis. This article summarizes the research progress on pharmacological effects of emodin in prevention and treatment of
respiratory diseases, providing support for clinical research on the treatment of respiratory diseases with emodin.
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F AR LAy, 748 m s fe s
WA, EEKIYTRE 24N 2. KA
RS P73 S B oM () Q] s S RE R AN 2B 2%
P 975 33 JRATY 2 PR 2R 5 95 975 [ v A T i 1) R
M. KERAMNKE. B (T 52 R
24 FAE A HOAR AR ZE SR B BRI e A 4y, L
Bhidk. At PR, Brergide. pud. AT
TPERNEVER, R TE . TR A
R S IE B T TH o ) AR i PR R
TREETVNIREE JORE N 7K S Bl b 25 £ 1
AR T KRB R BRI 2 o E R, A2
S TR IT SUERT T AT 7 . K R IE I U
BE DU PRARTE IR B 240 e S 28 R
R =Y S NA L L k2K ANR S AN AR S L b
I, R AL AR TR AR RGO . A
SCANEE T K F BT IE R FR 4 1R 2 A R
FERE, NIRRT W R Gu T I R 7T 32
BERES
1 InfRs
1.1 HIFIREES

TP BRI 28 L 9 B ST DRl 1 JE e B AT
SO I AR 25 e R G A B, T 2
HI7E B T ECE MG RIRES . R AR, H it
W 22 e 2k 81, Dai 25001 ] 25, 75 mg/kg K
TR ig TGS P EF BB 3 PR8 FREESLH)
il 28 /0N B, IF S K3 2R AT DA B i) FR B 2
S, FHRER MR, Er 20O 3.15.
6.25- 12.50- 25.50 umol/L K #& & T Fi A i % 3 A
(HAAV-3) f1 7 % (HAdV-7) %5 A549 4ifig 48 h,
RIUKFE T a5 23 DNA &, FlEHxK
PN HAAV-3 1 HAdV-7 £ 1|, KIEHURR EAFEH .
1.2 #FEIRENER

A F AT IO R RS D)
RE T 7R 55 518 AN LE A 5 10 SR 1T BT
IR, NI 5590 B R, BRI GLLENL
A A B ST AN R0, Xiong Z5U2Md ] 104 404 100
mg/kg KIEER BN 45 25T T05 Y R I I 45 PR
# (RSV) A2 HREESLIERGYNER 3d, RILKFEZR AT
BN F G, WRETIHEMRAR, T
BE R4, B0 RSV YL, PR AR (RSI-
F\ RSV-N) FIARViREEREE, FHWR AR . Bt
FIBYFF 10, 40, 100 me/kg KB & i e T-F
RSV-A2 J BB AL BB /MR 3d, RIKTE R

Al R ) RSV-F 85 - FH 2R B A 4k, 3%
Z R0 SRR, BRI 24 AU o
1.3 HHIAS BRELERFL AL

JIE IR P 9 T2 A 22 o 3 58 R L RS
HZE RSB A A SR, T T o IS 2 A B it
TR 1R B 95 B e e PR AR GLRE ), T Pt
o EE PR PR At R RS S04, Bei SEISMEER 75
mg/kg K Z& ig 170 H B BOm 5L /R S d,
R B K B 2R T I W e S A A 2 B A
AR ofy/ R B VE A B 1 B AT BRAE R T R T
(PPAR0/Y/AMPK/SIRT1) Hli{ig i3t g il A Ak, F0
[ A 1 e 45 A B - 1c (SREBP-1¢) /- S fig 1y
B B ok 03 B G BB B, 3SR PA BTG E
2 A

O] A A A 5 T2 ol A S O ik R 1 R 3K T )
S5 40 TR B P AN 2R, S RRPUR R RCR, A
Bl 9800 15 e St IO WG T 435 4 A 1) RE 1
s, BZEUMER 1. 2 pg/ml K¥ER T4
WO A BREbRUERK 24 h, R I R A0 44
W BB O BEIE R (B icad. cidA), J8/b> eDNA 43
W, BB NAS 5 0 F AL2 BRI, MTRAER
Bl A B 1
3 BRREE AN

) &40 T 4 HE 2R 3 P AT B AR i 24 4H G 254 Ak
He, $Embi b TER JE R N A RORE, i
SRYEYT RN, R PR IE B YA SR AR I R A
HEREUST, 15509 0.125~128.000 pg/mL K # &
T2 Ei 25 8RR R 24 h, RPN ZE @
IR B 4T M e B L P S I 1 R i
PAERBEEREEN, BEHA4RED AR
i, PRI 25 XU . X EROE ] 8 mg/kg KGR ip
T TG B 2 24 M 28 v B A0 B S S I R BH R 24 h,
RIKFEZ B INH] mer-1 RIL. BEIRFF3h 5
A ge EACUI L AN HERAE IR RIFRaL, RIS
PR IIAME, 009 il 98 o R A TR 0 R R T 241k
4 BRRIEXERMN
4.1 HIH Toll #3244 4/4%E F-xB (TLR4/NF-kB)
ESEBERIEL

TLR4/NF-kB 15 % 18 % LE S5 A4 AH 2 70138
NHRREEOE, P52 PR 2 4 PR A E A B
TR RIK, SRR RIE /B AR S, R
BEJIE AR I (A A5 A Gy B IERY, Jin A5R2fE
F 40 mg/kg K#E K ip T R if 7 HE VR 453405 K B
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120 min, AKIKEZR PEE ] Toll FEZ A 4/%E
AR T 88/4% 1K F-kB (TLR4/MyDS88/NF-kB) 15
SRR N NOD PRS2 81 3 (NLRP3) RUE/MA
WA, BET D R AR (Caspase) -1 KA
Gasdermin D (GSDMD) VIEIRIEET:, H&HEE N
PG 980 R . Miao F523MgF 30, 60 mg/kg K
R ip THENEEAESEER AR 5 d, RIKE
ARV IR AR DT 2R S I, ET A NF-«B 55
PR, T T Rl R ) EE AR A
42 HEIES@EBAEK

p38 “RFIEE AT (MAPK) 15 S
TE 98 PR BN Bl B0 J5 m U 4% 2 B AORE A 5 (9 77
AEFIRETIG, IS 5 508 280 I B IR OK B FAH 9%
PRI FERY . WEREFUE A 25 mg/kg KiEE
ig TG s i N TR ST A8 BEBR T il 28 /R 7 d,
RIK BT p38 MAPK {5 Tl Bk 1054k, 3
MR/ T R AN Fan 4/ R (L) -1B.
IL-6 AR SR FE A F--a CTNF-a) (2R, AT ok
it ZH 2R (1) 9 RE 45473
4.3 HI%F Janus HEE 2/ (5 SHSNERBEET 3
(JAK2/STAT3) iBERAAERIL

TEZFhSSRERSAE N, JAK2/STAT3 8 #giE
AR %455 S A4 M 2h B S (e < TE &
RSN R AR FERZ I L RF AR RN T 20), 2R AR
i1 40, 80 mg/kg KIm# ig Tk R&ieiLddi &
A T S R B P T 9 N A PR A S i A K
14 d, RICKTEE A @ #0) JAK2/STAT3 @ %
WAL R JSRER 1 IL-6. FF%ALEE-2 (COX-2) B¢
T Uk S AHIRSEAE, AT RRAR K e A 2 23 58
PEBA o
4.4 DI NLRP3 %M/ MATZ R

NLRP3 % PE/MA 1) 578 g v e adk TL-18 26 4%
PES IR BSCAFIRE TR, AT AN R A= S 350 48 ik S IV
HAEBA SCH LU I R AE S IR JEPS). Shen Z529M
F 30, 60 mg/kg KK ig T )5 &30E RSV st
TSI 2 /N R S dy IR 38 2 n] i@ 0| NF-
«B B BRI /> NLRP3 48 S /M (R 41 25 F G
1k, HET R Caspase-1 ¥&VE, 0 IL-18 KR4
DR ) SRR, S S R A T 2L 2 9 RE RN 453455
2R B ] 400 mg/kg K ig T-TONE A5
FHEENG /AN 7 d, ORI R AT IE IS H ] NLRP3
RAE/MAIIE R T I NLRP3 8 T AR CRE 2SR
(ASC) H1 Caspase-1 FIERH K, MMk Tl

KT (TNF-o. IL-1p F1 IL-4) ORI, &R
A A FELT IR AT 2545 - T ER B A 80
mg/kg K83 ig T T0E T ANl 28 5 B A0 A B
SR EEG R OCR 2 &, RIKHE =TI H s
BRis 4 (ROS), FEi4% TXNIP/NLRP3 i, i3]
NLRP3 #RAE/NMEH %S, I/l Caspase-1 WG AT
AR R, AT R At 2 2353455
4.5 0l Th2 AREEF

Th2 40 AT PR G i ik 58 P2
SRR s, AESCE SORE RSIITE G UK
MBI AR P R R QTR E B2, Wang S50
1 10. 20 mg/kg K ip THONE & A SR
BB /N 7 d, RIUKEE R AT Th2 44 i
F IL-4. IL-5. IL-13 {74, 5 I AT 2 AU e- 1
(HO-1) F&ik, THEREEEAN (MMP) -9 1)
IS5 9800 S A% R 5 T A A SR A S A0
Chu B4 40 mg/kg K EK ip T FUNIEE A7
SHIEENG /N 3 d, RIIKEE 2 @ ] Th2 48
PR B B g IR VR A S AE, AL
BRI, kAR b AT AR E IR . Song
EBUEH] 20 mg/kg KIEE ip T =Hi BRI
(BRI R 3 s RBIOK 2 @ ) 1.4 A5
(1] STAT6 B A KLF4 2234 a0 2 A Q30 L 4
MR AL, AT R Th2 4B R ¥ F1JORE N, 251
SIERAETER
4.6 #I% Th1/Th17 ER K

Th1/Th17 #a¥% [N A A5 40 A R R8 JEORT 98
PEAfELL, S 5RERIER MR 45, JF
S 9 5 BE FHZH A AR BB, Lin S BUEF 50
mg/kg KR IR BN 5L ST 5 1K<
NN 5 d, IR BT 2 A4 Th1/Th17 4
PERNE L RFELN IR AR K7 y- T3 & (IFN-
YO~ IL-17 [53 0k, J80%2 S8 R0 R M.« Hua SFB8Uf
F 15, 30, 60 mg/kg KiEZE ip T HONE & EHEL
Fy g i A S PEBERG N BR. 20 d, R B K 3 R AT A
Notch 2244 (Notch1-3) FIfic ik DLL4 1%L, 5
Th1/Th2/Th17 4P, FEAK IL-5. IL-17 fKF,
e IFN=y BI7KSF, AR SE ) JO5E . RAEAE
EBUFH 20 mg/kg KIEE ig TINTEE A5 T
SCREEERG /NGRS d, KRB R AT 4] Th2 A1 Th17
6 53 A FTAHE S 20 LR -0 0, AT 92D A3 28
IR, FRIK IL-4. IL-5. IL-17A B0, Z5f#
/N R FR I 5 48 AR EE
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47 TRERERERBELIGIEF 1 (TIMP-
1) Rk

TIMP-1 KIAR_ AR MMP A5 /040 il
AL R AR, DOAR ST A SRR B RN 45 R Bh AT
7, IR T8 9 S BRSSO 98 iEAH 26
W R R R A LR AR AR O, R AR A A
5. 10+ 15 pg/mL KB FE TR BEEERBE SN
fitiyfs b i 40 22 HPAEpiC 48 h, KIL AR i
TIMP-1 KiE, M NF-xB &AE@EE, b IL-
8. TNF-o. IL-1B S JOREDR FREIA, ek A2y |
S PR 2 A A4
4.8 BETRHEREY

MBS W “Mg - Mif” 2 51%
B S PATFI SOREAS 5 2%, A A ARIRIRES
1) B0 B 8% 5 M) G0 %8 2 B D e FH SRE AT 0= A, K
TAEAE RIE RN IR A UK. #E A R p R 4%
HEWTEAM, Xue ZHWMEH 25, 50 mg/kg K%
R ig T IURMHER A AE 220 S B S 1 PH 28
PETZRR /AN 8 J&, R B 2 ] ad ik o 5 il il
A - MR DT R DA T T S F8 2R e R I B/
272 %44 (HMGB1/RAGE) i@ G NE, ©3%
BAAR I IL-6. IL-8. TNF-a. HMGBI1. #id%fk
VIl (MPO) Fl A VERLAH A 3 1 B BRI /K 7, sk
RN P BH ZE P i i fili JE , AR 9% RE 4H IR 1)
v SE IR . It EEAR AL
49 HENBRERBATEF UXLIEER O1
(SIRT1/FOXO01) {55i&%

SIRT1/FOXO1 {55188 nl /5 % LWL
BRI FIE P, S SOE AR G IR RIRIE L Ak
FEOKP A G 2 M T RE, AT 7E “SCTE 98 0E Fe S 1Y)
WA B FL R AR A R 4 B R A, SRR AR )
i 50 mg/kg KiEER ig T TPU B ik BH % £ 57 1)
I 2= AR O it 2 SD R ER 7d, KILK B 2wl i
& SIRT1/FOXO1 15 ‘5 i@ #4H] IL-6. TNF-o 55
R FHRIE, FHRETHHBME T 400 17875
T YU g% P4, T DR i 2 RE 2473
5 BRERSESRNMY
5.1 BEESEREN S

RIBRG ST S S T PHEESTE B R, oo
SIBN 1%, R AR, AR R E
e ISR R BORTRFE1461, Chu 26 B48T A 40 mg/kg
KER ip THUERAFEFMER/NR 3 d, K
K R AT 4] NF-«B 8 #3548, N8 Ym2.AMCase-

MucSac FHMFRIE, BEARTRRI 73k, 8032 I8 =
SR . Hossain ZE47# FH 0.1. 0.2+ 0.5+ 1.0 pmol/L
KIERTINNE R R4 R NCI-H292 4HfE
24 h, RN B T I I 2R R AR K R 2 A
(EGFR)/MAPK/Spl {55 il % B #:41] EGFR B2
b, T IFEBEIT A 22 73 24 S0 B 1 A0 R AME S
W (MEK/ERK) F1 p38 MAPK jffl, %
WD Spl MEHERI A MUCSAC FN#E5%, FHRAIE
BRI AGE SR .

52 KEZSE

AEY HRAS W2 T T WL 4 A< BE
71, BEESIEYE, £ REE LR R IE R R
RIPERIRIN, FERZm H DB FARAEES] . Qiu SEHUH
F 13.20 pmol/L K22 T/ B A SE2E 3 h,
RIUKHFEZ @ HIH] LVDCC. SOCE Al Ca*
AL A DI 5 2 BB T I 4, R % SC
SEYT HRIEM . EEEFUEA 10 pg/mL KEET
VN R E A B ARSI 30 min, KIKHE R IE
IEPOI L 7Y AR I T S G A A S
68 T R, U B A L R P R AR T A S E A
(T PRV O D 5 2 R4 (1 45 - PR el
RN, SFIKRAE I, SR AE S R e -
Liu 2B A 50 mg/kg K38 2 A BRI T T A
LS B E E R NN 5 ds RBURSEZR ]
) TE S WL BE OB, R ERT AR R B2
(PGE2) 7=/, HumSEmshm EE B, wWiES
T8 = RS
6 BREEHRHRN
6.1 FHEZETF E2 #HXEF 2 (Nrf2) /HO-1 &
SIAE%

Nrf2/HO-1 15 5 38 B 3 vl 3 o py YR PE BT AR
B, FHAGIEA IR AR R SES 5, AT TE M
RAAREAPI PR . H LR R 5
YEFIBI, Xue 25521 ] 20, 40 mg/kg K& T HlA
JEIH 15 T R S 2 /N 3 d, RILKE R
AL IE I EOE Nrf2/HO-1 15 538 % F i HO-1 A1 Nrf2
BRI A RIS, el B d A
BRI B H RO S A R e, D R AL S
45 o
6.2 i SIRT1 BIFRIiE

SIRT1 FIEIK A8 A AT 1 5 B Sa A % 15 1
FAAEM AT ST, Rl 2T 2 A A SR
N7 ()55 R FEAR S SRR RE FE 3, gk /N S5 54
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F 20, 40. 80 mg/kg K3 ip T TUE M ANIT %
BERRBE M R KR 7 d, RILKFE R AT i
RNA-34a [idRIL, MIMAERRHX SIRTT J: R 5
[ REIE A, A SIRT1 Fik i, #mEdH ks
TR AL Bl % 1 A RS S 2%, PR K,
PermPrA B, 2 ek i 2 2R P s AR AT
6.3 BE{K ROS HI7KF

A% ROS 7KF- W]y 55 440 SO 5 1R 48 R 432
PR SERE R R, INTIEM 28 KA Ak Jad f
FEC 381 % i S e B I N AR fit 2L 2 ) 4 R 1550,
Nemmar 25050 F 4 mg/kg KEE R ip T-FLEHIES
RORLiE S Th Rt /N 7 hy RILKIEZH TR
/b ROS AE AR S AL, SR HE H IS5 IR
PEPUEAL AT, 3R rh PR 20 it A e 44 92
oI e 1] e S sl G s R RV S
RAEFRI AR E o Zeng Z557ME FH 30, 60 mg/kg
KEEK ip THRAFFMMEIGNR 3 d KK
TR AT EIT PRI ROS. FLEG L EEE (LDHD 724,
B InPTEABERRIA, B RITH S A i .
7T BRSEEE
7.1 HIFSEFE R AR S EIEE

AP VLGE M B T AT IS MU B, K
A IEM M BEA N, S 5RIEERERE, (Lt
M I F v, Shtshikm R R A K%
S8, Liu ZUEH] 20 mg/kg KX ip TTUNE
BEFESHEER N 1 h, AR AT 0]
WEARIENLEE 3 ¥/ 2 IS B (PI3K/AkY) 8 IS
A B AR T T e P LA L 0 e 5 3 5, e T sk e it 4L
R E TG R o- T EIE H (a-SMA)
TR REVIR. BRI ARG A, KiE
PO 4L VE T o Yi ZE60§ ] 10, 40, 160 pmol/L K
TR TGS PSR B A 24 h, KL
K ] [EIC Ki-67 Al PCNA (W5EkREY) F£ik,
BHIEZH BB, 2% R It 20 Ik e i 5| A (%) L/ EE A
7.2 INEEECE K ETF-p1 (TGF-B1) /Smad3 (55
BEE

TGF-B1/Smad3 15530 % 76 18 VR acAF Tk
FRELIE, PTORSh AT 4egn fiG b . 4 3 o i
FEUIAR. RIEGE MR B E 5, i 2 <ol &
R A, FERm Hk A E AR N, Lin 4507
ffH 50 mg/kg K3 SV BN T TR ST
SAGE R AN 5 d, R BK AT
TGF-B {5 588, W/t RE, =<

TEHEM, Pang FO2MFH 30, 60 mg/kg K #E ig T
T AR R ST R /N R 14d, RILKIEER
A @ I TGF-B1/Smad3 15 5 i B BRI K &
. oA EA T B JEE A AE L7
TGF-B1. TNF-o F1 IL-1B WIFRIL, TSR filifit
Yfith. R EOCUER 40, 80 mgkg KHEK ig
T-TROPTE 2 A5 F S UE NG /N 6 A, RIK
B E @ 0 #] TGF-B1/Smad 15 5 18 B [ MMP-
9 WM, WA IR ERGTRURIEIE IE AR, RS
TEE . Yang ZFUER 50 mg/kg K¥EH ip T-TA
B WS TREBRS S/ R 7 d, RIUKE
F @S SIRT1/Smad B H %454 SIRTI,
BRH % OB TS, FEIK Smad3 ZWifk, i
TGF-B1 NFRIEA R, 4t . Guan 5509
8 50 mg/kg KER ip THRE RE R4
e 7d, KIKERATHIH] TGE-B1 15 5188, i
] TNF-0. IL-6. TGF-B1. PR 78K 47 (HSP-
47) Fik WUSET 420 B o A0 A 20 B A R AR,
RIFHBTASEAAER
7.3 HIF) ERZ-E R LitiE

b B - 1) o e Al e R A ARCTE B R 4 R A
B RRA, JReRER . ERA AL, 25508
SR S AT A TR, AT FE AT EE Y (T
RN 2 v R 45 E LR 00, Zhou ZEMER] 10
pg/mL K35 2T PR g v B A 5 110 i
W R b - ARG 1 h, RILK
FER AT HE] Notchl 15 538 i BELEEHNH| Fp kL
A R AR BEE 1, ATTFEWT Notchl %]
HMINICD #%hr, T T ¥ 5K 7 HES1. HEY1
ERIE, B ERE - AR A AR
7.4 {RFEFBINAMET

S LA B R T 7K P B AR 4K T s e A< TE UL
I MR AN 5 RS A, R Y A RE JE R R ) 2R
P, 25508 d ISR S T B A8, i S0
F 10+ 40, 160 pmol/L K35 2= TStz k115 Al
SR EAETY 24 h, KRIKFE R ATEL A miR-
244-5p/DEGS1 il il 2 FEARAH M 1935 /7, #4] PI3K/
Akt JEEEEE, 15 SRR TSRS, it
P IR T, ek At ik v R R AR
8 REEAE LA T

I 2L 2R 200 B R T R A P R S A A D RE AR S
SO RAE I A FUE I RE, AT AE 2 PRI iE
PIRINRAE . iR, 5/ RIEREBE/ER), R
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FEAETOME Y 20, 40, 80 mg/kg KK ip T
G it 7% v T B L EERT 2R R, RILK
B AT SIRT1/AMPK 5 5@ H%, FIEHe Sg it
HWEF SR AR, R A KT, %2
TR 4T 2% A5 JELAA, 4] Caspase-3 FR¥%E, 321
BEAR A S A R A T
9 4E5iE

KERIBIHURTE . PUBE - BRI R B i 247
PR STE SRR IR PRI AOE S R SN ki A AL
IO IR SIS E I IR AL T %
AR, 2R BIA R RGN . SR H AT ETA A
KA TR T S A R 47, I AR AR B ASEHU
NP (IR o FEAE, AESEIG 45 RIFA B B 355 )
TIGRST 8. KEEERE G, KIEHR
(R HAR 25324 1018 B A e, Lt
BHITMAEREAL. KEREGR&EMER
P, SEOLE BB E. YRR, ST
O — o AR Z B P S50 5 1a) NI RIS
DAVEAl K3 R A0 H S B Th A Rt Rl br eI
LAV AT RGN K IR E Y, AR
B RE TR, AR IR K 25 1 2 4
PEo BFFBEE A IR RGNS 25815, WSRO
TR RN TR BT AR B Il [ 45 24 R 4
DA il 3B Joy 3k B, s D A AN R L. R
KR GIATIIEITIEE (Wbl R ER . o 3R
A B PR REME, WS A B A e >
B HEMEM.
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