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Progress of research on the pharmacological effects and mechanisms of

emodin
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Abstract As an active hydroxyanthraquinone ingredient, emodin is abundant in Chinese medicine herbs, such
as Rheum palmatum, Polygonum cuspidatum and Polygonum muliiflorum. Modern pharmacological studies have
shown that emodin has a variety of pharmacological activities including anti-tumor, anti-inflammatory and immu-
noregulatory, antibacterial and anti-viral effects, myocardial protection, neuroprotection, renal protection, bone
protection, antifibrosis and so on, which indicate its high medicinal value and broad application prospects. This
article aims to summarize the progress in the pharmacological activity and mechanism of action of emodin pub-
lished in domestic and international journals over the last 5 years and highlight the potential targets and molecu-
lar signaling pathways linked with emodin, so as to provide some clues and references for further development
and clinical application of emodin.
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RER, NFRER, A2 0 1, 3, 8- =74
-6- 1S B (fe 2= 25 M i 1 s ) B TR AR
it b & W, 75 K ¥ (Rheum palmatum L. ) | FEHL
(Polygonum cuspidatum Sieb. et Zucc. ) i) 1 &
(Polygonum multiflorum Thunb. ) %5 4 25 bF v 5 &
FE DAk RS SR R B PR |
ORI TR R B 55 22 Fh 24 BTG
W R A BRI AR/ N AR L0 )
3TN 11 W; A NN I 1 37 AT I 1727 | R e o
P BT PER E PR B BTG A E 55 22 il
PRI, AR AL TS H H 2 R . A SCEES
T 5 AR R AT E A AN T SR B AR A 24 P
VEFIAIL B BIFSE 1, i A 21 R B R A BT IR
PUAR ALY T LR AP IR LA DUET 4R S5 T T
25 PR By 7 HIL , LA O i R B 3R A8
LRI Al PR AR i — 2 2B AR IR

OH O OH

O
1 REFH(, 3, 8- = dk-6-H L) 19 fb =454

H;C OH

1 B 1ER

e, bR s B b a0 i A P Y
S RIEIN, A BRI, R R IR IR
A LA TE o 5 0 e R A AR 2% A B B, A 4 A i
SR T b B - B A AR B A I AR A
AR R AEURE A
L1 Al an 3G 55 35 58 ©

200 0 48 7 0 A T ) 2 R R TR AE Y R
RRAE o FTAT TR o ek A8 AT 2 I B A 4 3
T 200 80 5 | R 18 0 L B i o e ) 4
il L BFTE RN, KB E 10 ~ 80 pmol/L 7] B
0 ARG, 68 A0 YT 7,75 S 5 P T AN L A
09 BH Hir A0 4 AELH 72015 KB 25 ~ 100 pumol/L AT 411
il MCF-7 ALt 4 e ) 15 715 Q8 3R 30 pmol/L
CIRD S BuRRER Vi 0N B il K RN o el A
HEFET, AN, R T LA 2 5 b R AR -3
(cysteine aspartic acid specific protease-3, caspase-3)

Fl caspase-9 14 & IA 175 5 Jih 76 240 L 000 1, A 45 X6 Jige

RIS AR ITE o I F kB (nuclear factor-kB,
NF-«kB) FUFE 5 5% G K i sk i1 A F (signal trans-
duction and activator of transcription, STAT) &2 i &
J IR AR G RAE R AT 5. KETER 15 pmol/L
AP 48 b n] LLE L 955 S5 M 4T COLO 201 FYy
IkB 3 i} B (inhibitor kappa B kinase B, IKKB)/NF-
kB A STAT 4553 75 5 1 #6415 B 41 itk 12988 2
(B cell lymphoma 2, Bel-2) S Ji% & [ 4 e 34 FlAE o7
DT 30815 fie 96 200 A ) 185 9 Al B T AR N S
B 2R WY, 78 LLC i s 240 0 1) £ 96 /)8 BeUASE 2R v, R
PR N C57 /N B2 W BL /NGy T B NR B A-1la
(secretory small molecular phospholipase-Ila, sPLA ,-
1a) 7KF, DA TATA0 ) NF-wB 36 ¥, 5 2ClE /N 4n fifd fili
FRAn AT

BEAh, WF 58 W R B3R 15 ~ 60 pumol/L 4k P
48 h J5 , ] 38 o 1 W RS UL EE 3- 3 B (phos-
phoinositide 3-kinase, PI3K )/ [ # /i B (protein
kinase B, Akt) {1l il 40 g 3458 , 75 5 S HH A G/M 4 it
JE IS i, A HE HepG2 21 JfL g/ -1, 4 K8 R
/NBERRIGE A A, T S 0 R S O 3 (salt-
inducible kinases 3, SIK3) /M FL3h ¥ & HE LR
1 (mammalian target of rapamycin, mTOR )i % , #1J
11 7L B 98 A v A SN T A A A A A, D
SIK3 AR Ak I A9 FLARJEE 41 G /S R UIRHL
AT, KEEE 1,25 ~ 5 pmol/LALFE 6 ~ 24 h
I ] P AN T 1 3 (extracellular signal-
regulated kinase, ERK), c-Jun % 3& i 4 i (c-Jun N-
terminal kinase, JNK) 1 p38 24 B3 JE T 1 R 1 I
(p38 mitogen-activated protein kinase, p38 MAPK) %5
MAPKs , S 575 P 5 4 i 1) oA A T,
1.2 #phl iz 4545

I Jz - 18] 5t % 4k (epithelial-mesenchymal transi-
tion, EMT) J2& I B¢ 20 g AR A5 8] B AR p e e L 2 i
KM RGP R Z — . A, EMT 5% 5E
T 40 MR 4 i (cancer stem-like cells, CSC) H W i
PRI S S Al e 20 i e 7% 1 R, W
FEFRW, KK 40 wmol/L AL FH 48 h J vl i & 144 Jil
N JiFE i 955 SW 1990 41l microRNA-1271 1 32 35 7K
L BT EMT 7 FARGIER LR IE Z i
25 T R BTER , e B0 H T i v/ i e A
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O] S5 2% g v ) EMTT T CSCIR ke BHL 1 FL
Ji g A It R e B 52 ™, REEER 5 ~ 20 wmol/L
nJ BH 5 0 5 235 17 958 40 0 Wnt/ B -catenin 18§ , 28
E-cadherin fY) mRNA 7K FIE A N-cadherin A9 15
PO EMT, [8] i 40 i {2 22 MOE AR S A 1, Ak o
4> JE@ 4 A -7 (matrix metalloproteinase-7, MMP-7) .
MMP-9 , M i 0 1 45 7 s 240 L A AR 28 R A RS0 ot
A, KB R AT 55 M2 WA A 1] M1 W3 240
HYFE AL, T ] 5 M2 E A0 i A 55 5= 0 S 1Y
P A M R T AT R 22

TR HRIE A R A A 5 8 (long-chain
acyl-CoA synthetase, ACSL) ek mm A hsFE
ik, ACSLA T~ ) ] [ IR 20 A 4 A AN 42 28 , Tl ACSLA
514 N K Az 4K - (vascular endothelial growth
factor, VEGF) & H.5Z {k VEGFR1,VEGFR2 /K V- 2
TEARSG I 5 45 i g A6 1 A0 A7 I TR B A G
53 1 XF B ALL AN Gl i # K Bl (microscale thermo-
phoresis, MST) 43 #1E 35, K35 % 0] 5445 ACSL4
BEEETE 2S5, L 25 800 20 pmol/L.
M 7E 3 3R 35 ACSL4 19 45 iz 9 40 Jfd v, KB &
20 wmol/L Ab P 48 h J&7 , Xt A 45 7 J 40 g HCT116
B FE AN A= 22 0 40 VR FH B s L W . e
bb, KB ZK 25, 50 me/kg HE 5 2525 8 JA , T LAHI Al
VEGF 43 . ACSLA F1 VEGFR 235 , DI 41 il {42
NI I A A o R IR S R B 2 L B )
ACSL4 3k /> VEGF 73k LA & VEGFR1 I VEG-
FR2 (135 , DT A00 1) 235 17y Js 400 0 1) 346 9 A2 22
REAR /N B BE T3 g AR
1.3 ] A5 o /B 2 A%,

48 AR B2 iR i A 1 O SR AR R BT 25 R Bk
TN R I SRR B o A5 R0 i EE 52 K 1) S BRERR AR
Wi9E 30, 22 A E-tRNA éﬁiﬁ@(seryl-tRNA synthe-
tase, SerRS) J&—Ff VEGFA 5@ & 5% sl K 1, K
BRRSE S ~ 20 pumol/L HT B K2 384 i = B LR
A0 B A SerRS 1K, I/ VEGFA % 5% 525, 100
me/kg 6 TE ST, AT S AN B A8 A . [F)
I, 7370 e 45 BRI K 8 R 5 A% 2 R Bl Bl 4 )
[AF 2 (nuclear receptor corepressor 2, NCOR2) it 41
A EAE B SANT2 254, i SerRS R B T &
Yo ed 3TV )E sh A 5 1S 9k SerRS e 5%, 12 = Y]
PEFLUIRIE Th DTN AE A U RE™ . IeAh , R R
A3 3 T 9 SR A A 32 AR G PR T 6 (tumor

necrosis factor receptor associated factor 6, TRAF6)
A0S B RH A 1 8% A (] 28 e FRCRR s vh R # 4e
A A I R

2 mRMEEETIEAR

RAE & RIERGIRT EY IR e Z A FH IR
M) P A 400 B I ek BE AN 32 42 1l i R AE -5 22 b Al
AR YRS A S, Z IR N SMIE T K B, R BT
AT TR 4% o 5 AE S 7 T HAT VAR A0 2
PRPEF o e A £ 2 Kb 2 i 1 = B i
JE JAE R NE , KB 2K 5 ~ 20 mef/kg 7 Js v 5 44 245 1]
8 T 9 R 45 45 D UL A i B BE DR AR BT R
VEHIPY, [RI, 8 3R Al o a4 INK/ph 284 K
T 175 5 19 3L A B (nerve growth factor-induced gene
B, Nur77)/c-Jun™ 1 #] mTOR/H 4 175 5 H F-1la
(hypoxia inducible factor-1, HIF-1a)/VEGF {55
LS /N B WA A RAW 264, 7 1 4 I -4
TSN A I, A 2 P i 45 45 TP R TR AR
UV R S 2 TR T A IR R A BT i 5 | e i 4
ZUH B IHA K il 2 IRFE A R AE S . K
B AR JE I ] NOD FESZ AR IR 1 45 M deloh G 2
3 (NOD-like receptor thermal protein domain associ-
ated protein 3, NLRP3)/caspase-1/GasderminD # [
(GSDMD) 41 5 19 Jili 78 . W& 2 g (alveolar macro-
phages, AMs) £ 7= 11 i P2X7/NLRP3 {5 5 i %
FARR I % P 1 40 A -1 8 (interleukin-18, TL-18)
FIIL-18 v B2, BEARRAE A D 1, A ) T 2 P e i
RIS o WA, KRB 2R AT 35 W AR 2 O L
R /N BB AY 113 RS IR BE BT o« (tumor necrosis
factor-or, TNF-ou) Fl TL-6 520> JUAILES 25 1 1 i 400 ik
SRR, T O U AL B AR i K |, B8
FEPE O LA /N B JIE 8 BOR BRI 350 EH0%
HEJE T, 2% Fh e 58 SE DA A #E ST 2 NF-kB IS,
R #E 2 A T A NF-«B A5 58 5, 8 A R
IRV, BB E 5 L Y I 18 1597 S5 40 1057

B KR AT S B RO, R AR R G R
i S I BEA R Z ISR W], KRB R Al T
W2 555 Tl i, RAERPEV AR . R Rl
2L I PUER A 55 1 1 (sirtuins 1, SIRT1)/4d 404k
W) A 1 5 A2 AR ~ H G TR F o (peroxisome prolif-
erators-activated receptor y coactivator lalpha, PGC-

lo)/NLRP3 {5 53 % i+ 73 16 H -+ 88 (myeloid
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differentiation primary response gene 88, MyD88)/
PI3K/At/NF-kB {5538 %, 006 /N B o 2 M 3% 4k
DA D 1 B 2 1 i 5 4 4 AR i e T
% AT BE B3m U5 5 (14 T AL I 48, KB 2K )
T8 32 46 Toll #£ 324K 3 (Toll-like receptor 3, TLR3)
T AT A D REY R B A nT e e e v A Y
P T 40 i S5 3 R0 SR R R SR PR 1 3 R 33K, B
FASRBL R 0K, I8 71 i T8 S %, 45 1l i 18 2R
HER AN R R A T Bel-2 G X
(Bcl-2-associated X protein, Bax)/Bcl-2/caspase-3 i&
P A0 A T, T T 40 A L R i R
I ™ R PR R G B

3 mEMRESER

I 5E 2, R B SR i Al ERKC1/2 YR
A F- LS & RS AR A 2 TE AR R
W3 8.75,17.5, 35 mg/kg i B 43 25 MR K R
A R O, 5 | S 14 g TECF58 3 53 ok 1 BT 4 oA
F1% = JEE I A 3 T A 2 R s /N BB i 26 R
FRIEIIRE , NI MR TE", KETER 75 melkg HE 1H
25 2}y n] I 2 s TR R R R R /N R S A
W) I 1 344 58 W) B4 2 AR oy (peroxisome prolifera-
tors-activated receptors a/y, PPARa/vy) Fl i 11 iR i
1t 25 1 3% M (adenosine monophosphate-activated
protein kinase, AMPK) & 42 , 1 1M1 38 Jin1 41 Jfd P — 8%
P2 B 11 (adenosine-triphosphate, ATP) 7K, & 53T
R G 2 TR A, RBTR BB 4 i
P2 2 9 TLR3 TR - TR -B 195R
I8 A ST A IR R S AT A R
JE O TEYE I B, LC-MS 73 #4858 AR W is Ve AL &
Yy, 45 R R R R A BT AT R AR R
8 2R ) ) P R B ), f s T HAE IR YT 2 25T 2
PR 5 T B8 1 AR, KBEER 0. 04 ~ 40 pmol/L
&Y Vero E6 41l 96 h, W JEE AR b, 5k 35 9 /g
SRR, I AT LR T 2 T R, TR T 2§
R R R AT TR R
4 OAVRPIER

O MVE PR TE R BRA i R Rt . £
TR, KB R HAT O LA SE T Bl
JUUHE IS5 3 1, S i PRI 9 o L4 5 2t 592 56
AR

4.1 Fples g i st

ERK G #2150 150 LA T, S0 Jm &
B U A A T 0 VBB 5 0 T 36 0 K B
O LA R A 36 0 R K 3 65 00 47 1) 2 18 22 B
K HF 20, 40, 60 mg/kg ¥%E L H 14 d g B & F
RS Bk 235 L 4 JR1 A5 = 100 0 ) 3 il A58 A8 K BRI
AP T2 B R BUL IEDIRE™ ., Ak, KR
15 pmol/L3f &2 b I#1TER A 15 2 B 3 4757 A% miR-138
DA K B 7% SIRT1/Akt A1 Wnt/B -catenin 34 #2520
O JULER B 0 T, DA T D A R SR 5 K B H9e2 /00 L
gl IR L VTS

AT A A T ) AR — i AR L A JUL R
PRETA A, BFSEIESE KRB R 2.5, 5, 10 pmol/L
T8 3 0] Toll #3244 4 (Toll-like receptor 4, TLR4)/
#8 F£ 43 4L K T 88 (myeloid differentiation primary
response gene 88, MyD88)/NF-kB/NLRP3 & it /MA
AR OUAN AR T, A, 3 SO LR I
PR 1 45 /) BURE AL 19 mRNA Hl miRNA BE 47 0
e, 9118 22 29 B 32 SCHOR R 3R 8 2% mT LT
P4 5 RUNT AH 5C %% 5% B ¥ 1 (RUNX family
transcription factor 1, RUNX1)/miR-142-3p/Z [}
RN D2(d0pamine receptor D2, DRD2) i 4% 4 $1 ]
NF-wB 3558 75 | 4 O JIUB L5 1 45 A
4.2 Al LR R

O WUIE KR AFAE J2 A0 28 NE R, 55 1l 53 4 R
BT, 2351 s I T S AL PRI AL A BR
PRI AMITFE R T, DR B 3R T 5 o i S e ) iR
SEB W CG SZ A y l Bh IS AL IR T 1-a, 16 AL TTER T
945 1 3(sirtuins 3, SIRT3 )55 53 1 22 fift 5+ TN 1
R R R 3 sl ko 2 75 S 1 /N RO ILIE SR
Y AN KB ZE 10 wmol/L 1] ] 28 1L 18 1125 1 Y
2 H 2 AL B (histone deacetylase, HDAC) Jif
P % b R R 90 P 75 3 T A O B UL
H Y HDAC {4, FF4l i STAT3, p38, # 1 3l D
(protein kinase D, PKD)& L 4:A5 5l i, Ttk
PR~ CXC A7 AL P T RCAR 1255 24 7 0 A
Rk KR 30 mg/kg B LEE H 24525 14 d /] ]
HDAC 5&PH 5 Z2 it 1l A K ik R 1L 5 19/ BRUAE
JEERYC LI

5 WMERPIER
MR GEPRIA SR HILR A 2%, B 52 R W] R B
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A i R AP IS T, AT DA S 0 A 25 2 A
TFR AP I ik e B 0 22 T ol 22 3R A 1 5 ol e
IS 2E R GEPIR E B TERIRITE
5.1  pH)Av 2 0 st

] A A O O S SR AR Ty RE B i A sk 22 1Y
ROS T 2 S B0 4 Mo 08 T, 2 22 i b 28 0 4 L 3
TR EZALG . KRB 20 wmol/L b B b £ 1)
20 LR 240 B I, PT LA 4 v AL ATP K- 3
AMPK {5538 % e N Joie I 102 384, 341G ERK1/2 5 1R
b, 9870 ROS FI R3PS R4 D) R A Dl A iR 1,
TRIT I Zn™ i T A 4 R 45l 2 RGBS
REFRAE R WGAE e By P2 08450, W] LA i ERK 1/
2157 5l 5T Bel-2 MR @R e im k-1 iR 35,
Ul /b ROS A= i, AT 400 4 ot 22 S 4 B 9 7289 K
 F A YU R % BRK (Alzheimer’ s disease,
AD)YEH , 7T 3015 2 3 B8 C (protein kinase C,
PKC) @ AR A AL L3, I > ROS B 39 3 Bel-
2T IS R T E2 A OCH F 2 848, &
FE 0 A AL D RE w0 B2 T A0 O T, B
ADPO AN R R A W] I A /D S5 4 AT
b, BEAR IL-6 . TNF-a 55 48 4 K - 1 ZKFP7, X AD
RAFAEIRI T
5.2 PRAP o fiE B

I S5 2 — el 240 6L R 4 B 5 B, A K i 4
MIAh IR AR A rhlE 2 2 G E LA ME DY, I
i 3 3 A 0 5 | g 7 e SR e A i A
T AL R, B R LR B R 5 NS 21T Rbl
0K ol D X 38 A L o 5 3 25 P AR B T AR EL A
PAEIE ., A, KB ER 40 me/kg L4525 3 d,
AT LA b 98 DR RG H 3l k A ZE AR R OR B A Bz J= A 2R
14 P 5 3 A B T B -5 1Y OKF, R IR MMP-
2/MMP-9 7K -, DT AR 47 1 Fil 5 s, ekt 2> 4 5 Xof fii
LR B

6 'BSRERIFIEMR

K #5 2 ] l E JE Y cire_0000064/miR-30c-5p/
KA Z Ty fig Ak B 7 (large multifunctional peptidase
7, Lnp7 ) il 4 /2 751 2 W75 S 19 /N BV /DN ek R g
200 i v ) A O TR S RE R A L AP BT 2R A F
B ARG VR Y, 3T I 45 24 B2 4 X
AR TR A B, KBRS A0 3R -17 . MAPK
A T T8 P YOG BB TR RO B R T

WO AEME Y, KRBEE 1, 3, 10 mg/kg I8 11 11 55 44
21 J3E) T S A A G R R AR A R 1 e T
TGP, 5% fff I PO 3 5 RS 1 B B Y, KRR
20, 40 wmol/L AJ 3 s i NLRP3 4 AE /MA Y16 1k
ARG B /NG I R AL ek RE BN, A T % fi
FEZ 1 iob=N = Eint s

7 BRIPIER

B BB P E A — R, LR IR R
FEZ A0, BB AT B RS, R R, KRR
30 mgrkg FE B 45245 10 Ji) , vT 3 3 30 | TRAF6 | Ji
i 5 DR AR 15 ) R R R AT o A PRI G,
SRAEVE W17 T B K B BTB A IE . KBRS,
25 wmol/L Fi AL AR -H 41 g 2 h n] 9 K BUHCE 4
Jit H MMP-3 . MMP-13 | Ifil /NI 52 B 2 i 3 A 36
& JE K 4/5 323k, T AR YT 35 1 R, KBt
% 10, 20, 30 pg/mL 4038 K BRUFCE 20 M 2 h o] FEAIR
1L-1B 75 5 114 40 M 35 Pk, 30 ) NO R 1 i 2 E2.
MMP-3 1 MMP-13 () % ik Fl ERK F Wnt/B-catenin
T [, B 2 R B 2 B P S B

8 MAHNIEA

JHF 2T 2 A 1) S 76 5 1 2 0 A/ 35 o 15 A5
i S 7, 8 P IO p53 I i pS3/ERK/p38 4l
V5 ALIR A B R T, I8 2 9% 5 MMP-1 . MMP-9
i S0 S D IE TR DA U AT AT Ak AR

DA difb 2 S BO EE WSS 20 ED)
Al R i R0 T S 0 1 LAE IR, e A A K PR -
B1 A Tk LA Ak 4 B T A, A 5T R BR B FE T LA
A AR AR OGS 5l B R VR L AE O ~
20 pmol/L 3 il A LA e B ARy A il LT 2
B, RKBER 40 me/ke HE H 4525 4 JE v REaE o I
PHEE RS A IR 1 34O WU 2T 4 40 M i 75 4k , ik
D WLEF AL

R 2 0] 3 A T e-MY C B i PRl /miR - 182-
5p/ZEB 5 [1 2 (zinc finger E-box binding homeobox
2, ZEB2) il A i 42 Jili £F 4 Ak A b iz a] i 5 AR
T i 2 — ol P A — AR Ry 2 B A ) A i
TRBI , FLARR IR 2 il 5 2 A F2F 4E Ak, DF IR R B
B A 2R 2 (3. 5 ml/kg) AT L) I S el A A il v
) Jils £ 2 AL R 2 b, TR R 10 pg/mL b
PH I 5 U6 RLE-1TN 41 A A1 A6 20 i P 4 s 20
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i i 2 1 B P, DT AR i 4T A AL
9 HfbiEH

K82 ] R 5 R SZ AR 1 (insulin re-
ceptor substrate, IRS1)/PI3K/Akt/X 3k HE & H O1
(recombinant forkhead box protein O1, FoxO1) i&
P9, I I8 75 miR-20b/SMAD 5K ¥ B 51 7 (SMAD
family member 7, SMAD7) %h"", $1& /=5 JH-75 25 45 #1)
& VPN 3 % W SR SRR 77 , 2 o i 2 3R U
FRAT T, DA T A0S il o ) R 5 SR AP . e, R
B 0.02,0.04, 0. 08 pg/mL 4 H LO2 AT AF4H
H 24 b AT 3 5k R B FXR/BE i i 2R (bile salt ex-
port pump, BSEP) &4 , 34 il BSEP Fl FXR /) mRNA

A 20k DL IF N RETHIA R, (2 gt AL R B

10 RES5RE

H Al K8 R C#OIE B 2 A BUie bR At
AL PUE PR TE O NURS IR 55 2 Rl
Y PRTE A, BT RE B R R . R BER T
Jei E R [ N A2 3 I A 2 — IR A
FERW R ER XS S5 i AR/ NN B i R
i i 5 22 R RS RE B A B IR YT AR T R
P 17 PI3K/Akt, IKKB/NF- kB, MAPKs., Wnt/B
-catenin 2 {E 51 % , F S 5210 Bel-2 .caspase-3 N-
cadherin .E-cadherin \MMP-7 S5 M1 G A K15 , K 15
e JEAR A T, R b R -TR) B AR A T R A
A5 A B TE M (IR 2 TR ) o IeAh , i 253 it
Z5AR TR B R AEYUR RPEV T PR BUR T |
O WUERAPT P2 ORS00 M CIn & 3 iz ), e

AHE S SR IR RLEAT R VR FHT, AMPK NF-«kB .ERK1/2 %@ 2 0l i % .
°:°M%W)§E‘t’tlﬂ? OH O OH
s
0 ° I — RER
9% o FEAL T4 : T
oo /
] I ‘ i ALY
=/
e ]
BWRNGTF  LBENE  mmam AT O
A S WeHsmL  BHIRAEA2-La B 3P l — i
(2 F3-AG ! ! - =
IKBIAEp S S g S
l\ l i BRI RNABWEE | T
L - e
TSR EOmMB  BRTS  cJnRAsin s SR
l E-SRHE |, l
s | My | - s LR |

2 RERBUMRE RIS A

SRR 25 AIF T el R v AT 7 7E — SU 5 2L
— R MR )8, B, R R PR s
PERYSERE AT T 5 4F B4R T T 40M K, 7 3h )
R I R  Bie Z AR SE B M . [RIA 7
A A, K8 R B A SR AL B i) %k
FO S5 R AR P T RO i, H BT R
R E AR R 25 ACSLA, 38 33 43 F X DL K MST ]

bk A

i TR R 5 ACSLA 45 & PERE , TR H ACSL4 i
FALWIEAT T IRAE , 5B AR R R Al AT AR . 1
Hfh A S 5 R ERNEAHEN R s= 7
FE R F AR TFBERE , A DUIESE K 3 % B EH
T SRR G PE . KR 5 sPLA2-
LA {50 F X 45 R W], R ER 5 sPLA2-TIA 1Y
BRI GLY29 .GLY31 Ml ASP48 JE i A 5, 45 A B hy
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MHAMPKAS 5 @8
FHIERK1 / 215 5308 HERIPMER
BWIEPKCig
X
##icirc_0000064 / miR-30c-5p / Lmp74h SIERPER E
=
WHERK. Wnt/ B-cateninfs 538 # BiFPMER ‘Em
%
WHips3 / ERK / p38fli b}
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