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Abstract: The research progress of Chinese medicine monomer on the regulation of ovarian cancer signaling pathway in
recent years is reviewed here. Traditional Chinese medicine monomer can regulate multiple signaling pathways of ovarian
cancer. According to their mechanism of action, there are mainly seven types of regulation: the regulation of PI3K/AKT sig-
naling pathway (such as by icariin, cepharanthine, naringetol, etc.), the regulation of JAK/STAT signaling pathway (such as
by resveratrol, quercetin, curcumol, etc.), the regulation of MAPK signaling pathway (such as by diosgenin, gentiopicrin, di-
hydromyricetin, etc.), the regulation of Wnt/B—catenin signaling pathway (such as by hydroxysafflor yellow A, paeonol, api-
genin, etc.), the regulation of Notch signaling pathway (such as by dihydroartemisinin, kaempferol, curcumin, etc.), the regu-
lation of NF-kB signaling pathways (such as by ginsenoside Rgl, dihydrotanshinone I , ampelopsin, etc.), and the regula-
tion of TLR4/MyD88 signaling pathways (such as by sulforaphane, atractylenolide I , curcumin, etc.). These regulations
can inhibit the proliferation of ovarian cancer cells, induce cell apoptosis, block cell cycle, inhibit cell migration and inva-
sion ability, so that can play a corresponding anti—tumor role.
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1L—1 SZRHH IR SE T 25 M Sk AR 45 A, iR H A
B, A FECR N T 1A ORI, 15 &
RRE SN, 25 Y BG AE P TS A o
(TP R

VT4, TLR4/MyDS8S8 i i 52 3| |32 Kk .
¥ 17K, TLR4/MyD88 15 538 % 7F U1 52 9 48 At v 119
FEIR T A TE B SR AN e A s bk, TR A S
0 ML T B AT 24517 R A 3R T R A
TLR & [ 33 13 MyD88 kK ik 12 #4715 514 5, A
1M 1% NF-«B Al MAPK {5 %5 38 % 5 1fif TLR 85 1, %
FJ& TLR4 MyD88 , #J7F Bl g 4l 21 b i 35 = 8
H TLR4/MyD88 {5571 [t 5 Ul S 9 1 S5 AZ B 245 A7
B HILFRS, AL, MR TLRA 7] 1 5 2842 B0t
My D88 B 5595 41 i 1) A A5 1 FH
7.2 TLR4/MyD88{ESEMEHEXMIPEEPILGE
T SR FRENTFAERHEY S N 0B T
T =7 H B A A 50 43, LA AR SR B P LAk B4
L5 A i M X B B R R T W
IS R I, SR T 2 A o BH BT TLR4/MyD88
15 53l ¢ [ A 90 S 988 OVCAR-3 40 g b 116, 1L~
17A I TGF-B1 & [ 1 2= 35 K -, [6] B 18 0T 410 i
MyD88* OVCAR-3 4 Jifd #1 1L-6 . 1L-17A . TGF-B1 4f
i PR B4 0 i, DT B AR CD4* . CD25" , Foxp3 38 77
P T 40 g (regulatory cells, Tregs) 7K -, fiff B 51 J8 £
H RPN PRSI B2 GE . SR R,
T 2 AE I LA An MyD88* A B 5 95 41 g XF 2242
P (1 R O HLA R A TR L AL AT RE S
il TLR4/MyD88 15 =il 1 A 5 .

T R IR PR T AT BE 2 42 i
F M TLR4/MD2 & & ¥ 19 J& B, WA 4 i
TLR4/MyD88 {E5HE%, 5l Caspase—3,Caspase=9.
NF-kB &5 i T2 AH ¢35 [ By e 28 | e & 3 8 VEGF
Surivin % FRIK T A, AR IR T 38 0 3% a8 45
12 BE5 S 1 MyD88* B 5595 241 it 4 1~ , 336 7% Ak 7 i
245, JF VK 5 A i B AT ORE o T T Y R
B, MyD88* A b1 5L 95 40 Jifg 1 B v] 433 TL—6, 1] 22 8
AT LA sy B PTSR A2 B A LPS 5 A
P HL 98 4 M 4 W TL-6. VEGF, It /F A J2& 18 1
TLR4/MyD88 {553 fif S LAY

Fo1 PSRt Ip £ AT 5 aE 46 B AR AR

Tab. 1 Regulation of Chinese medicine monomers on the signaling pathways of ovarian cancer

HZ Bk I3 FHE YEH 2% 3k
Y |

BFER PTEN ,PI3K ,AKT ,p—AKT a1 [7]
ISELiAF7 21 it J1 34

TomE p—AKT .p-mTOR .LC3- I 4l A g T [8]

-17 -



IR 242 2022 4F 2 J 58 12 85 1 4]
Anti—tumor Pharmacy, February 2022, Vol. 12, No.1

SIEZTLEREN I3 TR 1EH E = DTN
1-2 N-cadherin ,\MMP-9 MMP-2 Bax .C 3 AL |
e B T S
Y22 TR |
Yl B AR 5% |
R p—PI3K ,p—AKT - [10]
G GE |
EL DD PI3K .p—PI3K ,AKT .p—AKT Mg T T [11]
YR ZR TR |
gl ugep e
PI3K .p—PI3K \AKT .p—AKT Y PAT 1 [12]
AR REL i 248 1 44
JAK2 .STAT3 s [26]
AT T
. GSDMS-N ,Caspase—1 .NLRP3 ,ASC.IL-1B .IL-18 \PI3K .p-PI3K, ZHIEIIFEM{ZFE | [13]
AKT .p-AKT ApagAT 1
2 g3
WEE e akmpnzs, U
A Cyclin D1 ,Bax .cleaved Caspase—3 .PI3K .AKT ,p—PI3K .p—AKT nggi% J“Iﬂ . [15]
K VEGF .PI3K ,AKT . Caspase—3 iﬁg; J;] . [16]
. A5 |
FUR B PI3K .p-AKT .FOX03a XIAP AKT i [17]
B2k PTEN ,PI3K .p-AKT e | [18]
Cyclin D1,CDK1,p-PI3K .p-AKT AT | [19]
R T YOI L4 24 301
Caspase—3,Caspase—9 NF-kB ,VEGF ,Survivin AT 1 [73]
fog7 259 1 iU 1
Bel-2 .Bax.cleaved Caspase—3.B—catenin,E-cadherin .N-cadherin AL
Vimentin\IL—6\p—JAK2p\p—STAT3 S 21
AR i YR 2T |
. A 5E | (49]
SIRT1 .B-catenin,C—myc T 1 9
g ok
Witz % JAK2 STAT3 .p—JAK2 .p—STAT3.Bcl-2 . Bax ,Caspase—3 - 1 [25]
B-HE s p-JAK2 JAK2 .p-STAT1 STAT1 Bcl-2 AT 1 [27]
5 A5 |
T IE A Bax ,Caspase-3.Bcl-2 STAT3 T 1 [28]
Ki67.Bcl-2 .Bax.cleaved Caspase-3 .VEGF .MMP-9 MMP-2 . Al
R R AT 1 [33]
p—p38.p-ERK1/2 . ERK1/2 .p-JNK1/2 . JNK1/2 RN |
g Uk
Jo B p—p38 MAPK ,Bax .Bcl-2 AT T [34]
TR |
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BRILLTAE T FE A B-catenin M MMP-7.S T 1 [43]
MG AT RS |
¥ Bel-2 .Bax .B—catenin .C—myc 44
JHE Pcat y LA 4 L 4
AR B—catenin ,E—catenin YRR | [45]
A5 |
AT 1
Eil) V% —catenin.C—myc.Cyclin D1 .GSK-3 46
oz pre ve by b WL 4o
AI7 25 M AU 1
WEFILKE-3-% B—catenin..Cyclin D1 G5 | (47]
TR e BEL 8 24 A 30
BT B—catenin ,C-myc,Cyclin D1 ST | [48]
Hi B GSK3PB .p-GSK3B .B-catenin , E-cadherin ,N-cadherin , Vimenti A [50]
n) N O L fp—catenin | fL—ca erin ., IN—ca erin ., vimentin
P AR ZEFERS |
AT 2 Notchl R IEsE | [55]
» A5 |
1 2y NICD .Notchl ST 1 [56]
A5 |
Notch1 . hesl 57
e hes LS5 25 et 1 57
AnH s |
ES NF-kB.p-NF-kB .IkB .p-IkB RHL ¥ 210 i J) 4 [64]
137 25 W g 1
IL.-6 VEGF YA | [74]
R o7 254 i U 1
NS A Rgl E-cadherin , Vimentin ,NF-kB MR | [61]
A5 |
ZAFSE T NF-kB.p65 . Bcl-2 YT 1 [62]
AEER |
AN |
Y NF-kB .p65 .E—cadherin .N—cadherin . Snail 63
At <B.p MRS | =
AN |
o A E T 1
ST 1.-6.IL-17A .TGF-B1 71-72
AT B G | [ ]
1I7 25 W g 1

8 LHIEMREE

Hh 2 B AT O 45 O B 2 kMR T E %, T
PI3K/AKT ., Wnt/B—catenin , NF-kB Notch 4§ , X B 5
TR S T R 2R 1T
Wi AT BUBVESE A Y AT M R AR . &

R A5 B A 4 i A sh By Se B J= i, Rt w2 B
PRAE BR S8 i PRIG YT HR AT 32 B I A AR 9 %

¥ A R A A A

SR P 24 BRI R L R A BIL AR 2 2 W, {0

FOE o AR SO SCERZEA T (BB 73BT, A 2y
PR BT BE NG T I S 1 G SEZ5 ), AN R B o
24 BRI G IO ] AT 39 P ) AN AR RN L A B IR
ARK M RIS IR A I 2259
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