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Research progress on baicalin against breast cancer
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Abstract: Breast cancer is one of the common malignant tumors in women and the second leading cause of cancer death in women.
The incidence is gradually increasing and is showing a trend of younger age. Traditional radiotherapy and chemotherapy for breast
cancer have serious adverse reactions, which limit long-term use. Baicalin is a natural flavonoid component extracted from dried roots
of Scutellariae Radix. Baicalein can play an anti-breast cancer role by inhibiting cell proliferation, limiting tumor cell invasion and
metastasis, promoting cell apoptosis, and reversing cell resistance. This article summarizes the research progress of baicalein against
breast cancer, hoping to provide a reference for drug therapy of breast cancer.
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YRR SRR . (R EARMIR T 104 G M i 24 1
RIFEPFMEER « ARG T mE R e
MR e, A NIRRT IR IE S .
1 HE¢mpatEsE
1.1 4% Yes #HXEH (YAP) WIFRIX

YAP {EFL I 4 s sE R AR, W] AR
KABRH FHIERIE, 2Nk f5 w2t i 2g 24t
(1) DNA Sl FI5ERE, Inpim Al sl ge 450
i 40, 80 160 umol/L %% 2% LI FEAH < [ MK =
I PE AL IR 40 Bl MDA-MB-231. MDA-MB-468 f{]
YU GARE ST, FOHSH M e BT e, B g
p-YAP. p-LATS1 HHH KR, M4tz YAP
RIE, RHEZ R ET RS YAP FIFRIEHIE=
IOF) = L. B 240 i e o
1.2 A miR-183/Kif2a (5 S 1@

miR-183 )b ] R ) L e 20 P R e A= 4
1709, AIERREAGEEE Kif2a BRI, SEIM4iKA
22 4y R AIGL R AR M, T s iRl 40 A
HEEEB), EARIESEOMER] 10, 204 40 80 umol/L #&
X2 AR FE AR M FLA I 40 P, - 40 i miR-
183 MIFRIL, K Kif2a {51 RNA HIRIE, [FES
miR-183 " #LAIF F T Kif2a, 45 FAF 92 % Kl i@
IL VA miR-183/Kif2a 3 H% DA 7L A jee 20 o () 384
BA, PR MR AR K
1.3 HiHIEEESIF oC ERBEHERESH
(ERo/GPR30) {5518k

ERo. GPR30 ¥AMERER 24, @it SR
ZiEfEnl kR L AEKE T 2K (EGFR) IR
J, A 3R 2 P B R A A 22 73 2001, F AU H
WX TIAFLUR _E 41 MCF10A IBFFEH, 24
4. 8 pmol/L #8252 R LAV FEAH Il 2% 5 5
) MCF10A i, 1228, %, BHi-ZHiaeia
EHAELAEALTE MR B 6E 77, 715 ERa. GPR30 52
REIECAR I ZE A, %] ERa FO%E AT 0 K]
CyclinD1. pS2. EGRI. CYR61, CTGF. c-FOS K]
Fik, RUFTEE Z@EEHH ERa/GPR30 55
B R PUMES R S, DABH 1B LR b B 41 e
B, REEDUHLIEAEA .
1.4 {2 PAX8-AS1-N fyFik

PAX8-AS1-N I IA5J&E T IncRNA, 2 5 7 i
g, dip A T ERE. R 2, W
WIS miR-17-5p HHATYIELSE &, VR T 40 R 3,
BAAR LR (193 770121, Yu 25031 A 50, 100, 200.

400 pmol/L 5 %+ 2 il S 4 e ' PAXS-ASI-N 1%
ik, BEBRAMRNTE ), B G, 5 SH
MET:, 5 miR-17-5p #HEAEH, i ABTB4.
CDKNI1A. PTEN {J3ik, IfH 10 mgkg X R
FLIReE S A RS R K SR AT i@ i (i i3 PAXS-ASI-N [)3€
1k LA e M AR 1 AR
2 FHFME R EMGERS
2.1 #i#] GPR30 5E1L

GPR30 i i B e e 3 i A 2 R A 1
YER, 123k EGFR. ZE4i 414K INF (CTGE) 1)
Fik, BOSWHIRHLILEE 3 W (PI3KD. £ 51k
HAWME (MAPK) KiA, Rtz &m0,
Shang ZESUE ] 5. 10+ 15 pmol/L #% %5 2K Al . & 411
HAFLEE MCF-7. SK-BP-3 4H03E /7, 38 FEAIK
YHMLIT AL AR A A, A ALFHIE EGFR. i
AME ST (BRK). EAWHME B (Ak B
1k, ] DL Fm A GPR30 i L] CTGF.
CYR61 iFRIL, FHIEFLIMENIRZE. | DUEEHRT
oM — i S LR L R A i s at e, 2. 4. 8
umol/L ¥ X R AT M FLAR b R dffu i A, e
122, IREARRERT, MEMEEEmAE, W
il GPR30 15 5 1%, Fii c-FOS. EGR1. CYR6I,
CTGF IRiE, B3 RIS =28 F0el,
2.2 A% ERK HIFRIA

ERK #& MAPK [R5, mIgdt M2 feaE
BEER I, (gt N S 1, It IR
R, An ZEUSME R 50, 100, 150 200. 250
300 pmol/L 35 %5 2 LA FEAH OGP N\ FLIR s 40 f A\
FLIRE MCF-7 4HR03E 7, (R AT IE T, 4 e 4
MUFNHITE Go/Gy H, BREIAHMIERS, i ERK1/2,
p38. W JE A EHEET-38 (GSK-3p) & M Jf AL A )
Fik, AT WIEEZFEI T ERK RIE IR
JiRge AR 2% o
2.3 AT ANENE K E AR IE M

iR A DG E R 2 2 5 IR e Rl AR, JE T A
N A KT Bl (TGE-B1) K2k, #S
MAPK. PI3K. Akt {55 i@EsE, Mne
B - 1a) o Ak, 3 i e R 400 e %) A # R AR 22 1000,
Zhao FFEPO % R T 1A BE MDA-MB-231,
MCE-7 4fjfd, 20. 40. 80. 100. 120. 140 pmol/L
TR DA FE AR A 4n Mo G 5, BHOE4m e bz -
6] JR AL, F0HI40 M TGE-p1 & (AL N () £5,
74 M2 EREGR ) M1 B A 5L A
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T CD206+)%ik, Lif CD86+IFRIL, P
Mo TGF-B1. HZHME/ = (L) -10. K52 EREE-1
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S DL E LR FEFE . Ma RS 10, 20,
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2.9 HIHIIMESEKIFE S 61 (Cyr6l) HIFRIX

Cyr61 IR S F4 A2 BT fiRa 4 i b iz - 18] i
AL EZEH R, et AkVGSK-3B [5 5l KT
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3. Caspase -9 HHMIFKIE, W] W 1A 28 T 3808
MAPK/INK 15 538 % DL A AL B A i T
3.2 P&l PI3K/Akt (5 S1@ %

PI3K/Akt {5 5 EEIEIL HE FiFEARIES
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MRELAHHDIR 2 (Bel-2) [ERIA, AEEa pm T,
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SGK1. mTOR. Bcl-2 ZHAMFEKIE, i Bax 3£
ik, 25 BUIE SRS B w0 Akt 5 S IE BRI
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AIEESR M TR H %, R p-Akt. p-mTOR. p-
IxB. NF-«xB [J3R15, FREIMIE AR, BRI R
. &R, i Bax. Caspase-3 fJKiA, A IL3E%s
FIMIT 0] PI3K/AKt {5 S0, LAINHI 40T,
33 IARATHEHXERRIA

Xu W 33T DMBA 5 & S
5. 10 mg/kg #5252 DA AH G PEARANARIA T, P

AFP. CEA. LSA. TSA. CA153 J/k°F, Fif IL-
1B+ IL-61 TNF-a MI7KF, B BRI e B
PRFURN L K %, 213 Bax. Caspase-3 [fJ3RIA,
PR Bel-2 MIFRIA, $R7 38 %5 2% ml st fie i3k 41 i 7
TR VA FLIE R R A . Kavithaa Z5M5Md F 9K BOR
HE B R 3% 3, 50 pmol/L 5%
Fl R E S = HIVEFL I MDA-MB-231 4K,
PLK EEAH % L8 Bax. PARP. GADD45. Bad F£IA
MZRIK, BEIRZRARE AT, @ R TR oA
[A] [ 22328 DA i3k L e 4 M R 120 3 60 7 S 40 fif P
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160 pmol/L ¥ %5 25 A Wi 2 PR AR A M 1) A7 7 2, ] L
FARIES Fi Bax AR Bel-2 3R IE DM
e PR T
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JIE AL FR 2B, {23 Bax. Caspase-3. Caspase-9 H
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3.6 1Ri# KDM4E/BICD1 {5 =i

KDMA4E H1id L Al {ig 3k BICD1 ik, FEhT#
il YAP/TAZ 342 2 i, (21 Akt 15
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PEFLIREE, %] XDH. ALOX15. CDK1. ALOX12
(RIA, I U AN B F AR AR A T 8 S AR
4hi4r, ek KDM4E. BICDI [k, PMEiRE4m
T2, K Ki67. PCNA BFEbREMIRIE, FKH
& Kl e 3k KDM4E/BICD1 {5 5 3 % BH b
PARI {5553, (edtdufadc:.
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