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Study on Mechanism of Yinyanghuo (Epimedii Wushanensis Folium) Therapy for Bone Nonunion

HUANG Chuanhong, CHEN Yueping, LYU Ting
(Ruikang Hospital Affiliated to Guangxi University of Chinese Medicine, Nanning 530011, Guangxi, China)

Abstract: Yinyanghuo (Epimedii Wushanensis Folium) is one of the Chinese medicine herbs in China,
which generally refers to the dry leaves of Berberis plant Epimedium brevicornu Maxim., Epimedium
sagittatum Maxim., Epimedium pubescens Maxim. or Epimedium koreanum Nakai., and icariin (ICA) is
its main component, which has immune regulation, anti—inflammatory, anti—aging, anti—tumor and other
activities, and has therapeutic effects on bone nonunion, osteoporosis and other orthopedic diseases. Bone
nonunion is one of the difficult problems in the orthopaedic field at present. In view of the pathological factors
of bone nonunion, this article summarized the recent studies on the treatment of bone nonunion by Yinyanghuo
(Epimedii Wushanensis Folium) from the aspects of improving inflammation, promoting angiogenesis,

promoting stem cell generation and signaling concatenation, for the reference of the majority of scholars.
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SRR EEAS A "0 SRR e 2 v a2
JoE R ANRAR A P2 e n [ SE A i kR A
FE A HIFESE B RIFEE CHIICA , (5 VR F 32 B a5
H52% DL B AR T R A
FEIN Y I T 2R ) 25 BRNE TR  AE X se R Ry,
ICA MVERSC S AT S
1.2 ICAWy &M Fnzh

TEIRSEAE M UR F A U853, ICA B i
A WG PR A (2 S S B 1% ), HAR
WP R A FER P M 2020 45 i € AR N R
A0 25 81L) 32 3K, 1ICA 73300 C33HygOus, 70 T 510N
676.67 g/mol., ICA HAT ZFp 25 BIAE H , 4 Fif okt 35 4=
FH R GEIIRE RPN P BT LR I
i BT R AT BT Ak LB BT AR R BT I S5 R T
B ERVERISN, ICA IBE R A B 4R 534k
PR A AU RE , B (kA AR TR A i AR R
R AT et A 381 R R A AR P A A e
PR A A SR BP9 o P, ICA AT LLGE
T B P PN AR MRS G B RN N AR RS
LA A B, DT Co LA 955 v 7= A= O VE T L TR ek
WAEE HLUE L D RIEBWAE . 1CA £ & 1 PER
FRPER IR AT 2 B PR (AN e 28 )= 3 JoT it
PARE BT R IR Sk MR AE - e R AN IE )
T B RIS 1 AN A AR AT
2 EFEEFIRITBE T EMHEXEILE
2.1 X 3REE By B e A R ST ey I 1R R

S AE Aok B R o 5 SN I B B 2H R S, A A
B b AR i A I A B SRRE S T RS Al R i
BT SRE HH 14 28 0T 40 i TR SR A R 1 Al B A
Z -1B (interleukin—-13 , IL-1B ). IL-6.IL-8 . IL—
10, 5242 40 B #4 1k 25 11 -1 (monocyte chemo tactic
protein 1, MCP-1 ) F I EE 34 FE - ( tumor necrosis
factor, TNF )7, 5 JiF 4iE 4 F1JC 125 74 B 25 5 350 - 1
BT Ak A4 A8 B P P14 £ A 2E R R A i R AR v
AR AETE AR L IBLAE B — 2 A R R R AW
952 9 (6 955 I JRE ROW PR 5 1 Jo o6 A S 288 XU
KRR GEMELLREIRIE ) 5T 1 4 B RIE I
DU, BRIEE I N 23 52 B 52 ), Bl 22000 2k 19 2 B A %
JRUBS frg B8 i B, ICA BT LAY EE B B fois PR 5 g b
AR A P22 0 AN S 22 A 5 I S 2 G M DL R T T
AT, — 5 THNTCA AT ik 25 R IR 28 JRUIE OG5 &
( rtheumatoid arthritis, RA ) /)N BUMLTE Se 2 BRE 1 G2a
( immunoglobulin G2a, IgG2a ) 7K S, AP ] STAT3 5
WA SRS T4 17 (T helper cells, Th17 ) 437
TL—17 21 i PR, o 208 XU 5 1 K 14 9 0 2 v ™7
55— J7 T ICA 0] A5 S CDA" Ik EL 40 A I 7=, X Tk
B A 25 | 14 B2 i g A 38 B Akl P 3 V0 otk
HMICA BE T LLIE i 1% I « B/AZ AT IR 45 & 2 1k
LEF I S 3 ( nuclear factor—Kappa—B/nucleotide—
bound oligomerized domain—like receptors 3, NF—«k B/
NALP3 ) Ay /i USG5 9 Rl B ZHZH P i
RAEAIALIZIEIF FIHIL-1 B | IL-6, TNF- o IS
R ZE E, (prostaglandin E,, PGE, ) /KB o] )
i o R ] Smad2/3 1977 A, 98 A NF— B BRI 44 fif
2 ( cyclo—oxygenase—2, COX-2), IL—-1 B FINADPH
48 1k i —4 ( NADPH oxidase—4, NOX—4 ) % {i¢ 4¢ [H
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B2 58 7T DL ) PIBK/AKT/mTOR S = 38 1%, 14
AR A0 A WL X TE TANG Y H 28 I F5E i ok Bl
BT AL RIS B T RS, 2 — 2R R B,
ICA 7E4M ] PIBK/AKT/mTOR 15 "S- 18 §% 11 [5] B, 38 7]
LY 55 11~1 B 75 5 19 3L 5t 4 8 25 1 i -3 ( matrix
metalloproteinase—3, MMP-3 ) i i, 1400 1T 7684 Jle )5t
55 A WA G MR RIE ™, ICA AT F AP AR
Gz PR VE R, vT RAE-Pr 7 A 0 A PR 5ORE A5
B AT 2, SR LA 55 21 G0 M 5 905 5 350 o B
SNE , A BEPT AR A0 N IREE LA, AT E T
FADERR AR A2 /. LIE 1.
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ILA7A ILA7F mTOR P38

CD4+ T call
1 ERAERET X s ARG VR
2.2 R in A Ak RAE
B AL Y 2 48 HE( bone microvascular endothelial
cells, BMECs ) TE4EHFH N IEH R vh A 25 524109
B, BMESs A B 2H 20 R0 4 ftg $2 £ 400 Hofth
BIRN Y B H AT NSy R, SRR FE AT
B Sk 4 BRI BMECs, 80t B 32 )5, Je i &1k
A A BEAT T 700, B A ICA 47 T T, K ELICA
HE 2 35 1K e B2 3 A 15 5 1 BMECs [ Mg, % 1 4%
PN OEZ 4 A e 3O A . A o 4 fk =L(HL0,)
755 89 32 3 ik A S W UL 4H I vascular smooth
muscle cells, VSMCs) FHEAL KRB A, ICA TP LR
P8 VSMCs & 1k 1 735 K, U1 & 45 2 (osteocalcin,
OC) "B #r & H ( osteopontin, OPN) . Runt AHICHE S5
2 ( Runt—related transcription factor 2, Runx2 YA T
TS I mRINA [ 2235, I vk 20 0l 14 8 iR 15 ( alkaline
phosphatase, ALP ), fx 2% 1] Y& /1> VSMCs 5 1k 136-371
T %F F BMSCs, 1CA [A] #£ LA | 3& Jr =0l 3 AKTAF
5 30 [ 1 5 M4SN B2 AR K BT F (vascular endothelial
growth factor, VEGF ) 1§ & 15, [6] B}, ICA L nJ
DL 3 A T B B 40 g -2 ( B—cell lymphoma-2,
Bel-2) FIE PR AN 3 ( caspase—3 ) B F1 Al mRNA
FE IR KT, TP LA Y R 41 i ( human umbilical
vein endothelial cells, HUVECs ) 14 45t 45 F1 98 725,
SR HUVECs 38 5 2 B & ik Hh 2 B, S B e
P, Sy k25 W ICA XTB N I 9 /E T, YU H C
S5 VO A B Sk AR T B 3R A5 1 BMECs 51 1
THRR S 1A N FAR b 4 TR 5T, IR SR R B, ICA
W4 58 T Bel-2 B9 KI5, H I /b T Bax 19 K ik, Al DA
2 AL IE BMECs iE 7% | 145 A5 AH S 4 it DX 5= (4n
VEGF ) B9 25 F AKT A5 518 #E6 1L , XPbl R iR
5| 1 BB Sk IR BT v 14 I A8 A a3 S 5 AR i
YEF . VEGF J&—Fh Py B 40 R 5 M A 22 43 24 )5
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A A LA A B PRI, BT A Y I A A 7 T AR
PN 2 B3 5L, 5155 S P B A0 M G B R L A A
LI X LAEUHESE oS, 1ICA AT LS 40 i 1w, 55
U VEGF S o fe 55 22 19 1 51 VEGFA DL M
VEGF 32 A4 -2 (1 KL DRI BT /K AP, DA T ARE 2 i 45
Ao X e OB R Y A N B2 5497, 1C A B
LU PE T AR IO S RE SR AR i A P B2 R 7,
Uk R S | & D REREAS 2, i ad R eEgT nl LIS
1, TCA X T 25 B i D8] 5 | e a0 I A8 03493 349 8 A
FH L XF A5 0 A B BT 2 R VR A HEWT ICA W]
AT LUAE B P s & AR 145 AR BV -

2.3 XtEEEE R Tt E BN K AR A28 1R
HE1E A

2.3.1  ARBEEREE] AR T an B R A Ak

‘B i 8] 78 5T+ 40 Jif4 ( bone marrow mesenchymal
stem cells, BMSCs ) /F A £H 21 12 v #RAE [ Fh 41
i, 7 £H 238 52 FN AR v 44535 B 2R, BMSCs
A EAG T IZ WG GERE T, T BB T 2 REl5
SR TEEE ™, BMSCs AT LLUKE 18] 4346 A B 4n it
TV BB 2 B T A7 A 24 R A7 25 o A 1 R Ak R
|, B 25 B B ™. 1ICA X BMSCs 5% & 43
TP R E I B A3 8IUESL, X —EA nT LAl i 2
FRRIE S, YAO X DA BB R 28 nT LA 410 1
PI3K/AKT/mTORAE 5 1l %, 5| & 1 & 1T 4 i 77 1k
P58 0 I, %F BMSCs P35 58 F % B 43 fh it al £ e
S, T TCA VUL AT LA Jak 555 Bk b 280355 5 i PI3K/AKT/
mTOR I8 B (19 5 1 , 53 BMSCs 932 880 2% (19 3547
ZHANG S CZ1 % B 1C A AT BMSCs 5 501k,
{& B B 2 AL A3 A 5 ZEATPH 22 S i Bii s Rl b ICA
T AL I BMSC 14 58 F e B 40 I 434k 25 e o B
B W, TCA PRI 4 v 245 30 B 18] 70 5 T 40
AL i oA B W A E T, B A A KIS R IR
il -3 B ( glycogen synthase kinase—-3 B , GSK-3B )
T B ] 2o A0 Ak 2 TR A 1 G 40 B0 52 A4 ( peroxisome
proliferators—activated receptors vy , PPAR vy ) Feiksk
{2 ik BMSCs 14 5B 534k , [l Bs 4 il sl fig 4346 . ok
BRI 44 Y B A4 b 52 56 UE B, ICA W 8 15 miR—23a—
3p AT 19 BMSCs JH 40 A6 ™, 33— 18 745 7 & i
HEAMBIES XAEEF2 (bone morphogenetic
protein, BMP-2 ) /Smad5/Runx2 1 WNT/ B —catenin
WARIZELAY O, JIAO F 282N 3 7 I 18T v >4t
H 3 H BMSCs IR AT B 38 5, JHHRBE S 1 e mol/
LI ICA UEA 71, & BLICA AT LAF G MAPK 175 -5-38
185 AT ARE T B (7] 78 O T 2 U 1) 250 S X A 5
5 FWIShER N 14T 4ETE Bk, AT #E BMSC 7E
AR PN RSB T F% . TCA FEAR JE B 86 18] 78 0t T 4i
T A BB 3 Ak R A Y 3G B ) [R) Bt AR T T TR RS
JE B A BMP—2 £ B i (0] 75 5% 1 41 it vh i 22 ik 0
I SR A 5 T A I S Aith B E FNA U S AE
ICA {2 BMSCs (9 JLFP i 42 v, X BMP-2 [ fig i H
Ao EEEE
232 FBMP—2 #8423t 4E )

BMP-2 & —Fl &5 5 K 5, AT FEARSMFE 3 45l
AT AH i ] BB 431k, BMP-2 g5 5 (0] 58 )51
T 44 JI( marrow mesenchymal stem cells, MSCs ) Y
JCE SR ECE B LR B A O E S B

) Z T A, FERSNZER R, TCA FI
BMP-2 35 68 X H SR 453 211 490 455 78U 1) e - 4 il ™ B A2
DE 38 FE A A U 8 B B, 1ICA T 1 i BMP-2/
Smad4/Runx?2 155 5 i i , il 1 175 5 B AH 6 5% 5%
TP osterix, OSX ). Runx2 Fl1 ALP & K B9 F2 315,
fi B 2 B3 i Ca® ik B2, Sl At 1 Al B 4 it 1
FEPH, ICA 8 AT LU i 3 7% cAMP/PKA/CREB AR 5
30 % I P BMP—2 A 5 19 BB 4 i 43 AR 1CA X
BMSCs 14 34 7 A2 48 FH 348 0T DL 98 ik AL A
AmtFEE 11 ( brain and muscle Arnt—like protein 1,
BMAL-1) 3523, HUANG Z F 4 PO o745 258 |
BMAL-1 A] DL 5 BMSCs iy i B 434k, ICA AT L5
2l FIFBMAL-1 13Kk, 512 BMP-2 | Runx2. ALP
FVLES B8 (1 i) 235, 4% 111 {2 2 BMSCs (19 35 58 . 3X
—WFIT 45 A B, ICA AS{H Al L B 388 7% BMP-2/
Smad4/Runx2 {55 5 18 %, 8 0] DL 28 fH BMAL-1 [A] 32
I ZaE . e LUIE 285 (lipopolysaccharide,, LPS)
75 S0 B AN AR R M TCA JE A NI S A 405
FA ) B 24, AT L3S i BMP—2/Runx2 {5 5 388 % 5 4l 5L
DAL 26 4 2k, 14 58 Al R 400 I 44 7 R0 i 1k BT
TEZHANG X Y 25 B¥VfF 55 fef F SD A Bk 47 B P ade
B, I T AELH B AR LH , X P4 FH ICA 47T
TG A3, ICA AT L33 BMP—2/Smad5/Runx2 i 4%,
1755 BMSCs il B 1958 010 . FEAMA TR0 — 21 5% Fh
SR BLICA AT F B P ABLTR R B Wit 1 1 B —catenin
mRNA/ K H R ik, #0G Wntl/ B —catenin BB {5 518
1%, LIS ARl i O S ALP 35 M, 15 S A O A
A THF ol (core binding factor o« 1, Cbf a 1 ). BMP-2
FIBMP-4 {235, fbn] 0L, 1CA BERT DL i 3%
W cAMP/PKA/CREB {3 2 38 14 1] % 14 PJ BMP—2 4.
A , HnT DL HE WNT1/ B —catenin i35 5 18 %
B 3 M, W] DA B3 5 3 BMP-2/Runx2 {5 5 i
%, 3 ok 22 Fhags A A r AR U BMSCs 4435 5 A i
S AN B 43, At LAAIE BH H EL A i sl EL B Al A i
PRCEAER .. WK 2.

BMP2|— .
type-1 receptor
type-2 receptor ﬁj
(We st

@ B Osteoblast
B2 VREFETNT BMSCs 12 BMP-2 FAE JEVE FHLHI
2.4 X125 LERBY ¥
2.4.1 iAit RANKL/RANK/OPG %78 P47 3% n%, % v
BRI as g g, B 4 2w g gn
B, B0 5 15 B A0 I | R B A I L B A R el B A
B FE AR B RGBT G sh AR L A,
JE mY%— P E PR RS DL 4EdRr B 1 2L B s, i 2l
Jif3m 3o 1) B A AL 33— RIS S, IR S B I
BB O A AR M NF— k B SZ AR 375 751 ( receptor
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activator of NF— k B, RANK ). NF— k B 27875 57l
A ( receptor activator of NF—k B ligand, RANK ) F B
122 ( osteoprotegerin, OPG ) BIZE S RGN FEE
ZH BG4 RANK T2 2 3805 il B A I B (A 4 i
JSFABE P 2 YL AR B 2 A D, AR SR A L ( dendritic
cell, DC ). W 41 B A1/ 5 40 i, RANKL I 1 5
RANK 45 & 30355 -8 Ry 20 i 1) 434k, 150 % B 400 e 236
BT 2HEL b, B0 I i dsr i B A B i D RE L 1l OPG
DU AT A s Ak e 5 RANKL S &, Mg X ik
BEATA Y HSIEH T PA5E '8 J i 4 /1 B
B A M AT 35 55, I ICA X ILEA T T TS &
T - 240 B 43 A DR ———B0 R 1A 1% 1R i ( rartrate—
resistant acid phosphatase, TRAP Wi M o 25 B#AIG
ICA (H&EEA 107 mol/L ) I BEATCNE 22075 3 i e 1 4
B /NI B, FERE AR L TR AP A1 R P B BR i ( acid
phosphatase, ACP ) I B AN BL R 4 TG s ICA BE
i iR 205 5 0 B RO IL-6 . TNF- o 19383k,
OPG JE [N Z ik i, RANKLJE R 38 I ; Bt =
HMICA B BEFH I COX-2 F1 PGE, HJ & i%. ICA X LPS
53 i B A M 455 5 R T =1 Chypoxia—inducible
factor, HIF-1 ) Zik LA BRI VE F 0 & 4n i
H, TCA P LPS A5 14 p38 I INK (A3 1T 7E Bl i
4t _F, ICA AR T LPS 5 S B9 ERK1/2 Fl I-kappa—
B-a (Ik Ba )BYIE, IFHI0 T p38 BTG . TE4
ML NF- w Big 42 o, B006 19 1T« BISEE S 590155 5
Ik B o MBI L FIRESF , iX S 2 NF- k B A 1119
BB IR AL, , BT NF— k B (94% 50157 34545 DNA
BN A, DA 1 1 A L A A 36 3K TR A R 3k 1,
ZHANG S C A 52 B /N BUBE B 41 it MC3T3-E1 5
/I BRURS B 40 i RAW264.7 7 AR SN [A] DEAT 15 3%, I
FHTICABEAT T TS A B, B F 40 i MC3T3-E1 i 1k
A5 31 B2 e B 1] I A B 20 i RAW264.7 32 1] 1 il
UESE T ICA AT LA 5 MC3T3-EL B4 B4 b IS P, 3555 OPG
FORANKLAE R H 1 192328, B NF- « BIEDUFIER 19 11
Ak, BEINALP . 5% 46 2E K ] - B, (transforming
growth factor beta 1, TGF- @, ) A RANKLZ& i 2
ik 7KV, BEARRANK 5E A (19 K 5. RANKLA] DL
S RAW264.7 40 i 7 115 P 40 ( reactive oxygen species,
ROS )y A= 3400, 3X —AE T LAk ICA 3/, I 5 ke
IR T 15 A6 T 4 ff o 2% 5] L 40 BB ST R0 TRAP (1 3R ik,
TERAW264.7 4 g F, ICA B [ K T RANKL S S 119
IR B Jiie JU R 8 — A% TR Wk IR 4R 1k i ( nicotinamide
adenine dinucleotide phosphate oxidase, NOX ) BFEIL,
)& NOXT FINOX4A™ SR KIM B 45L& B ICA
AT LA RANKL T 7% TNF 3244 FH & K7 6 (tumor
necrosis factor receptor—associated factor, TRAF-6 ) =
ik, BE S ERK A BERR £k , PTI98 -0l B 2 R 117 44
T I il -y M L % 53 Ak, TS IR B 20 IR AR R
WACHH DG 3L PR 9 3R s, AHFEABAT T BIF 52 ICA X p38 .
JNK FT AKT (384005 A 52 ), 33X RSP~ 5 oA 19 i 5%
LEIRAT G o SR TS R ICA XAt 2
1% B ( thioacetamide, TAA ) 55 0 SD K BB B AA
T AT TS . RANKL ., RANK | p38. ERK . c—Fos
A1 AL TYH A% R F1 (nuclear factor of activated T
cells 1, NFATel) i85 1133534 5 3R KRR TS 00, il
B A S Ak sl 2, B 5 AR A B A TR g e b
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ICA 7T 38 3 i) 3 OPG [ 32 35 S A1E 8 ol - 4 i 1 4
P8 5 OPG/RANKL Lt % fi2 i Runx2 F1 COL1A2 11 3%
iR, YD LB R A R S 23k SR E 2L DR B
KECEPTBIAEE' 3 AN TR 1 3 B o
G A R BRARE BRUF 5% o, FH ICA SR B X S 7167
AR AL OPG/RANKL bb 2%, I 25 vl 38 3 9% 5 52k J
INGEUS A B S Y, BRI U, TCA # il RANKL .
RANK, i #F OPG 3 ik 19 %5 R & W 1, 33X — =R
AT R WA NF— w B 3 3 A% 52 i 400 1 % - 4
MBS AL, R AR 02555 MAPK 38 8% 7 A2 520 , 1 %
TR F 0 B 1040 4 A N -5 &4 B 1 T8 e = A= il 7 L -
L 3.

wesre1) (D
L
WERAR ‘ 1 434L Differentiation C igf;ﬁfg
P332 R RANKL/RANK/OPG 38 i [ 50

2.42 % MAPK1Z 5 il 3-89 % v

MAPK {55 518 1% 75 175 S RIS % -F- 40 i i 7 i,
FINREH R E ECEZEAIIEM, FEmd 34~ FE W
{5 5 9% Bk : ERK-MAPK . JNK-MAPK # p38—-MAPK
PEAT, 2 N vz ) I A AN I T [ 40 A% A% i3
TS PR AT, SR 5 VR B A ) 22 Fh 4 pE S
193681 TCA 3B 3 BH. 11 p38 FHINK 343 445 114 384 7% , %)
MAPK 38 8% 77 245 JEA4E T, MU B LPS 155 5 1) i
B4 A AR Y, RANKL 5 H 52 4K RANK (9454
FEUR S T I SEEE W TRAF-6, M )5 B0 5
530 %, 42 F5 MAPK 1 NF— k Bifi %, ICA X MAPK
=53 BRI IR 9 5 0T NF— k B 530 1% 14 PR s AH 2
L, HRFEXT RANKL . RANK BT3P, 20 1 %~ 704
AR S, HE T XN MAPK R NF— k BAE 530 1%
7 A AR AR R B A M A 4 Ak, IR 3R BT L 1
VAT OPG/RANKL b 2% 1055 sl 3 AU i i T EE . 1CA
BH W T RANKL 5 S i RAW264.7 44 Jitd v fiif 45 3 7
MAPK P W R 1 , 33 2 W TC A X 8% 5 44 it 4346 14 31
il 4 FH AT B8 2 2 VR 75 s i - 4 it v MAPK (1 i
FRAL A S WA S B0 S AR S 45 AT AE
—EMIZESR, WANG Z M &5 e RSN 210 SW 1353
B AR A i AICA S i A RT—qPCR ¥ 6
RANKL . RANK F1 OPG ) mRNA F1£E (4 % 3%, ELISA
G I 3 iR 1k p38 (p—p38 ) il iR Ak 4 i 4 5
VE T BCEEF 172 (p—ERK 1/2) 19235 )5 & FLICA T [
IR IL—1 B 3] 3% 9 SW1353 4 Jitd H p—p38 11 2 ik, 1
Jin p—ERK1/2 1) 22 3%, ICA X} OPG/RANKL Fb 2 f4 3%
5 VB FH 1B J& 30 1 X p38 F 1k 19 T U A X ERK1/2 11
PRSI, INKIA 25 T X —id #. ICA
X MAPK 14 % 455 38 BE i #E BMSCs 19 43 b Btk =
Ah, TICA X} MAPK #8445 34 BE fi2 £ BMSCs B 731 .
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F ¥ W

WU Y Q&5 "I1di FH ICA XF K R BMSCs #E4 7+ Wi 5 A&
BLICA X BMSCs ) 14 5 B8 5K AT 5 B, {EL AT LA 5
7% ERK-MAPK ., JNK—-MAPK 1 p38—MAPK {5 =1
BEAE BE BMSCs B 70 b . B 2R ERK-MAPK | JNK—
MAPK Fp38-MAPK i i = 0] (14 A1 H. A FH LA K2 i
SR [ 2 55 AN MO TR AN B R AN i Y 43 4B
J3 T P AR DIAL I 4 AN TEAE , TCA XJIX 3 Jf% 3 & i AE
JH B A2 ) 1A S B0 14 HAA i3 A X IRy
S 4 A S EE )5 FATT AT A AE , 1ICA X MAPK
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Abstract: According to the statistics of the International Agency for Research on Cancer ( IARC ), there
are more than 2.3 million new cases of breast cancer in the world in 2020, which has surpassed lung cancer
to become the most common cancer in the world, seriously endangering human health. Kaempferol exists in
many vegetables, fruits and Chinese herbal medicine, and has a wide range of pharmacological activities,
including anti—tumor, anti—inflammatory, anti—oxidation, improving cerebral ischemia, reducing blood
sugar, anti—osteoporosis, antibacterial , protecting injured tissue, anti—anxiety activity. More and more studies
have shown that Kaempferol shows great potential in anti—breast cancer, mainly by inducing breast cancer
cell apoptosis and inhibiting breast cancer cell proliferation, metabolism and metastasis. In addition, studies
have shown that Kaempferol can enhance the cytotoxicity of anti—breast cancer drugs by reversing the drug

resistance of breast cancer cells. Kaempferol can exert its anti—breast cancer effect in many ways and has a
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