HH Z TR FATT R IE RN SRR

163319)

WE: B ERA - RAFRAESY, EARBGOREMNE, THREFRKAGR A TL, BTAKRERZHER, B
KAL) B, dpd) Kk AW EEegisdh, FAEAR IR, WA, "W BEHREA, AWTREATERERGH I 57
bR E T 4R F B AN K Akie 2, MAPK %42, AKT #®/ . A4 H &4 %8 =% G (p53. Bel-2, Bax fo
caspase )% &AY R R E ST ROALA] , JEATAsh) e B R AT R B AT R Z

KRR AHE; WA KRIRGT; AFRAUE
FESES: R969.3 NHEFRERE: A
DOI: 10.13748/j.cnki.issn1007-7693.2021.17.018
SIRAAI: ALE, EKE. BHERGFL 57 RmE AR SRR FEIAR LA %S, 2021, 38(17): 2156-2161

NEHS: 1007-7693(2021)17-2156-06

Research Progress on the Mechanism of Vitexin in Preventing and Treating Diseases
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ABSTRACT: Vitexin is a natural flavonoid. It has strong antioxidant properties, can effectively remove oxygen free radicals in
the body, can improve blood circulation, reduce cholesterol, and inhibit exudation of inflammatory organisms enzymes. It also
has anti-myocardial infarction, antibacterial, antitumor and other pharmacological effects, therefore, it is currently used in the
protection and treatment of major diseases. This article reviews the mechanism of vitexin treatment of various diseases through
regulating, mitochondrial pathway, MAPK pathway, AKT pathway, autophagy ability and related apoptotic proteins(p53, Bcl-2,
Bax and caspase etc.), and prospects the application prospects of vitexin.
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BRI A AT, e — A W T 1 T 2
&N, ZHEETINRIN | &5 &3EEMI
T J R S R B A R ) HAR R o
4 0.04~0.06 mg-g ', $HIRIZR LU SR I E AR
2, 8 SALEE R, R 3, 4, 5, 65
PR — AR, AT S A R ST A
DL BT Ieg B R o SR I MR R 25+ P OH: 3 58S
SRR, LB L S &85 72445,
D NITR 7 R 7 - B W AN 3 B B 2 ] - = S T 1
FEFE . PLREET . Prafb. bk . P &2
ZPRAE Y, A IR R ) R B ELA B Y A

FERER
Bl1 FREREAUEHFHENK

Fig. 1 Structural formulas of apigenin and vitexin
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T2, THRYT AL 75 T I 4R T2 e & H .
AP TR TR S S0 — R R 2
S, Hr, Bel-2 8 H F R Ok A
TEAMUAE TS5 3+ 20 B A0 T 0 By o v ke d 24
M, AT m myTM T E 110 Bax A5
FAFE T AR, o8 e 2L ) ik e of 2 5 7 3|
LARRSMNE, FFIE R IE, SRR R
PIREAR, MM AR C PR, FE
Jbt K 25 1 il (caspase)ii 1 , 17 Bel-2 A fE £33 2 Bax
TSI BT, Bel-2 AT 15 B R T A0 75 5 4 4
T, JFHIRZRR AR C A, A
AR5 5 R AR AE T W] AR Bel-2 A ABH Ik,
T 72 A 15 M % (reactive oxygen species, ROS)H
B3, BRI PE TR 5 0y S AT LA BT T4+
SRR T T B (10 Bel-2/Bax) e s,

Caspase( 75 A i & R T35 H AT 5 41 i
e T ER, HAE VIR AL LG caspase 7E4T
KEOESIEMN TR HEEE, BEEN
caspase X AT # caspase #HATUIEIFMH 2 i#i%, B
BT AT caspase X caspase $I14H FH 7K fii! 0201
caspase B UK RN T 0 TR AT, TE4NHY
PR T3 R b DGR IR
2 HEHIRIMEIER S

P i 2 O I A8 0 22 0 ) AR RS R OE
o MAE EPREAE AL R, 2012 4K
A 1410 JTBrREAERS (I FN 820 JIdAESE Tk A1 o 2
2030 4, AT 2 170 J3EIERGIFT 1300 J7 3
FE BT 191122 R0 2200 i3 4 A A (2 0 T Fn
HAERMAOR, HETARZ 228 5801 e T HIN R
XF AR RE 10T AR AT IR A LS 5%
2.1 IR X g A E R AL

PRI ZR 2338 5 N [R) 0551 T3 A2 R 240 i )
WIBH S S R AR T . Yang SR, I
Ko ps3 WM p5S3-PPARy-caspase-3 #:42(1)
Fl pS3-PAT1I-MMP2 342 (1) S 1 G 4 7=
p53 JE— PR IS ), A) LS T A i A
£, fEFEAHIE T F DNA B8R B), B0 A
b ¥ B K 3 5 W TR 32 R y(peroxisome
proliferators-activated receptors y, PPARY)i# g5 1
21 AL BE i 76 WA AT Y GO/G 1 3], F1fif caspase-3
TG4k e 20 M 5 B 280 A 22 53 44 T A T HG 7
PR Jr 988 41 i 75 5230 4 DNA 4 BUATHI(GO/G 1 1)
DNA & (S 109) At il 3 240 (G2/M 1) i1 73
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B o TEREAN LA D, GO/G1 1A G2/M iR 5
Z R YI R, S — T A) A BEL DU e 4
LAY I E 23 i PR 220, iR AR (D PAL-1 7EA4HHH
R T 5 T RE, WIS MMP-2 (1R
2o 1EH p53 BAHIFIERS, #0527 PAL-1 Hil
PPARy NHMERLIN p53 M RN, RIKIESE T
H9 % 5 pS3-PAII-MMP2 fil  pS3-PPARy-
caspase 3 ZIKIS T —FNHTHY p53 38 FE X 4
AT M T,
2.2 AEIRER S iR R A HIAL A

Liu 45 D046 H 430 28 DA 3] a2 K =X R AIG
A549 HNATE T, XFIER NSRS 1B 16HBE 4
MLT- B T o AR AT U U M AR 0 i A R
KRR, I HLEE A & 3 Bax/Bel-2
A L (ER#AR, caspase-3 DL A4l 4ifiifa & C
(AR R IBIKEI N . Ak, AR 3R OE B S REAIR
T IR AL 1 22 2 R /75 Z PR P T (phosphorylation-
serine/threnine kinase, p-AKT)AY7K>F, IfH A549
Y A AKT 3% 7 SC79 B, AR Z= e 20
WO TAE AR5y BT . AKT 7] A 2R K A5
SRS, — B, AKT St NiF 2 FirE A,
XU 2 S A . 6EE . TR QR
BRSO, ZE ik, IR s AR R iR AR
I AKT {5518 #7552 A il A549 ZifL T,
2.3 HIAE XS AR FH AL

He FPETAFS LI, $HI0Z= B EMH T
HCC 414 2 (SK-Hepl F1 Hepal-6 41 i{d) 3% 11, IF
DL v B2 RO O7 5C0E S a0 L T, R Sl
caspase-3 [ LI FI Bel-2 (9T, H A WA &
FI LC3-11 BYZRA WFFEAR . 40 nT LU 3 g
TH IR 52 10 5 22 4% 100 48 B 25 DA T A1 3 & 7 N AEE 4
F3ir o LC3-II/T P AR 1 R/ INFT Al T A WK 1975
RPSOULC3 2 A WA G 1, Hob LC3-1 23X
AR E A, 1M LC3-11 &9 IR fh /5 A H g4
fR4E &), HbAh, Western blotting 73 #1521 ,
HIF R B E FIRBERN c-Jun N I 25 H G
(phosphorylated c-Jun N-terminal protein kinase,
p-INK)H/KF-, JFHAEH INK #liil5] SP600125
HEATAE RS, iR R S R A0 M T2 B
IF HATIR X A w0 . INK 222 285
1% 16 B F I (mitogen-activated protein kinase,
MAPK)fF T i by — 3. MAPK iffd
F5 4B M 5 JH 5 B B (extracellular regulated
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protein kinases, ERK)#l p38, f&—ffZ S E 1)
G550, RIXFZP0RIBE SN DR 20 A
IHFIBET- BB, MR ALY INK . p38 AT LAF 41 i
P, BERfk ) ERK ] DU E 4 47275 B30, Shi
SFBTRE R IE, HR F AR A0 SMMC-7721
(D52 1 iR S T W 1 3 8 DS A N
M7, FFH p53. Bax. caspase-3 A2 T- 8K
F BRI KT B 2 148, 17 Bel-2 25 F 57K F
BB AR S BR PTS TR RIS A0 LA ] LA D 4
Prtn AR, DA 4518 . AR 28 T o 4ok 14
WA . MAPK H1 INK 342 DL & P53 iR A2 154
HEdT
2.4 AHIRIE XSS B 0V E AL

Bhardwaj 5Pt 4 IRAEH T A 45798
HCT-116 4 LR, AT A7 25040 il B R 5 i S PR -
1(heat-shock factor 1, HSF-1) i lEH . fEi%&E
I AOTEAE /> T4 5 5 HSF-1 19 DNA 45 &5 4 5.
YEFA#IH T HSF-1 A9TE 4k . HSF-1 241Xt HAR 4
T b o7 SRR 52 7 1) 2 BB SR 1 PR B9, ONK Ay
SHY HSF-1 @R 32 HSF-1 #R0G, 78
HSF-1 i ie fiER Y HCT-116 4, Mgz 5]
# 5 5 1 L1(apolipoprotein L1, ApoL1)#1 JNK Ht
[F121k, £ ROS /M H W5 S, fEik caspase
ST A WE AL T, p62 F3K T, FFHG I LC3-1
o] LC3-11 i %Mk, Mtk m A, 78 HCT-116 5 ff
FEAB B vy | A ) 230 A A 1 s A ] R
2508
2.5 IR ZT I B B A R RE ) A FH AL

Zhang SFUMESE K IAEA R R O VE R IR B
YRR B A LAE G2/M R HERR, S2mm 1 A Y
HABE A0 RV 3T PR ) G2/M 12 4TI G X FR 43 248
LR b R T BB, A0 R A S o4t
TEFIH] Western blotting il 2 [ (1) 3K K- &
B, AKT BYBERR LT 250 S HOBE T 5 H 2
H WA MR & B [poly(ADP-ribose)polymerase,
PARP]IWE FI#iA % [#, PARP J& caspase 7F
SUEID G R, IR T = 2 AR T
—EPR SR, MR AKT 7
5 P DL K G2/M T ST i el N S B 24 S 24
T,
3 HHIRENHEMEERERNS

O 1 10487 2 s 2 R BN RSB T )
K, E IR Z T 0 ik i A AR At B iR
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TR BRZMR
3. AR R H A ) Lk a1 v #5340 B
HLH

Min ZEWUR R, 4300 2% AT AR Y a2
T GREFE AR TR o HIRIZR AL FE AT 3 N Bel-2/ Bax
FEHEE, JERIL Ca? /8518 8 MR 2 i
11 F1 NF-«B ROk, -7Edii)5 24 h YIKT caspase-3
HEAMRIL, SR, IR R TR H A L
SR A B T, S5 ] Ca® /s R AR 1
WO VR G 1T AR 1L, DT A Lk
SR PE PR 2R ST D P AR R T A
3.2 kIR ER 60 WO WL Bk O P9 3 (ischemial
reperfusion, I/R)H15 PRV FIHL

Dong UGS KBTI T Bel-2 SEHXTLL
AT, W LR PO 3Z TR 75300 40 i
P, XTI TR ZEHE IR R AL 3 A .0
fIErR Bax B9 IAREAG, Bel-2 BFRIAIE N, Ml
300 28 5 090 ) 0 Pt O T4 FH o Wang ISR i
Sk 2E 2 h, P 22 h, @RS/
SEMEM VR B8, Xt B2 IAE 2500 24 h J5d
Western blotting #:iil & 31 , 4131 & W 2 L1 p-ERK,
N p-JNK 1 p-p38. 5 UR 4i#LL, #H&IinE
1. MG AAR RN p 22 e A FE R AR R R
TR R ARG O, RIEE, AR ER B R
T Bel-2/Bax W8 FHERIK Lo IR 2 AR K ki
T2 G UR 5103 VE AT gz MAPK A4 Mg -
AT . Xue UL TS ST LB B8 UR
AR BN R AR I 2L . ISR L SRR,
IR ZR AT D LR AR A7, Ee 20 LA O
T-o PRAMHIAZE B FRAIK ROS KT, S Zbiik
M BRI LA ATP S8 25 BRTR, 4t
R ZRAE XS B PO e A T ORI, fiESZ> ROS
B MAmH MAPK i8R 25501
3.3 HIRE s VR AL

Lee FWINFT R, HIRE T HROEST U937
P19 20 B R e e AE T, O R & B A
Bel-2 ZFHK-, AR EIH U937 i caspase-3
Fl caspase-9 & 1M FRIK . 383 I A0 A 53 BT
RGN 5| & 1 20 0 8 1 e P il e A AR I 3 7K
kL, WO T U937 AR TS ik, 4
FoRaE  FR AR PR TR s S I Al R AR Y
PEIET .
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3.4 HIFIRE BT 1B R BLEH

Jiang S5 A IR 238 1 EAZ A NF-«B B
R (RANKL) 5 5 1105 1 20 b0 B A4 S b 8 IR 0 1)
ARG RN & SO A M A VR, O HLAE
RN o 3Z e Z W55 T R T E W . AR
I MAPK H ERK F1 p38 32745 14 5L AT LA v 17
RANKL, MMl c-Fos Al NFATc1 f FiiFis S,
It R B E A iAr L S R 2Rk
3.5  HIEHHTERESS S A ZonE T 1R
B

Lyu ZEUSIFSE 21, 0 26 AT 0 25 AR L el ik
WRRHT A KRR IC T, JHH] caspase-3 Al
Bax fE Ik, HIHIAI RIS, LRt L KR
HEIAE S T 1a W (hypoxia inducible factor-1,
HIF-10) A1 L% P B2 A= K K (vascular  endothelial
growth factor, VEGF)& HFR/KFEFEAL, BEiRfL
(1) p38 M EFRMPANH . Bz, FHIRELR
i 3 a8 4 KB % HIF-1a, VEGF 1 p38 #f
KAF T 9> T L RS S 2T T,
4 HFIZEX DNA RIPEVIERNH

HINZ AR R A IR ITER, AL
X DNA #7377 . Z Fh BN £ N Z &
(malondialdehyde , MDA) 35 154y Joa 7 A= I 75 i 56
ZORETE, ik A ORI DNA AL
RS A3 A 4T LA AR B MDA 2585 M) 51400,
Fe*' BEME M R H4R = HL00 XTRYI B bk %,
1M -OH JUIAE Ry S fb P AR A A A A B . S
AR iR Fe A AEmE, DNA X Ho00 B X P AE
PR, P 10 mmol- L' 2 55
DNA Z ZI 58 k5105 o X B AL/ FE T Fenton Jz
% (Fe?" + HyO,— Fe** + OH +-OH )SZ IR, A,
¥ FeX T4 AT A R0E A -OH AR, Mmif
/' DNA %.3Z-OH 75 3 1Y % {b 451473 . Chen 2PV & B
IR R R AL DNA 5257 -OH 53 144
e, AR HLHI T AR S5 BB RE IR Fe?
A Ko BN E W 4303 | SR HA R 4
iR JERE S, RN Fe nl fEs 5 Hh— ik
e G . XRYW, HIZEMERIRRE e T
Fe*' 44, MIMifEY DNA, A34%%-0H %S

AL H .
5 Tig
FEIR ZAE A —Fh RAR B IS A, HORIR

W)z, BAYUEL. PIRFEY e, IR
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XPE 9 EL AT T S 3697 IRCR . SIGIRZ5 A L
WEARNRRN/DN, Zethmires, E—Mk
BRI KRG Y B, BRI R A
PR T NG YT 7 B A B 2 R, (EXT
PR YT WY H AT R B T . B . R
DL R SS H e A5 7 T8, S 0 T 2 2K A e i )
FEEARIT IRGE A R % . FIEE, X FHIHER
IR 245 AR MK, R, =
SEBRIG R B 88E . ERIM s, 2R
AR i S B UR R i B7 K e IR IR DR TR N
A, HRAGYARITIEAERS, bR T 5 5 b 40 i
JHT, A A R R A i AR K R B R R AT
DR, PR S A 25 AT DU XA IR 2R e T
AT U6 240 f S S A T AE G oY . H AT 2 IE
FER R X B B e, TR
WG 20 B R 40 ROS MOIRPEAET, DA R
T REMLIE T MAPK . AKT Fll TGF-B &8T5 i 24
JHL 7 A A ) 240 B A B A M R T R L R
e IR 2R I FH A [ A 5 DA B R 4 36 2= 52 B vy
FHBF SR T Re A2 8 0 A A, ok iE DA
MBRIRIT 2 I R IR IES %
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