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The anti-atherosclerotic effect and mechanism of puerarin

JIANG Shuang, HAN Yan-xing, JIANG Jian-dong, WANG Yu-hong"

(Institute of Materia Medica, Chinese Academy of Medical Sciences and Peking Union Medical College, Beijing 100050, China)

Abstract: In recent years, with the improvement in living standards, the morbidity and mortality of cardio-
vascular and cerebrovascular diseases has increased markedly. Atherosclerosis is the main pathological basis for
cardiovascular and cerebrovascular diseases, and there are many risk factors for atherosclerosis. The pharmacological
effects of puerarin are broad, and considerable clinical data confirms that puerarin has a definite effect on cardio-
vascular diseases resulting from atherosclerosis. The use of puerarin for atherosclerosis has increased in recent

years. This article reviews the effect and mechanism of puerarin on atherosclerosis.
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W FE AR AT, MR 2 AT LA I 2 I AR 5 R AT BRI
RAIERT K ZE R A AE GBI KOR PR PR o BRI
AN, B AR AR RS H T AORE OB A BT T
ST R A ML Y B BT REE, AT R 4% B Bl kG A
B P A FHIEST. AR SR 88 R 3R 1K) 030 ik o A A A0 AR
P B LB BEAT 245, 0B IR R8T Sk RE A 4L 10
SERARIE TN AR FC S 0 — € A B A4
1 ERFENIERMKHEE LR

S KR AR A A A 6 R e 58 il 1L
PRI B B e R 3R, 5 2l bk R A AL 0 S e PR R
RZ, K A R EL ROV E 2 IR T8
ek He 24 Wt ] AR At T A 280 5 I B K T, S8 22 3 ik
ORERE AL, (H 2GR0, B — N2 X LIk S B AR ) 2%
RO, W FE ORI, SR E S BB BV TR AR T
RE T 1A S50 bk 346 A ASE A B B 58 10 100 I 7T, Dl ¢
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IR, 8D AR T i, HZ R e, —FHERER
I7 3B K S FE B AL B R S 3N YT AR R, YR IT AL R
il B (total cholesterol, TC). H it =M (triglyceride, TG)+
&% % fig 28 A (low density lipoprotein, LDL). N J7 % -
1 (endothelin 1, ET-1). Ifi. # % B2 (thromboxane B2,
TXB2) 18 i C ) v & 1 (hypersensitive C-reactive
protein, hs-CRP) ¥4 15 2| T A 2 1) B A%, — A b &
(nitric oxide, NO) 7K ¥ B3 & T &, 1 R S 280% v T R
H, PN TETT B LG AT BRI, 5k,
W RAEAS R T A, i ARCR SR, i D Re1S DA
. BB A RARR, 1RIT I PR AL AR BRI AR 4 ),
MUER A TR 0GE, HIGIT 47 RCE ek, 3R
B B A BT FE AR A VT BE BE A AR E SR R BE e, Ja b
BEHIE R, R B AR R A 2 A VTR T 0o S
BHEHINO & & KR A, M ET-1 & & B R, O
JULFE S8 £ A2 0o LR I A 7 Ap K T B, HL ARk
W 235 KT X R, 1R R W AR &= 5 S AR VT BB R T
768 R B0 JCRE A A 0o I, T S8 6 I ) P 2 4 i
AEA5 2 I B OGE, R B O Z 8105, RA R4
HIVRTT R0, AR KB o-fi 3 R VB 7 W IR & I
B KSR REAL, o7 O3, WA B GE T IR R
A RLEARBR 7K T, 22 A M BAE, W PR S A B 388 e
A b i PR AT 55 250 2 WY, 4 AR 3R SR RUIBR 25 i PR 5 ) 245
VBT B KR R R AL B HUELAE B B R I PR TT AL

2 BIRFMBNEKEHEELIER LS

21 MEIRINAE 15 7 2 O I 0008 R AR A K
BB K & . W7 KB, B5R % (300 mg-kgt-d?)
YR T DA 25 PR A SD K B R £ A ] e 1Y) 25030 ik s A
AR . 5 I E B I K BRAREE, BARRIGIT G
I g K S 42T R, L & % FE IR & B (high-density
lipoprotein, HDL) 51t % /% /i 25 4 Lt {6 (HDL/LDL) B4
T, LTS R A B B R BRI R [ e K P
WS B S5 R . AR 3= 2 25 kA2 1 v E A R
E LI A0 A H 5]k Y R S B vy, 5 B0 kR
AT 2 3 B AR, X AR T 55 AR 2R 0 bt 30 ks A i
A3 77, G B REL ) B Ty e mT e 5 02 a3 A U IR ] e A i
HRARM A K0, 546, EER BRI XK Rk
SRR B T E B AR E R B R E (0.1.0.2 70
0.4 g-kg™-dY) J5, I.iE TC.TG.LDL-C Fl ) ik 38 AL A 4L
& £ (atherogenic index, Al) 1) 7K1 & 3 FRARE, B4R
R BEAR AR LI H BT A RIRIE R, ik — PRI,
22 MEMERNKINGE [ME N EAHEZ AR RK
B PN G WA I 5% 43 WA 2 B, BE 0 W LA L VE PR I,
M ELIE A2 VF 22 3 11 40 02 PR 2 B, 6 19 I 78 47 5k
A HERF LA 213 2 40 001 L 30 /N AR AR 4

1) 288 A 4 5 L AT B 4 O D) ) 88 B DA R i A L P
WA K ST A BB TR, 5 N R Thhe
SR A A2 B KRR A IR AR B A1, 30 ks A A 4 ST
INE PN R ThRER I . BT R, B AT LRk L sk
EURI AR 5 10 I P B 4 PR ) O s, AR T 4
R LS PN R 0 ) S B A FH R 20 WA Tl RE ST, B AR R
AT DLE T NO AR5 14 3 A28 T BHE 8 3R A2 A A 5 I i 1R
WL 3-34 g/ 2% 1 I B (phosphatidylinostide 3-kinase/
protein kinase B, PI3K/Akt) 145 i & 19 1K #i 1 &
T 1L/ R R 46 B2 B 08 (calmodulin-dependent
protein kinase Il/adenosine monophosphate-activated
protein kinase, CaMKII/AMPK) il %, JF DL /& F1 i
RV = e QN B s
(EA.hy926) H1 P 2 B — AL & & 1 (endothelial nitric
oxide synthase, eNOS) I [¥] Ser1177 T & ft. 1 NO 1]
F=A, B J5 NO 2 5 il & A i% K «B (nuclear factor
kappa-B, NF-«B). 4 fitl [2] %f Ff 73 -1--1 (intercellular cell
adhesion molecule-1, ICAM-1) &k A1 ¥ k% 4H i 5 4 2
1 B R B, SO PN B 40 M Tl RE, TR 3 bk s A A Ak
RAEDS, AR I KA R R AL, B AR R (50 AN
100 mg-kg*-dt) 4bH ) SD K 5 [F X HE 4L AR L, #5030
Jik P9 R/ B (/M) LA 2 35 FARARG, 7 P9 R Ak X 3 B
e I NS S R G S G N e
(endothelial progenitor cell, EPC) (1] %k} . 1% 55 7 iE %,
PR A 15 T B LA R ) B RS 369 i NO T 1) 28
# 12 (prostaglin 12, PGI2) 7= . ix g R, &
AR 2% T3 I v L PR A R B, AT L P R 4
Ji T e, AR JF I/ PR B P R A, R B A AR T K,
F U8 55 20 Fik A543 EB A 11 i A E 9, g — 2D TR B0 Rk
FEREAL I A T,

23 HIHIMEFEAMARIETE M T VL4 M
(vascular smooth muscle cells, VSMCs) ()i #% 1 5 4
72 B Tk s A A T 1l S S 3R 5 P8 7 1) R A, T i
— I AR AT DU RO O U AN R AR R A8, B AT
RIL, KRB KRB ARG S A, BRERIT
2H (50 #1100 mg-kg™*-d*) I B2 3 & T 25 O IR
A, ARSI R BT 2 AR SRR H X %
H 20y Jok R 453 1 30 A - 5 LA e v 1 5, 982> RS TR
B HORE L, A PR TR 7 0 A2 S b4 509, B 3R
(25 F1 50 umol- L) A LA 4 PM2.5 (200 mg-L?) i S
() VSMCs 451453, "~ 1 p-p38 i ik 1k 22 24 J5Ui A0 2R 1
fff (mitogen-activated protein kinase, MAPK) A1 1 5 14
4 I ¥ U IR (proliferative cell nuclear antigen, PCNA)
) HE R, BRAR ET-1 L% 248 M 5 B 43 -1 (vascular
cell adhesion molecule-1, VCAM-1). 541 % -6 (interleu-
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kin-6, IL-6)- fift 78 $4 ZE. K -7 -« (tumor necrosis factor-a,
TNF-a) 175 /% (malondialdehyde, MDA) 7KF-, 3 i
NO Al S AL 4 B AL B (superoxide dismutase, SOD) 7K
o BhAh, B E 5 p38 MAPK 11 7] (SB203580) H
[F5 & ) S R AR R PG . X SRR
Al e B R ] p38 MAPK 15 538 i Sk 1 il PM2.5 15
T VSMCs B4 51, Jy HAE ) K REAE AL b iR T T SR A
TR DLARRD LR S IR R S R RS kR A AL
B b B R 2R R B AR M T A, Bk PCNA FIIIL /s
BRUE 1 A4 K B 7 A (platelet derived growth factor-A,
PDGF-A) H HRIE /KT EZFEK. BEEKRERLR
R, B2 0 PR AR B Ik R A R A B AR, #a] 5K
G E Bk A G IS, ekl A A A% DL R rb v I T
JULAH B 38 5 o X TR 9T 3R BH, B AR 25 78 2 ik ok A i
Ak 5 FE 3 2 A 30 T PCNA R PDGF [ 3 ik, 82
TV VA R 3G B, 2 T FE AN K O A A AL T
F®. PDGF {EJy—F 8 22 {2 73 & 5, W] LS8 & Fof
4 i 5 HCAH R 1R PDGF 32 4 45 &, 12 1t 48 ffw 73 AN
HUHE, X A1 TV LA B BN KA S5 1m) P B B A
TR EERE. K, i E PDGF i3 A& kM
il VSMCs I3 7% FI1 3 5 9 1T e A2 B9 AR 22 V6 97 3h ik 34
FEREAL 1)1 A7 R

B FIE B VSMCs T T-IIE . %5
ik 1L A S o LA B 22 AN TR VR FE B AR R b B s, B AR &R
AH I B R T AR o AR 0 MG B 1) of A
VLA P T, B 0 4 6 R T A 1 94 FE [A] (glucose-
regulated protein 94, GRP-94) R 1%, I HAZE&E K A B A
) ik B B2 i Jo R SR 0A 3 1, 3X 0] RE R B AR R BIAE
B piz —BU, FER B RR (homocysteine, Hey) 15
11 % VSMCs 3 FE ALY i 25 55 A 25 Ab B ) T2 40
HOHBIRH Z2, HLVE T 48 K0 5 AR 370 5 1 1 i 1
e 5 Hey BB XS, Z AR Gt e L. L g
AR, B KRB H Hey 15 5 19 VSMCs 14 4, {2 i3k
HHT: . X ] BE A B 2 B3 kR A A AL B 2
—, WP B R ER I R R B B S A AL Y T R I R
WA —E MR T R P,
24 RRERBL  RGE 2530 ik A R A2 K
Ji& ok A v A BRI BE AR 4K ) S (R R, ek D ifi 28 RE
RAEA BT 08 O AR R R . RV BRI 4
DR 175 5 P A4 L 5 W 24 R 86 B Tl Bk A B2, £E BN
K FEREAL T B e O E . E RIS 31
KRR b AR R B S, MR
AL TR 25 B iR 25 11 (oxidized low density lipoprotein,
ox-LDL) #1hs-CRP B} & [ AIC, S AU 2H oA o 25 1k
5, FEOR B AR R B K o RERE AL A — 2 IR T A 29,

A A1 200 B SIS B, A 3 T ) R I ) ARG BRI
ox-LDL 5 5 1) A JiF % ik I 52 4l Jii (human umbilical
vein endothelial cells, HUVECs) 1 A\ B £ 1 1117 #.4% 20
Jf (human myeloid leukemia mononuclear cells, THP-1)
Fh B, FIR PR HUVEC Hh b B AR DGR R 4 VCAM- 1,
ICAM-1. ¥.4% 41 i #4 4k 25 14 -1 (monocyte chemoattrac-
tant protein-1, MCP-1) 1[4 4 % -8 (interleukin-8, IL-8)
I SRS K I, B E (100 mg-kgt-d?t) 1A
J7 1 v JIE TR £ 19 apoE /N B 3 2 ik AR 8 AT B A 32 3
JIk B4) 0 i o A B A, 9 7 B R 2> R B T 30 kOB P R
N AR 2 s D, B RKCBE R AL 4 1 A R B T
FIEW PR o 2 TCAEAR A AR SP S50 I I EE B, B
R 25 51 4 i 715 5 U 1T 3G 5 (extracellular signal
regulated kinase 5, ERK5) 2 1L, I 1 il KLF £ 5%
3 [ -2 (kruppel-like transcription factor-2, KLF2) A
R B X eNOS 1 IfiL A% 3 75 25 & (thrombomodulin,
TM) (1) 1%; ERKS/KLF2 {5 5 1 i 41 1] 551 XDM8-92.
BIX02189 5 KLF2 siRNA ¥ 4% T 55 4R 2 %6f 3 ik o6 £ il
HHNRITER 25 AR W], BB AEAR Y AR SR a4l
il 9 PEDR 5 (R 205, 93D BRAZ AN R G B T P R 4, gk
T8/ BN 5K R B A9 A8 R T il 3% — ORAP 4 AT R
I OE ERKS/KLF2 5 5l % RN, AEMRFEE A
IT B FEAE A S SORE VRSO T AE 2T I 24 B E P 42
BETBIALARY, S —ARAM LI TR B, B E T
ox-LDL i 3 (7 A 54 41 1 22 SR U5 ) THP-1 B 41 7
Toll # 5% {A& 4 (Toll-like receptor 4, TLR4)-NF-«xB 15 &
B I, RS R R TR, XA AR E IR R b
BNRK SR FERE A AR AL 2 — o SR =B E T4
RIEH TLRA-NF-«B, ELIZAM 6] Rk 7197 48, Jet
BNK SR R AL AR FH o) 18 M 8 RE A B B B 45 A A,

25 HNHIESKMEAEAIRLER  ox-LDL & —Fh H 215K
SRR A G 25 1, BRI SR AL A0 M e I O T
SRR, H0 ) 5k 2 e L[ e A0, 407 5 ox-LDL AR
AR B 1, B 2T BUMK AH MY i, 175 30 ks Al
1% e B B A B B AE AP, fE N THP-1 [ Wi 48 i
H, B AR (10~100 pg-mL?) fi 71 2 4 b 4 i
ox-LDL 5 3 1 |5 Wk 4 B 7% Ak S I iR 40 PR R T2 1ig, FF40
il ox-LDL 5 3 i) — 5 i b 25 1 CD36 1) ik J g R
S0 AT TNF-a i1 14 25-1 (interleukin-1, I1L-1) mMRNA
FAE MR . X LR R, EAR o e R A
P2 A I R K B R LB K R FERE AL AR I, Bl AT
MR I, R 2R AR B ARG 1 b A THP-1 A7 AR IR K
S A R I 5 KT, B 0 R [ R AR HE R BE T, 390 ATP
4h 4 B s 18 AL (ATP binding cassette transporter Al,
ABCAL) [ mRNA Fl & /K. 1E v 3 2L JH [ i
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HiaH A, ABCAL (1 [ 35 BRAK 7 E [ e 1 A 22 A
TR A A T A, $2 75 ABCAL AT BE 2 T 7 50 ik 346 Ao 1
R B LR AR . P SR I, B EE I miR-7.
STK11 (serine/threonine kinase 11) Al AMPK- it 4 1k
"V kg A S B ) B0 5244y (peroxisome proliferator-acti-
vated receptor y, PPARy)- it X 32 {4 a (liver X receptor
alpha, LXR-0)-ABCAL 24 Bk 1) 442, {2 i ABCAL /3
F4) JEL [ 2 &7 70 I A1 200 L P OB ] e 7~ gk 2L 9 A 4
PRLERITR Js, AT A H 0 3 Ik s A B e ) 4 FH 280

26 PUEEFILMAEIER A AL 2E 2 B koo FE A 1k
HERE SO RAE R AR EE R 2R . S84 i 3 ks A i
T BT B 24 5, JR BB R 4 2[R ¥ (tissue factor, TF)
S5 1 I /0N B R PR FD SRR ) B 7, AE D T SR AR
WOE, HETT R R R AR, A8 B0 ik A 2 T A AR o i L S
o DR, A o /N AR SR B RN T I A AR A R T 1k
B Ik A8 A T s B A 2 A 4 /) B ik o A A Ak B B, gk
T K 3 Kk 85 A°F B4 = 1) A XU o Il R E 98
WY, AR A0 5 R 2 3 A 5 K50 1 I 3R A S VR A I
ABLAR S0 E AT I N AR FH o 7 [ S5 0 A I B ] B
[i] (activated clotting time of whole blood, ACT) & F,
B MR 25 SR R i/ i LT (platelet factor, PF) 1B 5
&5+ BF AN SR PR B4, 37 6 1 /s
BRIIBEMT RN RO FTREIT ALk, [RIR, B4R 2y SR 1 vk
IfiL# Z (clot rate, CR) {H iz K T-IK 4 1 FF 2 81 59
) CRAEL, 35 BH7E [F) A% 5 1 v b A TR 459 VS [ B 1) T
B R E G IR 5 25 L7 4 1R TR R FR R, $R R

Puerarin

FOAT R BAR A T I B SRR A H IRV AN
[ 71 1 B AR 3 (15,30 1160 mg-kgt-d) 245 0E B IE
W /N BURE, TR S KRR LN 1), 3 EL R
# (adenosine diphosphate, ADP) 7 5 ] IfiL /N i 58 4E
AR P AN R B2 A BRSO R . 7R MR AR 5
J7TH, B AR R AR PR R R AR D) AR SR Y A B, T
85 21 240 i S AR 1 48 A T 50 K% 21 240 PR FL Uk N ) 3%
B S RIS, PR B AR A BOR I BUAL AR A, ikt
FA 55 A /AR B AR A P AN 0 i A8 G kB, TF
fik % 1k 0L S AR AE ML AR T P RS OB . B AR =T
2k 55 ox-LDL % S FI HUVECs FF TR R IE . E#R
% (100 umol-Lt) I A 2 A FH wT LA PIBK 411 71
(10 umol-L*) B eNOS #1171 (100 pmol-L?) jHFx. 45
R, B £ T OE PISK/AKYeNOS 15 5 16 S i
& FE 0] ERKL/2 A1 NF-xB #4035 Sk #11 #1) HUVEC
TFMRIE. BREAA—EMPEER, TR —M
TERAE V053 28 5 bR 20 Bk o R LA T2 B (0 T 2y
3 RE

gk LTk, B AR A B R M | o R TheE
P L0 B 38 5  7 28  F00 A) L  200 F FRD T B 40
il /MR TSR 2 B E (1), 5 Bl ke A A
Ao B 0 VR IT SCR o Bl K o A A 1 8 08 WL
Bk, 2RI R B EAEH SRR, T EE
TN R . I 28 2 B 2 5 R B, B AR 2 nT il
T 22 B R 22 00 B S [R) R HE DU AN Ik O A A AL B /R R
M, BARFETRIEEE, W ICR, BErE, RWRA
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Figure 1 Mechanism of the protective role of puerarin in the treatment of atherosclerosis. Puerarin has a wide range of pharmacological

effects such as regulating blood lipid, improving endothelial function, inhibiting smooth muscle cell proliferation, anti-inflammatory, inhibiting

foam cell formation, inhibiting platelet aggregation, et al. It has significant therapeutic effect on atherosclerotic diseases
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