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Application of traditional Chinese medicine for treatment of atherosclerosis via targe-

ting PPAR
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[ ABSTRACT] Atherosclerosis is recognized as an inflammatory disease, and its development is regulated by multiple fac-
tors, particularly dyslipidemia. ~ Peroxisome proliferator-activated receptor (PPAR) regulate the expression of genes that are
involved in lipid metabolism and inflammation; and they have three subfamily members including PPARa, PPARB, and
PPARy. However, synthetic PPAR agonists exhibit ambiguous effects in atherosclerotic therapy and induce various side
effects.  Notably, recent studies demonstrate that traditional Chinese medicine (TCM) alleviate atherosclerotic cardiovascular
diseases via suppressing hyperlipidemia and inflammation through regulation of PPAR signaling pathway. This article pri-
marily reviews the regulatory effects of TCM on PPAR and their therapeutic effects on atherosclerosis, provides valuable in-
formation for pharmacologists that are interested in searching for effective herbal prescriptions for atherosclerosis therapy and
for clinicians that are interested in prevention and treatment of atherosclerotic cardiovascular diseases using TCM.
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Bl i At 2 B Bk R e R B 45 1
[ia] 5 JI v T ) FRAREARE , O I A8 2 ( cardiovascular
diseases, CVD) , FE51] 2 Bl ok ok A Al A 4 o 1145 58 95
(atherosclerotic CVD, ASCVD) , E i — 1~ K
ONAETIAE TR L i A B S e 4
2023 HEEL) , FR AR M T 59 CVD 7351 i J R 3
K114 48. 98% 11 47.35% , FLIZHIR (1) s SR AN ESE
AN TFRESE LTEB B B ko R R Ak — i LA
S IR A8 ¥ iR T AR A R AIE 1 it 48 1 S M
AFCT HBOR R R N A, BB A N R
E SN FHLAR (3 B AR 28 LA 06 o RV I PR i
FHE R NG 25 W) 7E Bl i3 ASCVD J7 i U T — 5 il
R H B2 B R IR T O AS BB 98 4 i il ASCVD
R

I S AL VA 1 B 50 A2 AR ( peroxisome pro-
liferator-activated receptor, PPAR) 4% =/~ %Y | HfI
PPARa . PPARB/S #1 PPARy, PPAR 5 #l &% [ X
ZAK (retinoid X receptor, RXR) JE Ali 5 I — 4K | F
5 HARIL R AR DNA IRZS &, dE PR Be A
HRAEM IR L, #2468 172, PPAR 1)
S3AE A W o T RE AT A A2 SRR S
PPAR« ZEZAE L ME ATFAE B #5ULALC 38 R S
Rk, HEES 5Bz B Akl ae st
s PPARB/S fEHLIA A 234 ) iz, H AR BILI)RE H 41
20 A T K48 ; PPARy A 54~ &L, PPARy1 Hi
PPARY2, FI# 5 R A HAor A ) 3z, 5 % E8AE
F R 2H 2 rbmg 2R3k ] 3 1 b i AL s 105 20
AL 5 R AP . W ALY PPAR JR A 5
FERAE B sk -, A% ¥ kB (nuclear factor-B,
NF-«kB) FI#4{% & H 1 (activator protein 1, AP-1) 254
HAEM, S 2805 & 8 s d, 3w W R e
KT

S PPAR 15 AIAE B CVD o LA 82 G
W ER T AU PPAR JAY55I7E CVD BiiAa
MRIAAR AT LA LR RIE S Xk
A WITEAS T B 2l W R AR v 3 B S ) L 28 A e
MTRITRCAE, ZETRJT ASCVD FY I PR 56 v 7% Ji2 3
HA R B AT AR YT AR 1 A5 88 2 (traditional
Chinese medicine, TCM ) A A S 43 20 ZHE 45
H 3 A AE D R E HT AR A, TR IR T 18 P 5 Ak
P 77 T EAT R B e, B A I Y K 2
A HAE B0 B[R POk e (HA5 G
#&, TCM TEIRYT CVD, F5il 2 ASCVD st i R 4F
MNRTTRCR AN 2 ; HOE AR AR s TCM AT %
I PPAR {5 5 il e, ASCX TCM 1 #7% PPAR

PEHE NG A SN S RE E T B ¥R ASCVD BB 5% 1F e ik
TeEd , Gk — gk TCM TEB I8 ASCVD g
N

1 TCM iBiHiE$EE PPAR ZE#EAFEF ASCVD

RAEL NS5 ASCVD WA R R A |
RREEALFNIE IR . B4, 75 3 bk o8 FF 88 16 i By
B AEFR 2G5 Y B A A0 T B R e 1S M S i
VT 5 AR AN B R PN T e 7 Ay W A i
e W AR PR 1Y) i TR 52 450 48 B, 2 7 32 R 00 A8 4 R
PEILIEFE AT A R R 2ih o BUR 2y L “E A 5 3%
B, TCM ]38 23400 PPAR {55538 % 40 i 4 9 AH 5C
15 0 1%, A FEENEMEALE 3 4 ( phosphatidylinositol
3-kinase ,PI3K ) - H I [ B ( protein kinase B, PKB/
Akt) %5 PETTZEM# ASCVD(E 1),

1.1 TCM iF#= PPARY-NF-xB 15 S i@ BB K& E KA
FELtR AL & R HEFR ASCVD

AR T BRI, Sl bk ot A A8 A 1) 32 n PR R
WESS, FPER FEN S IE JNE FEA R
AT EIR ETE AR B R RN R BT S 2 A5 1205 )
Ao FLE A 958 4 T A0 Sl ko R R A st B
SRBITT G HOR R ZLAERURIE 5 Bl 2 b1 21
o 5 R AL, 2% 07 R IR B AT AL Y 2
R, PR EN B~ I 50 R W e o A8 By 3 2o YO
PPARy-NF-kB {555 38 F 08 5% ) B A0 5 e, 5
R EEHERIBRESESFENEE N E AR
i % (apolipoprotein E knockout, ApoE™ ™) /N B H 1]
BETHE PPARy 19K IA I B E B NF-«B 9%
R SRR CE AR PR AR R
HEAZRILNE B L4e HH JETH M5
12 Wk gy, 207 p38 22 28 s AL
fitf ( p38 mitogen-activated protein kinase, p38 MAPK)
IR 1k 7K F- 1 45 45 2 20 A KPR 1Y 2K P 0T
PPARy, #FIMFEARAE 2 5, W A i/ & 1B (in-
terleukin-18,IL-18) IL-6 F1 98 IR L K T o (tumor
necrosis factor-ot, TNF-o ) Z5 (1) 4341 1%) A6 R 1
AL G PPARy {5 5 38 i B CSTBL/6) /1
TR ARE RN R IRIRSE R B v 25 0 7R AT s
% PPARy 14l NF-xB #9354k, 510 T 1% 48 4 A
TR 27T HIL ) AT o3 B R AL e s B
WHTrRARR) TCM HA T MALH R TIRL

LW 40 A AL 7E ASCVD A v 473 33 7 2 1) £y
@ TCM P i 4 19 PPARy-NF-«B {5 5 3 % 1]
) w20 1) B e AR TR M1 LR AL 2 E
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Hom ARG M2 B, B0, 4585 L rE
ApoE ™ /NEUFR R R M1 A W 4 i bR S, Anig
SR SF AR A TNF-o A1 1L-6, 3 Fi M2 B
WM bR AR A, WOkS R 1 TL-4 A1 TL-137 ) b
WPy WIS PPARy Rl NF-kB {5518 #&
il EL W2 AL M1 SRR AT i M2 BUAR Ak, DT 410
il S bk o6 B A Ak T B 9 T U O A 14
PPARyy FEih Al Ake-41 Bfg 71 9 5 25 1 386 %) B
FRAL AR IE ApoE ™ /N U 40 g 1] M2 AUAR 1k, ML
77 1 2% 20 ok ot A A AL BE B g JEAR S TCM YA %
B3R AT 1 R PP ARy SR IE Y F WA b AL
Bil4n, NZ A Rl J& PPARy AU RSR B4, i i
H) PPARy /D 52 A FH A M1 28U = 58 440 e - 314
TR AE R M2 78 = 4
1.2 TCM 842 PPARy-PI3K-Akt {5 2@ B EMRK
FEF ASCVD

HRGEIN T B ER  BAEH IS RAT B
LIACFNPES AR, HA W A 8 A B 2 DR
IZJ7iE A ] PI3K-Akt Fl1 NF-xB 15 5 3 F 5% R
i S5 IO T G A0 e 1) M2 FRUEE Ak B Bl Bk o
BEREALBEER ™) B S e TCM h—Fp A AR
FAEMIBT ASCVD HIF, %07 R A B AN S
AT Rgl . =BT R AE LA ; X 2636 M1
8 P01 5 2 PEIENE (focal adhesion kinase , FAK) T
A PI3K-Akt {55 5 38 %, 8 177 400 7] oA 12 24 2R o 4
B>, AAEMR R, NS B R it LK
PPARy #1323l ik FAK 19 3& £k, T 98 PN EZ 40 o
=2k G il W A (61 e i WS S 7NN
T B BRI 5 519 ApoE ™™ /IN BBl ik o A At Ak,
BEHIE AL, LR R, R P S R S v A
A3 I8 LG PPARy $7H FAK K H R Ui#AY PI3K-Akt
i, FIERAEKT, SRR ANE YU
WP PBK-AK-IFL S RN E R B EAGS
BT PR SRR AKCE , I W KT £ i
2R 1 g, AT 0 ) 3 ke R A Atk ) T )
IR —Frh gy Rl S SRRk
AR A A B PR L B AR P S
MR B JFSE LA fl=-E =4 R, %2yl did i
it PPARy {530 B0 4 i S 1y ™) 5 oA 04y
FHEYER B L i0E PPARy M H T T, B 155
i e A R el = o W = = W Bl & = iR
BEH BT B PSR 1A S8t DURE BRI 15
3 A ) A AN AR N, A R IR AR AR
[AF B (transforming growth factor-B, TGF-B) #7174

Ji % T T T AR, F T e i 3l bk o R A A F
FEDT R B S AL B L A A S 1 S
PEt5 FAK KRR PI3K-Akt 15 538 B% K 514
F1ASCVD BG4 1 i 75 ik — 20 ik
1.3 TCM if#EHMESEREMAIEF ASCVD
THMTE G i PRkl Ko T 22 B TS
filE R R A BT S RHLLAE 10 MR 25 R 2 A
TE ApoE ™" /IR Vi LT B 77 38 A 0 Toll #5244
4-BE53 AL R F 88-NF-kB {5 5 38 [ ok 410 il &5
BREF O EZER S AAS EE ZEH/F AT
48 PR KR AN TR, h R S8R5 K 1)
(3 A VL) IR BB 0 JUnT s 0 LS I 9 A&
AR, IF A AR LA P B AR 0 ] 55 RN
W/ NG BRI SR AR R CVD S e A ny &4,
ZIRSKRREREAL Y BeAh, 2 R A
fo AT IR ApoE ™~ /N FRUE 48 4l it X7 R K SF- A A%
FshPoRREEIL™ . NS B Re3 0l sk 2 1 3]
WAL R P03 1Y TNF-o Fl 1L-6 635, I ik
PLAR ML T IL-10 F1 TGF-B 43, 2% fift 3 bk ks
fEAL . PSS TS A R R
A SO vl 3 R SRR R OK O PR LA N B
TIIRe RN o 38 T0O08 248 55, J H5 50 2 ko ok A A A 7 Dy
7 T PPAR S AL 2355 RE
S, 3R TCM 5 & 3@ 845 PPAR 5200 4
FASCVD, 75 7ER K W58 th itk — 2L W

2 TCM iBiTi83E PPAR EMAERBI=EL
0 ASCVD

TCM TR ARG C A T 4R R T 52
PR ZYBE TR R, TCM AL 9817 PPAR 19F
45 T, 0 1 B A% B R S Lo ( camitine
palmitoyl transferase-1a, CPT-1a) AT X 24K (liver X
receptor, LXR) Fll ATP %5 & & %% 12 1A ( ATP-binding
cassette transporter, ABC) 5 OEE AR ICRE | R 22
fit ASCVD(& 1),

2.1 TCM _LEiF PPARo/y-ABCA1/Gl 15 S i B {2
BB B ME

FHEE T BR Tl i e B AR I VAT A
FIZE fife tei A AL A SF U6k 5 3h ok 34 4% 0 Ak AhY ) A
ApoE ™" /N H HC s £ ) AT B B 5 0 PPAR«-
ABCA1 {553 # A1 34 L 05 4 it P AEL T B - 3 i
S i v B I B LT K 1 SR RN A rh L
R Pl T PPARe/y 1553 M 2403% CSTBL/6]
sINERAC I AE DG 5 14 % ( metabolic associated fatty
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liver disease, MAFLD ) %% %0 rfv {1 JiF I 8 Jb7 22 110
S5 PSR U IS P LA PSR A A 3 i e
RN F LXRo F1 PPAR« A B 22k, R0 TR
MM R

&L 428005 PPAR-ABCAL 15 5l B{4h, 4 £
TCM A5 #7% PPARy-LXRa [A)4% 1% ABCAL/G1
ek R 1 53 I [ B 306 [n] 5 32 (reverse cholesterol
transport, RCT) , 2t 3% JE A Z= FL A ASCVD,, P 3
N E S sl i A S AN | e i)
FIETE IR R T ASCVD 3897, 43 F LK 58 %
B, DU 3% 38 3 19 58 PPARy-LXRa-ABCAL {5 5
% DB R RS T IR B P 22 G R IILE RN B R AR
WAL BESAE B 16 E A7 R 0 40 1 /N B 3l ik
ok RERE A0 e KT AUE B o L RRRR B, A AL R
WMk 9 PPARy-LXRa-ABCA1 & 5 il % 12 i
RCT™Y | BRA8 bk iz B AR A /K BV =B A A2
K B A A, AR A 38 Pk 7 ] 38 2o TR W AN
PPARY-LXRa-ABCA1/G1 il #% W %% 3h ik ok £
B B8 4% 7 8 3 BE PPARY-LXRa-ABCAL
T P A A S BRI A RE Y Ak,
UG 5 2 B 5 RN I 3K A 5 38 3 9 PPARy-LXRa-
ABCA1/G1 {5510 42 28 i [ F A HEFN RCT, AT
Y R I AR S Y ApoE ™ /N B Bl ik oF A A
A0 2R AR E e 5 AR R Y PPARYy-
LXRa-ABCG1-JEE R 3Z 1A B R0 1 5538 # , I
R WA A A TR AR Y

il it PPARy bl LXRa #b, F26 TCM 577
FIPR A3 3 PPARy 4% LXRB A HAL ABC #4154
PRIk, KSm AT A R PR B & —
LAY R1 5 46 R W0IE M5y s %07 R T b
4 PPARy-LXRa/B-ABCAL {553 f& {2 #f RCT, M
TV 20 ok ok R A AL B 4 B SR DR RN RE
B % 7 0 B AR B R B R R R IR
5:3:03 02 1Y AR T B HE 3 5 g R
PPARy 3Rk 18 T Ui 47 F LXRa F1 LXRB DI K
ABCA1 ABCA7 Fll ABCG1 AYZIA , Z2fif K B g L
iE R JCE P A 5 BRUR 32 30 ik 56 ik ks A e 1k BRE B
FER . HHT, A 5% H 2507 F W R 5 PPARY (9
W5/ DRI RS 0 2 40 2l ok ok A A Ak 1)
W R S R SR P S %
B ATy SE R B A 1 T e O R T R
AL R JH 4% PPARy-LXRa-ABCAL {5 5 il
H% G2 2F I 240 e PN R T 2 3 S A 0 o s A
R TCM A5 i P45 PPAR B9 HAl B 374 T
ek RCT 1 75 #F — B #R5% , J8 IS pdu o v iy ke B

AU B PR IE S T 3 g AT G O I RE K R
JIH[EBE (total cholesterol , TC) | H ¥l =15 ( triglycer-
ide, TG ) K %% J& 5 25 H (low density lipoprotein,
LDL) fiH & ¥ ( LDL cholesterol , LDLC ) F1# 15 %5 £ g
B R R K CF, B Bl Bk o AR RE b B B OB
B AN R ORI R | R
X5 AT I T 2 5 5 51207 R AT E i 2 A
B PR K B 26 15 R JH B9 PPARy & fif IR 1015 3
BLUT, MIEATRLE T R YA AT BRI I
RE FARSFH R, %78 i3 0% LXR-PPARy 15
S, BE IR A R E Y L Z8 LA, PPARy-
LXR-ABC %1z {45538 I 75 Hh 25 75 77 F1 TCM {241
JitL P EL [ B AR HE AN RCT 3 A2 b & 4 EAE A B
LXR-PPARy ¥ A% B thaft— A5 1 iR TAL
2.2 TCM il PPARa-CPT-1a 15 51# AR i# A5 Al
[ 4=

A 5T WK, TG ME TG g 5 M k: 78
ASCVD EA MR R fE i i i M a1 3%
B EE R A AT A T TR
i MAFLD #54K BT TC . TG \LDLC FlzkAg & M
B (apolipoprotein B, ApoB) 7K, I I3 ApoAl
e 2% P I P R 0 e ) 7K s HLPE R P AL 5
PR BUIFIE th PPARa 1 CPT-1a AY 35 R 6 35 %5 )
I B0 ALIR 0] 38 53 S PPARa-CPT- 1o
5530 3% ApoE ™ /N UL A 7K - Fndi 4 sl ik it
FEREALBES IR o+ 75 8 A 25 B I A (T A
AR NR RS 1Y ApoE ™ /IN R B0 bk ok B A AL B
HIE AL, X 5HAR T PPARa-CPT-1a 15538 #% M 1
TEFEAR IR B EALARE S BLAh, R 2 el F T &
AR T et SD KRR Rk 8 &)
HENZ A MAFLD #5580 5t Jig 7K 7 R JOE o) 68, HL A
FBLE S B8 PPARa YRI5, HEMREARHIE TG 7K
AR AR R, K 25 Fl 5k TCM
A3t F 3 PPARa-CPT-1a {5 5 3 B& AR 3 IG Wi 2
SRR A, 0 11 2% A v H Ik = 5 I IE . MAFLD
ASCVD 2,
2.3 TCM #1#l PPARy E S BB THEERAERS
BB 1% & M A AE

PP ARy 755 5 B8 25 BT A 15 200 1 43 Ak v ke =
BIVERT . PG, 40 PPARy 193855 1) R I &5 08 i
TR NG & B & 0 A E . F2 28 TCM 7] 3 i
Ml PPARy K 4EFENR DU FAELE ASCVD (1 1)
B, Bl AR R E AR AR R EE
REE BETE A1 5 % 7 77 35 258 i 9 PPARy Al
[ 5 2 N, Te A4 45 & 85 1c (sterol response element-
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binding protein-1c, SREBP-1c) %5 5 P ) 25 14 ok P A
IR IMLRE K FUAY TC R TG KT K # g — R e
gerh2l, H B BERR PR AP0 55 A i
5T 2, R R4 AR 5T A 19 32 2 B L R

5 A i W A R i 1 R U7 3 A R G 3 TR
RikA K, Hrb  REMRABEASHLE] 5% PPARy
FARIt LR WA A O PRSI K ST
i ] PPARy B H R - AEHUIRTR 36 bR
L3 LDL Fr o5 S 09 B Wk 40 M Ik Ak, JF T A
ApoE ™" /N 3 Bl ik v 96 K 20 L B B e b,
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Figure 1. Application of TCM for treatment of ASCVD via targeting PPAR
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TCM CAEE I, R e e |, A 42
AP NRAEFRVE T B K simk, B2 R
W5 R, TCM 5 70 5l R 2 5@ 1<k 8 [7) PPAR A 4040
il & A J52 07 ARk IO 98K, el 3% i G SR, DT SE 2%
SRR AL BEBR (I8 B, X7 — R A T
TCM IG¥7 ASCVD B 4> F AL, (H/2, TCM HA i
IR AMZ R AR . BRSO, TCM i
=1 PPAR 55 B REHR 70 BB iR CVD 1Y
YERIALE . ERT, TCM 1) 5 8 350853 B o DI i)
VEFMLEIIR IR AE — 2 R L 29 % H = PR Ak dE 7
SRIMLYE T PPAR TEAN A 20 J Fn 20 2 b ] fig HoAT AN [F]
B4 W24 T RE , TCM 7£ ASCVD B34 77 T 22 Fif DA i

BHET AT A B PPAR 1835 7] B9 Th 2k, sk i/F 1F &
VT AN [ A5 280800 DR R P A A QI AS ] A LA e
TEHRALE SR AE R PR R AR T R aR B,
TCM TEJ5 SERIWFTEH , Bl £ B F iR 0 427 4
AR FEIFA ORI 1) L 253 A3 R LU0 22 T) Y 5%
HRI3AT 2 TCM AT 1o 3 B AR UL = g 2
EER

BEAN, fo il i) — SE W 5 R B, TCM 2 58 45
S PR (0 AR X = B R AR = 0 3 i R
75 TR ML AR T R A 38 K P B2 T FORE Az 3 4¢
BT 0 AT RETE i 9 S 1 T TR R B R AE i AR
AN DRORAERE AL B4 8O 28 AR g —Ff iR
2y, ] DATACAE 38 B AR A R i G A G g, M
A 1A L 2 AP SAE /A R TR i A X TL-18
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FIL-18 AR, ki B BEs R e v A F
FEARHT, K TCM AT kR R R s R AR AR g
FEY)EAL = i, 410 ] MAPK-NF-kB {5 53 % ok 24
SRR S E I 1 3 ik o B 1 1k B B
B A KB R A ASCVD 5 T i 5 it
JREMLLEAR ) TCM 2 75 38 1 18 2 iz 31 ok o B
AH S AR 35 W 3 T Y PPAR {5 5 1 B Ok 2 R
ASCVD & T — o A5 G R 22 n]
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