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FHT LR RIE WK
(W IR BERL R A M 28— BE e W RHE B IERE, W /RIE 150001)

Ik STk W T 348 5 ) 1S 7 K (peroxisome proliferator-activated receptors, PPARs)AT 32, i 4
AL R B4 BEL W) 005 32 R a(peroxisome proliferator-activated receptors a, PPARa), i S fb4)EEiA 4
ﬁﬁ%i}?ﬂﬁi"ﬁiﬁ/&peroxisome proliferator-activated receptors /8, PPARP/8) Flid A Ak W B 1 5 )
ﬁ?ﬁ%ﬁiy(peroxisome proliferator-activated receptors Y, PPARY). PPARa FEF LT . OHL. B
Ko asLAE L Zirf . PPARAEC LS R AT 35 T N S A MG . i A7 WLAN I . 200 L Cs
WL4EHE, PPARa) 22 S5IANRERAS . AN . RIS ZFAEYIRZ, 2O I8 B 1 &
AR . PPARa S B IKoMAEREA | Seb o . O WU BE SO o) 508 0 4 5 00 2 VAR G

1t ALY AR IS T O ey R O MR HLE B

Research progress on the mechanism of PPARa in

cardiovascular disease

WANG Qiuli, ZHANG Ruiying

(Department of Internal Medicine Critical Care, First Affiliated Hospital of Harbin Medical University, Harbin 150001, China)

Abstract

Keywords

There are three types of peroxisome proliferator-activated receptors (PPARs): peroxisome proliferator-activated
receptors a (PPARa), peroxisome proliferator-activated receptors /8 (PPARB/8) and peroxisome proliferator-
activated receptors Y (PPARY). PPARa is mainly expressed in tissues, such as liver, heart, kidney and skeletal
muscle. In the cardiovascular system, PPARa can be expressed in endothelial cells, vascular smooth muscle
cells, macrophages, and cardiomyocytes. PPARa is widely involved in a variety of biological activities such as
energy metabolism, oxidative stress, and inflammation in the body, affecting the occurrence and development
of cardiovascular diseases. PPARa is closely related to diseases such as atherosclerosis, coronary heart disease,
myocardial infarction, and heart failure.
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ﬁ%‘%%@ﬁﬁﬁE%Eﬁ?ﬁ%ﬁia(peroxisome
proliferator-activated receptors a, PPARa)j&—Ff il
PRIE AL BAZRG SR IN 7, J8 T A% R 32 B 25
B, FEGE S I BEXA AR iR T R AR
FrEDNARFHI . 8RR R Rk 2 AR . B
AACRT AR Y 5 BACHE, i vl ad 2 500 B e R
AR 3 B & 3R OB L A AAE BN s
LA A BZ R RE 40 S T UL 200 i G B T RS A 2 Ao
7 SO A DRI, T R AR o
WU o FEZ PO B K i R, PPARaZAE
FEOHEAE N, D0 MU SO R T B BURT R

1 PPARa ZEH345 =

PPARaffHi DI BE Al 73 A /BIX . CIX . D
XHIE/FIX o A/BIX NI, 22 35T 1k
B O B R fL S PPARa . CIX N DNA%E &
X', PPARat LT RE 32 I U5 R Ak, B8 A7 3
A0 R, S S W R 3 B W B4 B G
(peroxisome proliferator response element, PPRE)
gigy, AERIEEFRE, RERFMEMY. DX
Ky AR BEE IX, e PPARG S % 2 PR B i T 4
7, RSB MR EAR . B/FXONARLS S IX,
ARRIEHYE, B WMENIE . PPARaN
PR TR PR R 1 R AE B ik e i i o fige A
PPARaf MU IR T )2 T I PRI T, e i
R S5 IR T

2 PPARa HEYZFTHEE

PPARaZ 55 Wi MR ACHE . 5] A A e 48
SV o PPARaZy ) 3 3k 3 15 Tt ik 4l 1l A B S0l
i PPt L i Bl A B AL T 1 (acyl coenzyme A oxidasel,
ACOX-1). =R AL Z B (trihydroxy acyl-
CoA dehydrogenase, EHHADH) & 4fl ifl {2, 25 P4 50§
CYP4A(cytochrome P450 4A, CYP4A), #NiZkKL
RBAAL o S Al W il A B 4R Ak BORE AR / 19 I8 19 o
FAET PPARG S HAR 5l o G HE R ik KT
EAL, BRI MR A LRST . J15b, PPARaE T
A 4 JIEL T 75 7 - 50 1A T K S 1 12 5 T T A AT 00V
JIE G B LI B2 & 1 (low density lipoprotein,,
LDL) /K, 3§/n & % B 5 1 (high-density
lipoprotein, HDL)7J(qZ , KRR AR A
(very low density lipoprotein, VLDL), FIRSFTRIN
B [kt B B AL AR 7). PPAR«E 1 1 A% X Tk
1% BB AN A ) K-52 4% B9 9 (nuclear factor activated B

cell K-light chain enhancement, NF-KB) ERERl
et RAER NS, Y PPARGIN MR IS B, {2 HE
NF-KB {fifb, b4 K K-, g IR 5E A
F-a(TNF-a) IS AL -2 (COX-2) & i, FEL
I & iE 41 403

3 PPARa 50 1 E & &

3.1 PPARa 5F KR FEN

PPARafE Z Ffig BiAC b Ak #5 E ZAEH,
PPARaf% 555 T HDL . #8548 H ApolMApoll, ¥
DG R BERLLDL, BEARIMAR , IR LR 20 ik
F B AR,

RAE SR B PR RERE AL E AR BN K
PPARa i 1 il 42 98 A F-XF H1 RAE . WY 14643 (¢
SEPEPPAR 3 7)) AT 4 M [H] R o -1 B
2 40 M b B 1A RORE TR T R GE R AIK, 7E I 4
N A R R = U < S B o S A 18
PR A B — AL R R, WD IR -y A
HIA -1 L TNE-adr i, DIk 52 3 ok s ¢ i 1k
1) % Ji& . PPARaf il 1 45 ~F # WIL2H A6 v o 40 A A
-1, A4 K-6 COX-2% TRy Fx,
Zi b Prid, PPARaif o 18 75 WG 40 Jifd - 60 UKk 41 i P
AL FEARIMLAG . Prok . PrA L SRR AR AT 2% 3 kol
FERE L R

3.2 PPARa 5B 1%

SEEAR B Jok ok RE A Ak A I e A B SE 2 i
O WLBR I B R BRI, SO, HSE R A
S B 0 B R, o B P B R IR AR i
WO ME RN, LDLAR @ BT, % s & A
JIFL [ ARG, ARAE R T+ TNE. 484 VUM R 55
i S

Jig I AR 15 25 L RN AR A s I R A e s 9 1) B
L3 [ ol o - X (1 =S e o I N e B WA b i
LR &A= . PPARadE it/ H T WS i iR % iz 28
. IR A IREE - A i MR IE R AL, 2%
JEHE AL, FEAR = WEH i . 3iF 2508 D iR DL J 2R 0R
& CIIK 8 45 Jg B AR . PPARan] 1l T ¥
TNE-a. ZiiEE ZEFEorF-153 0, D RAME RN &
FED WU VE Y . S0 i PPARG AT L 35 4 P4 i
T AR I B A PR IT AL, DI R I ARG I e 0
PR AT

3.3 PPARa 51 A#EZE
TE MR B ik 45 4 5% D) e S A AL B, &R
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SEEAR B ok o b e 2 Bl b e, R 2™ L LR I
OO NS, BRGSO WLEESE RS, R
L el O WL AN I B g 2 0 B AR A BT
A EEAEN, H e ACH™ 55 % &
JEHEFRDY . PPARGIE R IIMA (fatty acid, FA)FLiH
AHOC T ) B SR 0 I 7, s EEXZIKIE
WA RIEE AW, BAEIAEE, SidAky
Tit A 348 5 0 O 52 AR SR T A 4 A T R B s A
U, PPARGYE T F R SEIN , 4 0 Ag B R %
{37 if§ (fatty acid translocase, FAT/CD36). AHki5
fik %% 2 B§1(Carnitine palmitoyl transferase, CPT-1)
#Kiko KEENEWITR (long-chain fatty acid, LCFA)%Z:
FAT /CD364% 18 45 i i 2 % 1z £ 11 5 T 1 A\ 4 i
TERE BE 4 BEA 5 R R LCFAAE IUIE ECoA, TE
CPT- 1A Az 10 ok PR B, P73 ek 2 b A P9 B 1
R i 25 ek A IEE,  E A I Tt 2 % T T4 A T 2E
JAEMECoA, FEANRNTMRBHEAL, EMLMECOA,
PEA =R G L I FADH2/NADH, 7=/EATP,
LR RE @é@fiﬂﬂ@fi(phosphocreatine, Pcr)
J2 20 i 9 AT P 5 B 1 B A7 R s R T TG L
FEFE S, SF Moy 8CF R, O NLANIBATP & & B W F%
fiX, PerWJ W FRE, DU TREE ™ BB Z R,
S FO A T RE R AT

O WUREEFERS , AR 2 kgt A 2, 0 ILZH A
e ofil B S B RSE, PPARaF A R[4, PPARafE
F U S FAT/CD36 MICPT-1, Jf{fi H &35 F%
i, FEURWIMBA ML FEZI, REE7 AN,
i O LS 5 17 5 20 WL Lk B — E R B,
JIE 107 T AXC3G SOH A X e ol 3 20 JULAE S8 T
By K, BBEZIAR . LHERHE . Vi PPAR
A FAT/CD36HICPT-136 534 /i, itk AR i R B 41
fb, ATP/™= A3, Ktk, PPARaR] 2.0 ILGE &t
Ry, 2 E Sl B, O WU SE AR,
FEAR O E B4R, WBOFEME, JFmn
e O E T BEN T

3.4 PPARa 5.1 /1% if

> ) % i S 2 L JUE B B B R B, I
I, LS W W n] 560 B 52 MR IR AR, e
NS 7 R % R, O LG R M T B A, R
O MERR REVE, RO IEDIRE . PPARYIL N A
F-la(peroxisome proliferator-activated receptor y
coactivator-la, PGCla)%ﬁ3§{zl:1ﬁ%1tlﬁjﬁ$@l§@
TWEsrFHLHI . 0 Ty I I B, PR ek e, A
PGC-lafkiki /b, DML AT PPAR« S fE AR
LR R A W B L SR A TR P FE S S [N R B

Wi ARG

Liu%EPORF G IR S . Sk i fe 0 LA iR
OAUE T R T EAE N, HIRERE G2 0 ) =
B R S I R 2 Y M0 I MR, PPARa
ZZMHLH R, PRI T, PPARaEH]
TR EL A, BHAT SRR AR D7 BRACH, b0
10 == G T TN Y5 e ik 7/ B DA S Sl IR R
L RE AN R B A ) e v i AR Y
fill, ATPRIPcr& kW@ T Y, %R dgil],
FA A %5 0% 2040 R 0 2 R R, 0 I BE ™ Rk
Z, ety it R, KA O ILE4Efe, O
TRERE AT . 5 O R R (0 B B ) B 20 R
PERRFE . TEAEFRET, IEH O RATP £ 2
F 28R AR 1 AP R AL B 4152, FE o EP, PGC-
1L Z 5B LR Y RN &N Irm, 5
PPARaHH B AE AT 5 2L [l 006 L, A 9 e 4G
W RAE . LR Tl A A AL 8 RS A 0 B s R T
Fik, e kLR A ST R 1k KR R AR Ak
JE 3 D1 AR o PPARG R BT ER AR B B 24
%ﬁﬁl(silent mating type information regulation 2
homolog-1, Sirtl) %€k, FEPGC-1af H T jFil
BRI B, e NE DR A A R R B 5, Bl
I Py T A1 S R A O 2 A L ZE T AR PO g
KB AR DURS 8 53 4 1Y PPAR-a/Sirt1/PGC-1ai&
e, WL B EREh B0 B AR A, B By £
efl, FEHEFR O PIEAS T A OCHAEN] . Asrih
SRR g R B O FE IR B IO o 3 AR
AR, WTHESPPARaKIL MA K. PPARaF B
AlEHE O AR AL, HO R e i, 1ES7
OB R LamZE P05 £ W] . {/EPPARa
SR B /N, O EFASR ARG, [REH EE0
FEWEM ., DuerrZE™HIFEIES: . O LPPARaT
Fik, e WUAH LU IR TR, s co JUL A A O
7o, PUAALREST R, O BN DI RE R AT

4 PPARa & 7 B PR 52 B

PPARa R IR LB FI ARG IR . M = JiB4%F,
PPARa N T & W h7H, bl ez, mHiHF
RIT MG S8, (AR K RE L, HDLHE I,
JRE FTG IR &, FRAC = e H i R RS LDL
JIEL 1 55, T I A TP R A
FENG R b, %24 O 8UE 5 B AT 2 et 54 80k .
Lefebvre P URF S SE . DL RS 25 4 1] ffi 2 SR04 fR
I B O A AR B O LA B 104 AH X f 6 B T [
19%, /DO LR 4EA K A T, vk /b 3t ko AR Al Ak
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Koot A =, AT R s Tl il A8 O 0

DURE S 2 W3 ok ol 58 e & ZE Kb . 991 A
. S IEfe AR ZEL 40 A T T L4
FUN B 4 p 34 08 538, i ecss 0 L R 4¢
R FREE 4, [l AT ARG I R B, Hecker 5 XA
FEZRW . PPARGH] 5 2 5 AAE FI A A 380 AH DG
BN T-223K . Ferrario®WFSE R : M4 Bk E
L3753 5 W38 400 6 8 i i o7 s 5 B30 I 2 o JOE £ &4
Y EE R . PPARGINBFIWY 14643 7] 5 28 52
PV 0B 0 S 0L, BEL A O U ol 2T 2 40 it 335 A
LA, A I O ILEF AR5 0 7 B
fe AR ER AL, 4RO WLIE 706 sh T 75 I AT P
AN, PPARadH i 98 ¥ A s 12 A1 A A B A, Ao
LB e, FEZZ.0 ) B R AR R YL R I
PRIRIS P7HE S . AR T D0 3 1 3 1 I A O T
25 56 1R B IOk o6 R T A 2 i R AN e 0 A R
BEAh, SR Bl ko 5 4 56t R DL R 2 2 4 e
bR B Wk ok R B et e

5 4515

PPARaELAG 25, 515268, Frilidid
WReRACH . PR . RAE N A, KA R
SO LA B T FBL . i, XFPPARaJ H 3l
FIE) HE— 20 W58 R s Bk oks RE AL L 0o . O
WIAEFE | o0 J7 5 o Fe o0 M55 5 0 o R S R I e )
G TT SRS S BRAE ST . Krysiak & PIWF5 £ 0
1 5 PPARI B 0 HL A B SO 2 5 AF . 2D RE
S HALERERFEE 2 A RN . HIk, ik
WML R . Z et m A PPARCI B
FIPRs 8 32 AT R BT 5 A

GFTS05APPARa/SME % 5h7|, HATPPARa
PR =T 1 T [ 3 B < S O N = A A S P
fit. HMPPARs-a/v/SFHIGPR40VY H I &1 I RLAS ]
M B 2 EOine, WkEmAg. wb S84k .
T S RE R . i B AR PR T REDY . JEFL I
FRIEE 12 PPARsI B |, % PPARa., PPARP/
§. PPARYISIFITE M, WIAH 5 & 28 W A2 1 M2 1 2%
JEFRIE® Ak, HB . BUH PPARIL S0 0 A &% .
PPARaHT Y 6 54 5 A0 30 7] (K-877) HLAE 17 DL 4
A e RS = H AR AN RN, AT
5 ik ok RE R AL PE IR AC I 25 LMY . PPARGI B —
BYE W Picrasidine CAH XN PPARa A T 5 2
A, T H AT S S0 RS G g A G Y PPARa
HEIE R mRNA 3K 1R, MU Y A g .

HAETWE . £ .. &k N R B EE

PEPPARaFL SN I AE LS . s &R | 24t
Il RIT SATS AN B, BTG — 4% . PPARaK 5]
FA B w0 mERNRERE, AR
FERTHEVE B IE K PB4 PPAR a5 30 %O 1L 45 514 1Y
K
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