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Abstract
Hyperlipidemia is a metabolic disease that seriously endangers human health. When too much li-
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pid in the blood is deposited in the inner wall of the large and medium arteries, it leads to the
narrowing and blockage of the official cavity, and then develops into atherosclerosis. Cholesterol
reversal transport can transport excess cholesterol in peripheral tissues to the liver for degrada-
tion, and ultimately achieve lipid-lowering effects. The PPARy-LXRa-ABCA1 pathway plays an im-
portant role in the reversal process. Studies have shown that flavonoids, polyphenols, alkaloids,
polysaccharides, organic acids, saponins and other bioactive ingredients extracted from tradition-
al Chinese medicine, as well as a variety of traditional Chinese medicine can play a role in lipid
lowering through cholesterol reversal.
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1. 518

WA AR AR AT . AW AR S TT SO BL S RN 2 AR D 3R, (45 g Jig TILAE P4 A0
HRIE LT HRGEE,  H R AR R HL R R (0 H AR 51 A I SE T N KL 5 ik B S SR T N —
[11. ARBUAHE R 5 R SRR RE AL ) S SR R 3K . SRR R T O R S %, 0 IR BUIRE . R
E AN S 2 Mo B . AR TR MR S BRI AL 7300 2 t B A Bz 240 045 5 AN D E RS, FE R
WA AR A =l S SO TS RIBARE T, ARt DS H 80 . st 5%,
BETT 51 RS D BERRAT[2] 0 A N E & A R M T, LA e S A 200 L M b0 E25 200 = 1 286 PSR 3Rs 1 o,
RMTAE N AN B, 3 P BRI AS N A T S AR O A, 2 3 T R T ) 0 R S AR A
ox-LDL, AR, < EMRansed — RIS, & ROF bR 2 AR T AE RA B, i
BB IAE SN AESFLEIERT . SIRKMFEREAC I R3] [4]-

R B A SE ISR AS LS G 5 BN ], b 0 &5 HvR T IR AR 250 . I RITI PR L 1) B i 24 3= 22
AT DUREE, MRS, MR IRES A7) AH [ BB S RIS [5] o X 28 2435 Bl FH K HLATE HIHE A
—[6] [7], TPEGRARIEMNAD. et R 2, WMERFRG T RCREI 8], T HK[9]
SENAL AT B AR B sk T ¥ ek FEL I Y g I AR ST R P B U P 25 41 . R P [10] 55 I PR 2 i i
I IR R v R MU R A e, S FRBTFE At T 4%, 45 SRR W1 IR 17 AE 1 0 5 VR 2 v I ML RE A S 45
TR B B AR, JF T A 2B DL 1 S = H A, o e TR alipi 253a T 4, oW EA
RSN ASCEEP 1 i i B AH [ 7 10 2 A4 3 IR BRI R 24

2. BBEEF YT

JIH [ i 353 4% 32 (reverse cholesterol transport, RCT)J&:¥4hJE 4 4 Hh 22 4 RE o] I iok vy % 7 A 2 1 A ]
BE(HDL-C)#5s BRI, ZEF AT — RN NS, B2 AR R AR AR S i AR [11] . = b
P — S A L 11 A P i A

O ] 2 330 238 S I ] 7 AT L PR 3 O[] T2 A R R e ok — AN i

AN FE 40 i 2 T ) £ 5 B AL (ATP-binding cassette transporter A1, ABCAL) /™5 IH [l B 4 M it 2 iH
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(3] P 3 v B B ) — 2, K AN 2 rb 13 5 L [ i (free cholesterol, FC) 4%z 47 531 AR EUE &= H
A-l (apolipoprotein A-1, ApoA-) 454, AERHT AN EZEIREH.

S-HDL 7] FC 83— 252 h B ik Jig IE [ 1 54 F% B (lecithin cho-lesterol transferase, LCAT)/E AE HE S35 771
ApoA-1 Z:4F I #4546 9 iE & B2 (cholesteryl esters, CE), Hilt/#h HDL JE & [12]

IR HDL HiiF4H i R 5 18 K 52 7k SR-B1 #i2 2N, ILi CE #46 FC £ CYPTAL fER] F &
R, HEH ARSI IR 37 5 52 B3] -

3. PPARy-LXRa-ABCA1 @&

o A Bl A BG4 W 50 3244y (peroxisome proliferators-activated receptors y, PPARy)E FLI 41 i v iy
FERIE, ¥ BN KRR S b B R 5 5 AN T o AR o S 9 [14] [15] [16] .

JHNE X #2324 o (liver X nuclear receptor o, LXRo)7ERHAEH & i %2 H VIS 5RRARE, fER N2
SRSFA 4 L ] Itk P ) = IR SZ 28 [17] . WFFCIESE, LXR BILATE PPARe 45 T i i 12 #H5C L K] ABCAL.
ABCGL1 IRk

ABC #%iz 5 4 (ATP-binding cassette transporter, ABC) ABCAL fil ABCG1 | iz 434 T AT+ /INAlE 25
PR AN . ABCAL M A P H5 F E ] BN 15 i 5 i e ie E A apoA-1. BF7TE B, ABCAL
FERI RS, apoA-1 ANpeiEE ABCAL IRk, (H13/15 7% = 1 apoA-1 vl iEky, &% HDL &
BRI, G 2R A v L B B . IX WA, ABCAL X} apoA-1 g4k ™=k HDL SOk AN bk W
S Y P IR TSR 15 A T Bk X [18] [19] [20].

4. RERLK

Z M 25 AR IS PPARy-LXRa-ABCAL il HE 4N A 2H 2 rp i RH [ i 3% iz, BRIz 4b, 393
AT DE RS 8 RS2 A A 25 SR-A, CD36 13 IA I /b 4 i xof JIE [ B Y 455, $8m B 28 SR-B 13RI,
T A HEDs > VR 40 B B

IR ST R, B G R, B R, ITRIECRTIET PPARy-LXRa-ABCAL il #fiE it 41
JA A e () R ] B iz [21] [22] [23] [24]. SAhss 55 A s My ik vl 4| CD36, ik SR-BI Jik/ 4 il
PG R HERR [25] [26] [27]. FI 4% 2 ANHi 25 7] FAIG SR-AL A SR-A2 KA, 1 hn ABCG1 #E4T 1% 4415 [28] [29]
[30]. EHRZ T CD36 i/ H, ¥k &0 7 5 i 5 ABCGL [31] [32].

ZWREFRIEL PPARy-LXRa-ABCAL Ji i FiE 1t ABCGL {ig i3k~ & 2H 2w (1) L[ B 1 4 32[33]

HEYESEEOE SR, MR PPARy-LXRa-ABCAL i R i3k 41 & 2H 23 o ) I [ fis 335 4432 [ 34] [35] -
NI E @R PPARy-LXRa-ABCAL i i th n] 1] PISK-Akt 15 5@ ~ i CD36 fl SR-A [ZKRiL, HE
U3/ 2 KT B 5 PR 5 [36] o

ZHERAIRZE Z W21t ApoAL FI LCAT Rk AT 35 I sl 24 HDL (1) & &, #11] CETP 4 /1 i 4% iz 2 ApoB
[M#eFtm HDL & &, JFHm PLTP B 2 B A e N lE e A h %12 2 HDL e & &, Rl Id T
I SR-BL {2 i AME[37] . W HRFE L WE AT b TR T SR-B1 A1 LDLR 3858 %5 HE FR R, BaA 138 - i Joa
KF[38]. Al N3 ZHEE I ABCGL. SR-BI RiAME#EAMIE[39].

HHLERZS R B JEiL PPARy-LXRa-ABCAL I ¢ i JIH [ B 7, 52 e~ HERIE il #illd] CD36, 4%
JRERfEHE ABCG1 [40] [41] [42].

B RL R S BFE i PPARy-LXRa-ABCAL il %% 1A5[43] .

ARFEHRSIS % LIHFEE S ApoAL, LCAT Iz HDL [FIRHERE CYPTAL ik i ik & B
A AR R H AR S [44]
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5. FHAE S

AT 2R 2R, W LAA I 2 5 T 2 4 R

TEIARIE T, Kz T DL B R 4R ) ABCALLABCG AL ik fIH [ Bt e , I s i &5 AR [45] [46].

Fefamss Ty, 2798, SRR, AR R Fid ABCAL. apoA-1 Al LCAT,
M1 A HDL-C 1% A T S UUAH ] Bt % 32 [47] [48] [49] [50].

P B 4% 7 a3 v e ILAE % ABCAL/apoA-I/LCAT i@, [FI 4] CETP, #7153 LDL /K%K,
SN HDL &6, B o IH [ B i 4% s [51]

VYR £ 75 5% v Mg L ASE 2R K B i i sz a ok # CETP, {23k ABCAL KiK. 73 4h ] idid P
JIE SREBP-1c J& FAS ik, /b )& [52] [53].

FWANE FaTtE R KR HDL & & nl i f#% CETP & &, 0% HDL H JH[H B2 4% 52 2K %
REEE A, ATHE LCAT /KFS52i[54].

A8 PG IR IR E 37 7 i i BORE L 4 miR-33 M NI IR iR T ABCAL ik, Lk fH & f i 4%
iZ[55].

U R R 5 24 I3 KA R 2 T THP-1 51 B4 PRy sk L@ i SRA- T . CD36 IR IAIR
PR, VI [ P 3 58 5 S T ) ABCALLPPARY K LXR-ar 121 38 10 7 SR el b 0 A 4 15 £ [56]

Hlt 388 ik 7 AT DA BRAR 1 AR PR IR 1K) ApoE /N R E S BT A2 CD36. SR-AL Eik/KF, THE
ABCAL. ABCG1 Fi&/K >, NG HITER, ARt KT Ik R AL R FH [57].

)% 238 5 ApoE F: AR FS /B LXRa. SREBP-2 [138iA M #21 apoAl. ABCAL. LCAT F}
¥ HDL, 3450 SR-B1 hnid 41 A 4u i 4k LA AR ABCG5. ABCG8 Al CYP7al it 21 1 i fIH [5 F HE i [58] .

SR T5 P LARRAR LR sdLDL & . sdLDL B RR g jeh T A ST fes B R 7, & 58 /INBURL ) LDL
B9 TiE A N RN T, I ARG RO B AR RS . PEIK sdLDL, /> AS &
AYNEE ] CETP, B0 LCAT & & M F+ HDL [59].

WISV NE IR FE AR AL . A . QR AR, 7T i ApoAl. LCAT fERiA, {4t HDL Rzl
[FfS, @ik i SRBL [(3RE, Insmiki, {843 RCT #i34si; @it T 1 HMGCR FIRAM) Py 5 4 I [ i
A 0] ApoB FIZRIE, BREI VLDL M4 K-S 5k DA S GRAn i P 5 LPL (O3S 1, B4585T TG HI/K
fif, BEAR T PR AR AN I 3 A /KT [60]

FHIFEFHR TGS AMPK, 1858 PPAR, BUSBEREGHES A S0 1 (AcoxL) (Rt ER B Ak, (2it
JIH &5 H %2 (BSEP) T, INGEAT PRI ER /M. BEAME R AT AT Ji A AL CAT M1 SOD 754, mlidEid (e
HEVHFE, S A O A B S 2 A 0 e I TUE K BRUTR o A 3 LR [61]

AR R ApoE™ /N FES Ik ABCAL 2R {3 3 43 56 I 7 PRy J37 K 4 o m L ] e 37+ R0 484 5 T M
SR-BI & [ AL 33 R (K0, 4] 3281 ik caveolin-1 & [ FA M SZH . caveolin-1 #6N &%, “FIg L,
R A1 E R A PR T2 oA o SR AR EIRE VR, R n] S S04 P R AT 2 g R O AR, ALk
b, TERGRIRANNE . SCRTHIHI RIE N 795, g AS i FE[62].

MR @ i SRBUCYPTALIFXR {55 il % ()34 , (2 12 JF Ik IH [ B30 4% 32 (RCT) 5 RV B &
B, AT ARG o L] A BRI ot B 7P, s FHE U s o AR 4 63

H & B lE @ id PPARs-LXRa-ABCAL/ABCG1 F1 PPARs-APOAL ¢ i iH [& BE i #% 18 41 it
AMPKa/PPARs-SREBP1C-FAS/ACC1/SCD1 15 5 id % 4 il Ig 7 iR 1) & B,  AMPKa/PPARs-CD36-CPT-1
PR AR IR TR ) B-48 A AT S B B AR 1 FH [64]

FH#5 J7  0E S1IP & &, FHENUANE 2% HDL & . S1P /& HDL & & m iR, IRR I

5
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HR I HDL-S1P & &bk 22 e RSN ik 14 0o IE 5 A g 26 /b o B2 s LAk AN 7 S1P 1) HDL ASREAS RE G 2
PRI, ONERZ S1P ) HDL ARA G IMERS1EH . 5 4MI CD36, JHi& LXRa. ABCAL. SR-BI
R 23 L] e 452 [65]

AT HET] LLSE PPARY/LXRa &, i ABCAI. ABCG1. SR-B1 ik, ik 4 i fiH &
S I TNF-a. IL-18. MCP-1 KRR, Bhivh RAW264.7 ENEARIRARAL, s shiksretdith. &
R 20 45 R B oR ik il GBI #H] PARP2 Ri&, [ ABCAL F£iE, KA P fig i 7ML [66]

I BRE0E PPARy-LXRa-ABCAL jd@ i, et il [ Eli s 4b, @i e I+ PPARa RiL, 1
BENBEBE 7o- 2L EE(CYPTAL)RIE, AT IR AR [ B 4% A8 g AR FHE H 20k 4k . 541 B PPARSs 1R
ik, BRI ORE S N AL 1L-6 A TNF-o (RIS, M| SRR . SEI0RHIH] TNF-o 5BV
o SR-A FKIEFE A LDL (FHZHEL, $iH] TNF-a 10 0] B E20/0 B g 4n iy A 1 [67].

WAL 7 i #0] ApoE™/INEUFFIES mi R-27b /K ABCAL J LDLR KI#ik, H _Eif
LXR-a/CYP7AL/ABCG5/8 15 5 it i i3k I I JIH [ Bt HE i o 5% f= GE 1 15 SREBP-2/LDLR 15 5 il B {2 it 41
PHIE LS BN, 28 R e RR LR R [ B A5 [45]

6. tig

e M MLE AR 55 51 O LA S S KR RE AL, Bl T DAMIRD & it S8 A HER 7 T dE T 8 98 . B
AT A8 FH — 2R 25 T 25401 HMG-COA & A, M I /D IR [E REA il 77 T H R o AN SRR 1) PR 24
Xof AR REAMERIEEE . ABCAL fENAHIR M 4% 2 B, 75 F iz A i i F v e s e . AR
fAj BT IE I PPARy-LXRa-ABCAL 18 i 147 JIH [ 85 10 2 12 [ I 1) Hh 245 SRS ) J O Tl 10 i ia Hh 2
YD AT R, DI ZI R R IG IR 25 =

SE0Ek
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