AL, 2022, 42(12): 2237-2247

www.life.ac.cn doi: 10.13488/j.smhx.20220704

= B ME & HL ) R 25 e T

mirAk', R, E£EE, wysm, £FF, RHA, w0 @, EZER
(TP EHREPHFR, LK 102488; *A R BA=¥ B A RN 8 AHF LA, ALT 100071)

WE: S5 mEA— AR RS RGERRR, BT RBAOGRELFAX, MEALFRR
BR AMEZTKFORE, BE0ELRFERFE M, AL 5060z 698 R RIAT S, HiE
T @ e e 69 KR AE L, @AABE. FREE. &FRRAME R S8 E 8RRk, B2
BG T A B AU AR T B2 3 5 dn g 09 T HUETTAE R, A A AR XA RS F

KEIA: SMEwE; KR &7 FH8

The pathogenesis and drug therapy of hyperlipidemia
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Abstract: Hyperlipidemia is a chronic disease caused by abnormal lipid metabolism, which is closely related
to the development of cardiovascular disease. With the rapid economic growth and improvement of people’s
living conditions, the incidence of hyperlipidemia has been increasing year by year. In this work, we
summarized the research findings concerning hyperlipidemia, and described the morbidity of hyperlipidemia,
the affecting mechanisms of genetic factors, nutritional aspects, systemic diseases and intestinal flora on
hyperlipidemia, the therapeutic characteristics and mechanisms of Western medicine and the interventional

treatment effects of Chinese medicine on hyperlipidemia, so as to provide a reference for related investigations.
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P ARG SN 1 o 25N [ 5% L[] 7K T e DA R
N 8 7 [ FAKCF BRI i . o, R R
fnon-HDL-C/KF— R & 2 @l N\ B X
K

EERE, 431000 AMTCKEE
6.24 mmol/L, X8 N B B2 kol FEaE 40 1O i
I (R R K ) TCIE AR 2455, P
20124 AIAE R, A IMETCF44°94.50 mmol/L,
e L[] P LT 1) B R 4.9%: - TG 14138 mmol/L,
B TGIHLAE M B F13.1%; HDL-CF# K
1.19 mmol/L, fXHDL-C IL%E {5 F33.9%,
20204 (AR AR, FRE s E ] I E S R S
20154 M L & E TP,

MAE S5, Rl 2 MK LDL-C/KFTt i, &
O M BIR ) R B fER R . 1 2ZLDL-C/KF Tt
F& I [ G A e v ] SR I A o I 5 R R I A
R E BRI 20194, fELBREEN, St
P 995 B2 S5k I P RS BOE T A R, IR
LDL-C/KF-3i & 3 B 1 43 il o b 44%H122%
1 TGHMIKHDL-CK V-4 PR 24 2 Jhk 38 A5 i A4 28 1 i
S IBUR R, TR R SR 2R A A
Aew M, BT AbATT L L ORI KU, i
Ab, 3 m TGRS H 2 St IR 28 1) 5 24 s 6
%[710

b o5 2B 2% A I i A (s BT R R IR H
AR 155 SR D, R ZK ST AS IE AR B I SR 8N
Wz, MRERT RS, J§RAENE N KT ER
B 51D 11 5 1 B B il 240 B I A B IR IS AT
S, RAEFOMMERMWEZRNEK. &k
ME f& 35K B ABET, 325 IR = g ML
MEMFEE, BSFRWG . 5697, REFEEEN
AT, 4ERRIE R MAE/KF, 2&—DKH, &
B AR

2 BREMERIHE R & EHLH

r IR R R A, BBl BIR. &
PRG3R R G . BeAh, EE. M. 2
Y. ARATET RN Zi83) . o BRI, A
By Mg K. TR, Wi REE S
TR B B R 2, R M e g L A AR
FAB AR A o e i ILAE (9 & ZE AL 2 i i

SRR TR AR A
2.1 iBEREE

Jig 5t R oy £E L b AR S B T AR AE . 3%
s . BleEA EmEEa G, ¥is.
o i e 22 1) O SR I8l e 5 4 M e 91 A I AT K T 1 S
W, KEENEE A2 (ow density lipoprotein
receptor, LDLR). # I & B, yy(apolipoprotein
Bioo, ApoB )~ HIE BB HIHEH R9
(proprotein convertase subtilisin/kexin type 9,
PCSK9). i TEA. =BT E S &Kz T
G5 G8(ABCG5/G8) HH[E 7 a-# 1L
(cytochrome P450 family 7 subfamily A member 1,
CYP7AI). [EEER & O R A 45 G & EH-2(sterol
regulatory element binding protein-2, SREBP-2)%5%:
DR 9% A = L5 e JH [ B2 A, IR 2R B G T I
(lipoprteinlipase, LPL). #¢/ii 55 H A, (apolipoprotein
Ay, Apod)). #JEHE HAs(apolipoprotein Aj,
Apods). BHREHAC,. #JIFE AE(apolipoprotein
E, ApoE). Nalg AR 11, BEIEAGHE NS I VLI
EmEEREOSAGEOIFEE R METG K
HDLIFARHH"

22 EFxER

JIg o AR 3 52 0% A0 TR 7 R 5 8 R I ) A
e SHIEEEAEALL, RPN BUES R
5 F1C;(apolipoprotein  Cy, ApoCs)7K-F38 1, M
se T RBEARREE SRS R W, MR ApoC,
ik, P H A BE R 15 7] #% 18 (reverse  transport  of
cholesterol, RCT)!. [IW}, @E¥ER&FE KK
ApoC,RIKRENS FEMIKLPLYE 4, AT 52 M 7L BE ks
(chylomicron, CM)FIHRAK% & AR & H (very low
density lipoprotein, VLDL)H TG 7K f#E"".

BN D7 I8 H & S LA g 5 R (saturated  fatty
acids, SFA). iR (trans fatty acids, TFA)
AT AP FLH AR A s 2t
S TNV RIER “H oS BmR” , EELWE
B TFAKIE". SFASEXFLDL-C /K- 51
KRR R, kAWM REESIEN1%,
LDL-CH4}110.02~0.04 mmol/L"". & & TFAXILDL-
CII4RTHF 5 SFAMIMEL, {HTFAZF#{KHDL-C/K
SEUT e Ah R A i A AT RE R S i E
T ERAH ELAE FH S B B R B AR, anSFAE I 5]
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B B 2 IR G 2, M i
WEE R KT, mipEiEiE v, 50N A
L.

BIRF R SIRIEN EESURFE R . B
B EERRESEWAGE, RNftae b RF sy
o, EmEEEREE RS, ERRATERNE
YRR ZY, BTSN, WIMNESZ
D AH S HE BT BN o
2.3 254 5&R

2 S PR AL AERE R . IR B R
FHOR R Tl B JRCR S5 0, 22 N9 [A) A L s2 )
W R A MGG T AR BRI, B
AT R Z BRI, Rl 52 2R (R AL o
2.3.1 4k

TENE PRI NHE A, AR T ™ B A e JIH ] B 1
i, FTGILEFEHDL-CIE L AH WU, s
FR R 3E I 0 ) A e P T A O B il R 2 U T T
(hormone-sensitive triglyceride lipase, HSL)Ji%
P, REEIGIE DTN AR iR AR, i 2
R R T R (free  fatty acid, FFA)RJZA4R14
WA R B R TS ApoBog A APOB oo I BE AR, M
T 400 41 440 B 23 W CMAT VDL, g - i B o v
FRg By FRHCPT, M I A R P B 4 2R i R
AR, SR s E" . thah, S E AT
FWHLPL, JBE R RGPS PEACLPLATEE, k55
5 FZXTHDL,-C/AC I F B E Y, I TGk
Vo BE IR R i 1 I ] B F Z2 ANPCIL
(niemann-pick C1 like 1)&iE3E N, ABCGS5/G8FKiA
BEAR'Y, (i L ] P P T R A, A i LA
T e, S TCH &
2.3.2 fe Rk

PCSK941FApoB,go~ TGH AN VLDLA 3
AP, B AFAEAA i B VLDL. AR WG 4L ZLPLIY
mRNAFRIE KPR B 8§ WLLPL I 14 B A
M VLDLHCMZ [A e se 4, s S TGHINEE
FI NG Al 52400 I 10 2 20 = 38 A 976 34 2 4 111 A
FFARIE BRI . seoh, AR rb i SR B8 R 5
o FEA RO FIE I A 2 T U I T A0 e b IR I R
ADIPOQHERIZRIE , AT FEARAE A A IR 1 2= 1 7K
SR EE ApoA | 4 fEAR AT B I 2 HDL-C¥k
FERS, peAh, RERERT SIS KK, SR

e g TLAE o
2.3.3 FIEI& IR

JR A 8 25 B I SR /N BROEE 14 3 n =
BOREREAZK, M ENCE A MAE 2 )
I o FF) R S A A, AT AR R R R A
WFFRAESE, 5 R B0 256 Ak 2 LT I AR R
# ¥ 25 [13(angiopoietin-like protein 3, ANGPTL3)7K
F 5 TGHIE [ B K-F 2 83 EA P, ANGPTLS
e HEANGPTL3H) 70 722, 5 ANGPTL3 N
GG AN E S, P EANHEILPLA S,
LDLAIVLDLAER SRR, $2ETGAK P,

18V IE 5 CM. VLDL & H AR AR (7 bk
SARA K, i 3 > VIDLZ AR, F#{KVLDL
THEBRFE LA LPLAKCFAIESE, &S TGK. 181
B 338 5 & I Apo A FTHDL /K FAH3%, ApoA, /i
P R P S A L Ol R IR [ P I T 2
(lecithin-cholesterol acyltransferase, LCAT)#Ht= Al
Tk 5 0 T A I [3] P ik % B2 1 (acyl-coenzyme A
cholesterol acyltransferase, ACAT)id & iAn]HE F2L
HDL AR FIRCTZ 451
2.3.4 AR AL AR JE

HUIR R Th BE R 5 IS TC. LDL-CHITGH &=
VIS HUR R B PR AR 2 i JE I LDLR
HCE NI EL G R, 380 5 Tl 3 X JIE ] e ) R
o, i ATPSS & SIS R AL JIE [ A7
8 M (cholesteryl ester transfer protein, CETP)
FRARCYPTALFIABCGS/S {37 1417 LA K 72 A= T
T EHDLBALFRCTHEFERE /1 %245t FFFE{IRLPLAN
P HE A (35 e AR CY AR L T T P Bk 6
2.4 PRiEE B

i 3 B A ) B DR S R N 2R B R R R )
15065, #EAR AN <58 IR B, i w
THF T 3 ok 3 IS SR T Ao 2 U - A, R
AL R B S A PR (NI B A P) . 51 /NI
ARG AL AR ZE JOAE , T 52 R 7 B AR T i
P e i R 2K i £ 5 B0 E B0 R 1Y
$E5E s R R AR SO (AN TollBE 2 4) A 3
(5 R G R, SIS 20 S B, a3 T 5 A e B
FARPURIR T HEAR, 3 R AR 35 ALY i
PRI A ]I e 03 i b R 4 i A i T ) S A
R FR U e p AR A, (R UL A ) B BT AR
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B2 SRR A, 45 T R E R K g A R 7 -
B A5 AL IR BET R . IET R 2 2 58I 4
WA R ERW N ETE 50T, SHIERE N
HERRMERICR, vl U757 i iR
EA R A B2k, (28 WG ST
RAFEIER. 1ENGE AHBETT R 32 /K5 (the
G protein-coupled bile acid receptor 5, TGRS)HI#
AN, REY G AT DL B S TGRS K 3 s ()l
U7 4 B e BV FE AR OC IS Sl g, B L A T
Wi LI RE B AEDY . /N, RHITER BE 2R
12 e FEX %2 K (farnesoid X receptor, FXR){itHz I
F 41T 0 R TR 4T 4 41 i A K Rl - 19 (fibroblast
growth factor 19, FGF19)/FGF15, #lI#|CYP7A1%%
SRR, AT SRR, i A KRR,
FXRIBEGEVE I BAA HLUR R, FFE I FXREE
1l i 17 T A Ak T P v R XR U sk i % i
SRS, AT RS B B AR AR S kg, REYT R
Al DL 4 e K i T RE, 0E B FXR/FGFE
5, I AR 2 ik (R FGER A A A TS G o) B A
REFA/MEIRY A TG, 035 00 MR /S B A
i £ % i AR

3 MRAWRTHERRIERLE

AR EE 2290 97 = i MUAE 22 DLIR B IR 9T A B
A 7 AN FERE A I, AR POR R E N L, BT
IR RUGRYT . W N EEETCE
Y. BETGZWI AL B IR 254 .
3.1 EEETCHHY
3.1.1 T £

fb VT S 25 A AL 1) 2 5 5 28 B T 2
PR 3 A7 O B PR i ——3 - FR -3 - R T R R
Pt 4t A (3-hydroxy-3-methyl glutaryl coenzyme A
reductase, HMG-CoA )ik J&R B (13E A7 5, Fi] X
ML, FHIEERPIREAN, AT BH IEHMG-CoA A H!
FE IR B AL, R /b U RE I R R S R, S 3
HMG-CoAiL JR B )& g, I e 2ELDLRI R
&, MEELDLAME BB teAh, fhiTid

A AR Y R TR, AT Bh Kol BRI AL BB
T R WG R YA T I H B 25, {5 v AR I AR A
FEKIAGY T, B LA AR R
I A R A VT 2 24 W B 1k AN TG R R — EL A 20K
W FRAMRENIA RN AN g B
ROFIHEIRIG . F R RS, TR 0N
972 T HMG-Co AR 7 BEHI I 0N . B #2140 i
AN AN RS, B & A Fr sy HohnT &g
MR RS R AWM EER. 42 RDIR
A AN AR AR U Tk 32 2k
312 RITEA

MR AT 22 A 3 % 1 b 0 1) N B R AL AL [ 3
ok e BV RINPC 1L 12 1 2 ok 1y 1 L[] 1 ) JH
I, BEIKTC. TG. LDL-CHlApoB,
HDL-C/KFo #—DW5RM, 75 F AT Al
= m PR B 2 A AT A O LR A BT L O LA
HEE R R AR R B 2%
3.1.3 12 it BR A& A7

AR IREE A AR KA. H kB, #
K4, WA A 1Y, A IR
AR IR G 1, REXE G iE b 4 A
(OREEER, BH LR RE R =5 IR USCOR B I AE 38, 388
JOEL ] e ) JEL Y R R Ak R BV T BR R, oD i
JUE P RE G i, R IFLDLR& &, A &L PRAK
LDL-C/K V™. $il Nl &, i eI REH
2, B SO vk B™ 5 v R Ot RE S B At
VT 22Tt %2 st 7T 28 25 M 28 B 1 B Y
(B 31 i i 2 51 62 1R v 1 o 2E R R 0o 2D T 5 8
derE KK B ZREDY, ™ 0 TG SE A i 1 BH &
HEER,
314 EFH %

W B A LA R PUE 2, @ PR
D] A5 R 3 L 27 e A8 i 375 1L 3] 2 A LD L%
P4, M 5 A 2 8 3o 0 ) 5 4T 5 B LA B k- g
JRAEAEDY, N3 A I CETPATApoE/K LA |
VIR N ABCGS R AL, A2 45 A [ i 28 IH 7
2N S ARERCT . 15 7 [ 5 R H: R AR
HDL-C/K-F-FZE K QT a3 45 "
3.2 FERETGHY
32,1 N4g£

DURR R — R e T RAT At mid



FIRERK, 2. IR R DR R 2y

- 2241 -

WO 1 2 A P e A 18 5 P 0T 32 7K -a(peroxisome
proliferators-activated receptors-a., PPAR—a)[59], (%2
flkApoC;, HETMEIHELPLAIApoA Y, FRILTGK
F, W HT & TGILUAEAMKHDL-CILAE . %41 I
5 2K 2P0 PPAR - a8 FE A IR HLiZ 38 24 f Il R
15 FH 2 5 SUF Th 88 7% 40 A0 LT 7K S F+ & 55 B A
o xfit, AT FTH2 tH i FEPEPPAR ol i1 45 1O 3T
MR, B R 28 5 DURE, YOI R
FHICM )& BRI 73 WL 72, M HINPCIL 14 H [
RERRs, IR O N T PPAR ok PR e
e R IILAE o 355 5 DUREAS t B I AR, 32 S oy JH
B, BN I 0 A DURE R 2459 I B AT BR ) A8
NS Dy RE S 1 R 1 2 2.
322 MR £

THIER RRAEAE 2B, Aef8 A R IKTGHILDL-
C, #MHDL-C/KF, FEEAEE [ /Mt
JF gV A A Y R AR R W i i M M A Y IR TR
IRTARIY B fig B BRI 5 OB ARk o AR R Bt E
BT DL A0 o) PP P I T sk I R e R g2, 41D
HFFAETG A B o MHIR P I VLDLI & B, HEiT
TS PR HILDL A 7= A B2 ApoB g0l
HERGERET, HIPCSKO™, BEKLDL-C/KF.
TIHRR B A R R e 20 i PR S R R A % R ik
VTR K S A YT I OO L R Y, T
Ji 2 H R R4
3.2.3 kA & F

v A0 JBE #8138 1 7R 2 S -3 07 R A # 3
i, U0 B LA IR (eicosapentaenoic  acid, EPA)
F =+ 37N HEER (docosahexaenoic acid, DHA),
FEMH TR ESTGIE . H Ay
AR S K T (WISREBP) A2 5 TG A I [IPPARs,
FRETGIERRF, BEACHIEVLDLAE 53 DL A i
TETGIRE™ . BEFCUER, o-308 Wi EE T LA 5 oAt
e B R EAMBAL, FAKVLDLACM #EH
Bz, AR 44 EPARIDHA [ o-3 /1 [ R 5 EPA .
M5 AT 2R 245 Ik & 4 A AT F#{Knon-HDL-C. % L
IEIVEHZ B mohae 8L, BFEEE. oM
H, RAEZN19%~27%
3.3 HEGARE Y
3.3.1 PCSK94p 4| 7

PCSK952& —fh i N A 15 e (i PCSK 93k [H] 2

B HIEE, PCSKO®H FAfEMELDLRIE NI, fniE
FAMET B WE K T LDLR {198/ BRAS 7 LDL IS
b, SEUMIKLDLIKEE RGN, PCSKOHIHI ] KA
TEPCSKOE AR % N7 4, PCSK O il 71 AL 15 H
TR, SIRNAL W, AR E A%, Hin
e A g 19 D 2% 300 81 PC SK O AN A 2k P LDL /K -
AT OIS R KRG S A A 2 A
BB JR AR PN 24 A B R v (9 P C S K9 41 il
e By FEPUAR S A AR B T PCSK9ZS &,
I 40 ) I 5 40 M b 4> TR A BAE R
Inclisirans& &1 % T 40 Ao f)siRNA, B BE{ie 2E 41 fn iy
PCSK9 mRNARIIEIU, Bk Z i 5 (I BMS-
96247675¢ —FRE 45 & A H) i B PCSKO K /N 73+
/EEZ\ E [77]o

3.3.2 ApoB, & A APl

KA ZEA (Mipomersen) & — F | ApoB oo &
IR SR AT RS, M N 2 B R 25 RV R B
(5B VAT, R VDL AR s 3 i, PR
LDL-C/K 5 FEEA R RN AEES AL i/
BESEIR R A 7 28 R A FFBE T Y T T
WA BB PR, ERAERZAEAE TR
UL I LR () R R, R REAE ORISR A
TENER BRI,

3.3.3 AARTGEH A& G 4 7

1% FE AR (Lomitapide) /& MM A TG # iz &
(microsomal triglyceride transfer protein, MTP)[1Ji%
FEEDHIF . MTP TG & 2| HE4 RN E S TG
(I 2 3 A Am A b B VLDLEY 4 MTP I 4 A
T 920 73 8 & TG CMA I VLDL ) & 5
WA R RN EFEEAAR . R Ho. 8
VE AR Gk ek — R AUt AE A TR
I SRR e AR

AN, 2GRS ApoCy A il S5«
CETPHfiIl 755",

BUR 25T WA 7 w0 i afiE A7 LAt YT 2K 254
NE, RIS RO, B A2 BhiG
J7, HE5RIE. HHRGSEAR RN . T
. RIS  FA Fi 245 R I6IT 7 R AT AT MR £
gz, BNk, FIRAGEEHWH. SRR K
2y AT W T . T RR 2 e PR AT A
L, KB RRZ A SR BT 10, T AL B
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A, BREE, RN, “TZERAET , HEk
W, SUEMICAFIEERS . P EPRE S R
HILAE VIE 2R 23 A0 LS E < vk Y BEAE < KR
AN AT B REAE™ s
4.2 R8I = AR MAE

REVRTT R AR IS vk . A k. AT
S MR RANE B P, R T )
Ry, ABhCAEN R LR IMNEITIRBIT E e
MAE. V2R ZaFEawme). Pk kb dias
BIFARUF IBE RR Th A, Fe ThanT 43 NGB
WEIMARIE . T A RN,
42.1 FFEABE

BRI 25— LA IR R
FURZAEH . PRZEHE . %, A, B%4, A
BRKBIE . TR RE 2
PAFEARApoE /MR TC. TG. LDL-C/KFP, #HiL
owkH . %, AR, B e, RARKBE.
fEfp by 2 o, EER S NZHE. BRNIER. KR
APV WA BB A v i R R
= PRI P FFA S &Y, B 2B A T
A Y AR v L 7 i K BR LS TC. TGFILDL-C
KV, [ THEHDL-C/KFs E WA & 1
B AN R 7 R B A T g LR e AU g
M, mkE, M. B BE, BEEPY. fmet
107 35 B2 a4 i P AT DA R R BR O /0N BT I A
HepG241 i HPPARII K%, AR NE H TGHILDL-
CAKFP o AR TR, far B nT RESE 3 i 12 1
Jo R G AR (1 P 5 2 R i AR

422 FHdm AR £

IR A S L2 1< AN 1117 s 2 il R TN
fkiEE Y . BUCBRE TR, 3% ALt 25 B
BB LIRS . OB IR AR TE . PUREIL . S L
IR ZhRE . PR SFE L5 BAEH . P B0k,
by HFE, WEMARE, A B A
K MERFRE, FHREEBINHILDLA A A
R AR E I 4 E [ B SN, (et
IEL I 2 DA R e P2 R R T R 5
A, P> RE TR & R M HIHMG-CoA L Ji
BEE A, b A A B e v R P LD SR
il B v I I K Bl AR L i KPS et 4R

W=k, AR AR, =REiE
PO B L /b v IR LAE F) R AR R Lk ik

L3R B R, BRI, EAEERA
2P 2 PR AL R B A R I IR AR A B 3 A R
gy, PRBCHE BB SR AR [ B K R iETC. TG
MLDL-C/KF, I 557 & O 0 ] ACAT &
PEUSL R TCHED, PR ALEE B PISK/AK TS
Sl K H TR FOX03/ERa B 1 BEAR I i 7K
SPUOOT e 24 i R R S 4 R, SRR N3
FhE G ATT, S T0 A 25 4 1) v AR A T 1 A &R
W, WO RRHLE] R TT 254 20T
423 ITAHER £

ITRA%ZE, W, HekEgiT, 617
S MRAD. BRESIPER: HEA 2w, AR
HESH. fEEE. AP RTh. L, Bk
B, H, \FpE. B, S, HamE. LBk
FU2 o il b A & e 2 B R A T
HMG-Co At Ji By 3F Y, o 35 B o] 38 3 #0 )
PPARy. SREBPIcZFERIMIERIL, BEHMHIIT;-L,
FiT B 40 B TG RIFFA AL RO, [ e, Rty
L, M. R, ERAEA, SRS B
HH D A Rz AT DA B ARG AR /0N B I R U EE
FFAETCAMTGIRE, BRI KLDL-C/KF, i
PCSK9. SREBP-2MISREBP-1/1%is, Lifip-
AMPKoALDLR 7K P 1 iz 1 388 3o )
JUE 7 TR A= 40 P R 388 1in g i7 1 4 AX SR Tt 7 T U
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