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Abstract

With the rapid development of gene testing technology, in-depth study of CHD related genes and
their polymorphisms is of great importance for early screening, individualized prevention and
targeted drug therapy. Based on the research progress at home and abroad, this paper reviews the
relationship between different types of gene polymorphism and coronary heart disease. It pro-
vides new ideas for screening, prevention and treatment of susceptible population.
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1. 3]

jth L (coronary heart disease, CHD) & 2l ik i FEREAL 5 B3 B AL 1) S H WARAY,  Bof i Bon[1],
FRE BB NELL 1100 73, CaHh 2@ il BRI 548 . I FERBA[2], A% PR 3R AE jek O ) R 2R
RIETFEZNE WO BT R AR IR T A NIRYT, BRI 2RI R 2597 2% PCT R
TG, HIAS RE R R A R[], BEERER AR POE A RE, IRAIRITTE O A S HE R & 22 A5 )
R I AT A . TR ML 2 A 2 G

2. EEZSUSEORNEE. KR

AT E T 4 BE PR AH DR IRAE 7, 3T 60 B R%E R 22 75 M 5 58 0o XURS: S 38 AH DG [4] 0 e rpr DA FR 2 U 4
14 Ji B (methylenetetrahydrofolate reductase, MTHFR)Z: A, X 4 i (para-oxonase, PON)ZE[A . #HJEE A
(Apolipoprotein, Apo)F& K FI4E L 2 K M AW IR E A EHE 1 (Vitamin K epoxide reductase complex
subunit 1, VKORC1)% i E ZAEH .

2.1. MTHFR EEZ M

1= R 2 24 I 2 B2 (Homocysteine, Hey) IfILAE A& T 4R KB & B e O fE B TR 2%, "B Regidct e 46 . i H
AR EH T2 AN RG2S 5 FEPTEIE 5] MTHFR & 50 Hey 188 )5S 88> —, 4wt MTHFR
(5L IR AR S m] e B S P, 5 80m [RI M2 ik 2R (Homocysteine, Hey)JH 5 - MTHFR JE[K]_FA5177E 20
ZMRAAL L, Hh L C677T A129C FUAZH R AL B W, HAEAS A [ 5K L XN RO vh 22 53 R 6]

MTHFR C677T £ M) T8 & [ =28 223 7 N AR TR B A%, /8 MTHFR [ #GzE YA
RS PE H AR, JETT MR Hey O R IR =R, AR B Db BRAE AR N & AR, (R B3EB KRS FE i A 1) 2
Ji& o PEEEE[ 7] MTHFR H:[R F 1) C667T A il T S5y Jik R AR 2 56 Coi IR S I R 36 o R 5 S5 [ R 1 72 25
R COTTT B 2R REMS A Hey £ 8900 Hey & B I 20 8, H A5 RSk 28 A AR5
R R AR UM . 2010 Fe &l AR ], MTHER £ 7851 5 6 o 28 7™ SR 2 PCL AR JE 180
d PR B B I 2 24 (Major Adverse Cardiovascular Events, MACE)& E A%, ai 5 RAT TT
Y11 Gensini VFor 238 T B AE M CC H M & R7B R CT Mo G5 7555101399 T 15 Tk 1+ E (1 B
FAT Meta 73 #7f5 KB, MTHFR C677T ZaVErTAe5 B M 156k O UG 0%, #5417 CC R Y (14
VTR 2% 5 BBk v, 1T LB R AR XN AR BT R B, 8% A 5 5 ek O TR TE R E R
TP X R T E M. Wu SB[ 1R C677T JE R 2 245 P 505 IR HB 3 1) ek O ST AH G, ATHESA Hey 7K
ST 1) e EDRE FR s N B T O PR b 540

MTHFR A1298C 2K 2 &M S HUL R 426 Hid 1 ENARA)DRBAIR(C). MRAA SRR AE
ek Lo T B (R g e B TR, A3 75 SE T2 MBS IR AT 2 — 2B 0t e . AT AT[ 121388 A1298C 21 AC JE
DR 28 2 o0 L8590 N R A vy ) 28 2 Jok I IR P B B R4 (R 38, T CC RN BY T g AR Hey & FHmii
bR REEETIANRIEE T, JERMEER] A1298C 2 A7 i 5 7e Lo (R AR G

2.2. APO EFZAM
HIEEHAPO) R MFAEEATHEAKE S, S5 MEREHACE . APO FERE Z &AM EFIN

][l
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R IUAE « SUBKRAEREAG . O AW K AR SE . HETS CHD 2t 74 2 /& ApoAS. ApoB
1 ApoE FE[H

2.2.1. ApoA5 EIFEERIEK

AL 2L CAIESE T H I = e B A B TR R TE S K RERE Ak Hp RS S BUWAE A, 2 H i =R AR
W 32 B peE R B e a7 B K I 2 1R I T 0 e 1 24 7 S 388 o ML IR A0 4 BRI BB T
K, ApoAS SHNNARE A Mg Wi EEEE, MMM R AL KB —TRTRAVT AR, #lEE
1 A1/C3/A4/AS LR FF R B R ORI Z —[13]. ApoAS FEPRI 5 Hh 1) — b B R 22 A0 ) i A8 H
MM =HE/K o Song ZE[14] NHIBFFLR I, —1131T>C S @It 52 ma H il =R Al s % FE IR & (K7, 14
0T ECo LA RO R T PR XU« Bogari S8 [ 15] N FE R B ¢.553G>T A8 S v H- b =g Ik (7% 8 22 9
MIPRZ,  FFaTE et Bk 12 R T bR & .

2.2.2. ApoB EE M

Abd El-Aziz Z5E[16] AXHRE K AT 5 F ApoB 2 2 WU 5 &I, ApoB Xbal S5y 5K @i
U ARG 5 P G 28 1K T8 01 T O KU o RSB 1 7] AT 10 U5 5% B 9T 47
HEAHTZEH], ApoB Xbal AT Lo 2 A4 RS HUAHSENE , 0 AT X + 268 R B DA AT 5142 M B A o 5
BN T P L AT 0075 1 R0 DK SATTT, Feng Z5[2] A2 3640 HT K AE R B ApoB Xbal 3H 2 45
SR IAHSEE . T SR R RBIE 9T 45 SR TRl 5 B A B J R 2 R

2.2.3. ApoE EE AN

ApoE FER & — AN Ytk BN, 776 3 NSRRI 2. €3 J o4, HH DL &3 15K 2 H0fhi i
WMo ERAT KRBT, ApoE ed (7K A8 Mg SRR 28 AR, S mapLod i fig 7K 7 R0 30 ik 6
FEREACFERE, TR e ORI R A R FE[18]. TEHE AT, M T o3 HhisEH, o2 A ERAEE
3 i 2 1 L] T R AR P T o8 IRV, 018 e o0 L AP 5 A T 9P s e 5 0 R DI A 205 v 1) ML 24
R AR AR A -C I JIEL B (TC) AN S 7 A 6 Co8 IR [ 19T T ERA] 2 o PDAERaT A btk 5 B HEAT 1 /s
FUASHIF TR B [20], &3 S5 o DRI 7E jek O v S AT PR R FEE AT, AR 5 09 1) SR TR ALL P R 5

2.3. PON EEZA M

PON it e i #0011 %85 P55 1 2 11 PR A B DA SOK A SE A BR3P IR A 1, 041 EE M ) S8 8, AN
T RFEDLAI KR FEREAL R PE[21]. XA RN R A —FFA: PON1. PON2. PON3. H:H PONI1 Q192R
L5580 5y e S B A G, #E AT G AL LRI R g rh BN B Lo 1 S B DA 25 [22] < 1Tl Chistiakov 55[23]
NWRFNA, #5717 PONT 5 JRIAR S 4k (1) AN TE 6 A R T IS ST 78 ) T e ) R s e R e 1 o
PP, EAR S B O M . PON2 ZEH 1 Ser311Cys £ 41X CHD Ik RF Ry EH, H
FENE NN FE R O B R [24]. ZERER /N R APOE JE [R5 & B, PONS3 i 2 ik sk RE A Ak A AT ik 25 5 15
FER25].

2.4. VKORC1 EE %5

VKORC1 B A 2 44 3 K AR 1 p- R A BRI, & smn 4E A2 3 KOO 1 1) R i AR 2
B8, SHEMGIZN, X B HGRFEEAAETER M. VKORCI 152359612 1 1$9923231 HAZ TR 2 51
50 ML 500 2 A 9C[26], Du SF[27] ANBEFER B 12359612 2 L oG L 926 93 1Y) S xR 25,
rs9923231 AR K. 157294 ZAMEEES 500U E1L, 300 JF R M & i e )R, 2
RSNk 96 e 1) BB S S s Rl 3 2 —[ 28]

I=%
o
=
=
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3. BEEZSUSHEORAT. TR

sk IR VR I IR U A AR AR R G B R 2 B D AIUVRESE . e TR 55, 8% 2 SRR R TR ST
RERE A [ BB o

3.1. CYP2C19 EFZ &AM

CYP2C19 FENgmid it b 2 A (a3 P450 Z9MARMEE KR INEE — R, 52 MW RH.
CYP2C19 H:[K 2 A1 v S BRI EF D RE i 0, 1T s P i /MR 25097 2, S80SO B PCL ARG
AR I SR A AR R A . CYP2CI9*1 N EFAE RIS FE R, Wl 45 F I 7 B &% &
CYP2C19*2 H1 CYP2C19*3 JyTyREdik 2k RS54 B K], W] 3 BMgvE ME PR AIC, 93D Um0 P = P 1) A
[F B PR ATL A KT S S T 0 S R, 30O ML A R SR I A A2 (29, 1 1 BE Sk s 75 7 22 B 4 LAt 2
Yo CYP2C19*17 H: PRI HY M BEHE S LA % G A T B0 S itk PRAI I /B RS2, S8 L A4 o 2 HA L)
MEZE[30]. Yu ZF[3IAKIL, CYP2C19 JERFAR ARG N PCI A S 835 B B 4% B i i I XU, S R 2
FSr I BT 85 b i ves AN RS 5 ARG YT, B I FE ACE A [31]. IB4h, CYP2C19 257
DR IR AR FE[32], CYP2C19*3 A g A2 S I P O I AN R AR B ST T [RL 22 (33 ]« Bl 7ed /009 1 076
N PCT FAREEIG I, Fitt CYP2C19 HeK TEAAH I CEA R F A R AR BT, Reld SCAE A ke
TERE, B BCKJE BRI T4 3/ NIR ST LI IMRA 7 [34]

3.2. APOE EEZ A1

VT 22 2 R B 13— T P TR N A S S A A 0], 3 o s ) o AR 25 I i v A ] e K ST DA
O MU B AR R o APOE & Y AL i S /K ~F 1R 2 B2 N R DR 7, 5 Sty T 28 29t B i 72
HILR Z B YEN] 2 259097 2. Wang S5[35] AWFFLR B, APOE 2 S5 J& K145 i 2 (1) 48 H ] B 20 SR 58 oy
HIE, APOE e4 Z507 3 5 FTHEARAMTT A R VA K. Jabr R Z5[36] K APOE &4 #47 # Xl yT 282
VIR B HEAR T &3 R &2 #5773 . MAl, APoE B[R Z 1S PCI AR & & AE FRB A I S 3 IAR G, did
HHURTIN ApoE HE [R5 78, 3 VA 4 B 2407 R (A in ok 2, 46 FH AR SR L 8 IR 2540 A ] RE G Tl
I ST N R AR (R R HE[37]

3.3.SLCO1B1 EAZ &M

SLCO1B1 H)4mi%i=4) OATP1BI J&—F itz A, EMNEH S 57T . SLCO1B1
BE R AR ] U B A R, BRI 25 B RE 70, AE 2GR IE BT, AT R R
LA ) SRBE R 25 . SLCO1B1 R AL BT My T 25480 71 278 S M i) = B AL 22 TN R 7, AR R 2445
R B RN R B [38]. SLCO1B1 T521C A8 5 5 G &7 A VT 1 i iR BE v BEAH 9 [39], 4l R
A5 CC AT B I A 7T ANV AR T 15 VLI S A SO 8 R AU [40] o FEIG R S B b, G I AR S F 3 R 2
A PEACT VAL 538 7 5ORT B PR X, & BRI B PR MR 204 it PR AN &, B e R FH 24 R s 1 22
Ei

4. IMESERE

BB 1 = R I AL S OC B 2L, SN 7y RO OGS e O S S TR (T 18 2%, 2 RS A Il
FREA BT R B R fE R . RIS TR gt A XU PP 20 R i R DU PR 3R B S St b :5 0P A, TT RE 2
DR RN R, MRS RIS T O R B RS2 2R R R R,
i B SRR, 2ty RTHEPE A RIS IF TR A € 5 2 1 2 545 CHD Z AR 2, APPAG A% 22
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SRS IS A . Bedh, RIS T R R T 251 S B SR IR ik PR B L 92 81 v B A R 2 A Tt
TR PR, Ol PR T RO 2 A VSR BT T i

E&WE

FHFE B RO T B JEREATE 71 RI(No: 2019-Z1-7039); 751545 0 ML B 5 |

DK = 20 7 0 (No:

2019-SF-L1); FHilg4 LA FZ 200 H (No: 2021-wjzdx-09).
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