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E9 (coronary heart disease, CHD)ERH I 14 /0o E 555 (is-
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KB IEHIBRNA(long non-coding RNA, IncRNA)F
DNA FIEAL S BB bR 4. oo 1) SR R R K
% 5 g Joi A A S DL S 4 e T AE 54 S AR,
R J7 AR e O R A R R R AR, 4
XF PCSK 946 I Jig i 722 5 R A1 2 55 5 0o 9 i 2E IMPO
SRR M 23t K S T — ek R, ek I 1
FETIF 58 N e O 8 B T AR IR 7 St 7 S %
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FCEIRB K N B AR i dE 2 4. H AT A
DRI 6 i 8 PRI 2R 45477 LT PN K2 3 51 R RORE SRS ] H
B, SN T AAZ G MR A S X I, 1T
¥ BN T, IF7E B R4 A V& i R F (macro-
phage-colony stimulating factor, M-CSF) Azt 4l -
I6: &1 Ff £ 7% ) % [X] T~ (granulocyte M-CSF, GM-CSF)%§
S M A7 B VR R B A o BRI . R AN BT
I £ S8 A0 IG5 B IR B2 (1 (low-density  lipoprotein,
LDL, #H &AM SAOX-LDL)BRL, 354 AN
JIEL 5] B AR 2R I A TR IR A I, T8 sl ks R A A0 T
Beg Az 0. kB e M L2 P 6 O T A
BIBEHRANZ, HREM M AN E (ISR Lt
Yk T A A W A T 5T A ) T R ik 5 R A AL B
P AR e, 2K ok AL B i iy S AR AT if A Al AT
B, 80 JUE T IR BR300 ek Tt B R IR S, AR
JE DR 1 AR MR A 2 3 BUIR BUAZ O 1 R B3 A v, OF
Ak R R NK AR B TR, 36 Jl S el Ik &7 G ik S FeAth 7™
S I A W A A,

2 R R EIR

ek Lo RSB R R ER AR 7 R 35— RO AT
PR, WsEf s, Ml k. Mk, SR 12
PAR M Eh J152 RER A 3 RN SRR, nAME
R, BhZa83h. TR, RIS R A S5, A
Lot JERES BEPRTE . R AR i PR MLSE
vy [ 2R~ 2R IR S5 0

21 FAMERER

T 5 14 DR B 6 P 1 i 1
RO ER R R —. V555 5 e O K
MER Tt 0 EAEA5 S e B RS B IR 2 T
HL[R 4R BE B O BE T R e . AR
Tl N AR SBR[ KRS t AN AR D, 2 2R e AR ) ek
CIRBETIR B A AN Ri30% A L e s oA 5%
RN, TSRS 19— R & e Lo R XU
SURIETE. BRI, S SN AL e Lo ) B S
IR, WKL, A% X e 0o (0 o ik E W] 38 40%
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~60%""". FLAE20tH 40 S04EAR, WF T 78 A 3~4 H
(1922 ) Lt PR Bl bk A A ULAE ot B e DA K B Jhk o A A 4 1Y)
FIARI, BFE AR R BRI A, 220
FRITTRR, 1A B 200 ML R T 24 4 e pr i e ) 7 gt
T A BT ) A 0 7 o (1) B R B U B 84 B 5 5 e
O R AE R BB R R B E SRR, BE R REA
() N R X T o P DT R BEAN ). — T X SOUM G 1
WEFCR I, AT 45 B IE A PR 25 %60 768 O AH G IR B T2 0T
MR 21.6%, TM178.4% 0 7 CoJi A DRBE T H IR T30 58
AN N AR ST,

22 AEREER

VF 25t O ) G R R R R v 45 . SR ELO k2
(American Heart Association, AHA)#! Hi 75k 3 B
AR R R AR miE
AR E B BEIRE S = a5, WA KA FY
= WA S b YN K =2 7) | A N R A 2 i) S
fE ks R R Pt N B AL ZA A BRAE,  JE Bh 3l ik
SREREAL BRI AR R AR S
7SR T 7 4 R 28 30 3t 398 1 24 . 1A I Joi P ME AR B
TELVA 2 i I A2 3E 2 ik S R il A B BT 5 A% O ) AR
a2 SRR A AL LYK, S L IE
HABH M ThRE, Hnsom KUG. i s n
M AR, AR OULAE S iR S S 44k
BEAR WL 6 S AT, i S s P o 20 e
b, A BAEP ol wn R R R A
(PSRN SES RSy I AV e Sp EE N
rp 25 2 R B AR E S Bl Bl T4 IR R K
I W BRI AN B JRE 55 22 A et oo SR DR 2R, B IR
e L9 K At I B 5 KU 20 i R R R 25
T o 42 i) ot s R R ] e K S AT R 2 A TR 0 9 X
2728

3 ORI T %

1E TR R AR S IE RIS, 28 1 F B8t AE b b
Yi(genetic marker) 3 EA FlL AL TR 2 1%
(single nucleotide polymorphism, SNP)F1Z Hif s A 119
B2 % (micro-satellite). SNPJ& H BN 1 B4R 7
1 BUDNAJTH1 2 2511, AE 76O AH SC B DR R A 5 o
F BN TR A, B S SR BE R R i a2k . ol T B2 S A
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A S5 5 3% 5 & (short tandem repeats, STRs)EK ] 5 &
5 ¥ % (simple sequence repeat, SSRs), $52~6" Mk &
EREFMERMDNATY]. W TEENZ S AAFERA
PRI ER A ZE 5. TR O (B I 78 5 1
FEHTEB .

3.1 EBSH

TEL OV IR R R B SO ME A ROR P34, oA
R 5 [R] /B, 4 500 5k R (RO ) A 5 TR DR (U ).
03 JE R A DR R AR i AT g | S () B R, S0 2k A
5595005 2 Y (8L T 6 da BB R B 0 B e . B
DRI 55 e 9 T A% st 1T 5 | R s, DRI e L S B0
BAFEME. ISR BUREER, #RHET
FERMIE . DASIR 2 S AR EAE N EUR AL REAE
HIEYE, 25 FLAh (535 ) 5 B35 DR RN B0 67 s (B ) K
Az E A, DM p BE B BOR AL RUBUZE, EATZ AN
TSRS [z, W EATTEE B B0k, A7 7R &80, 7 5LPR
PR, WAL S (R AL bR B AL S5 BUR RABAL f) 2 15
S, AR ANT B> (log odds score, LOD)H K
TE GO AR IR AT, LODIEAMET3; R gefaik
BT, LODIEAMEK T2, WIZRBHPAM 2 (847
TEER R R, W SHIEBIIAL G, TEZAL 5 & H
FHFNE EA BURRI AL, R @ R T
AT 252 RERUERAESZ B NHERR 7] LAV D
SE SR EEA, H F AR SEEU R R 7 T R A A
PR ()RR

32 KRB

FERT TR I, TR IR TR Lo AR S 2 A
NI, RIS NEET N OBk . 5%
WG BT v S bR b -0 R, JE L RO Bt
e EASK R0 R AR =B N L B S A7
B PR B, T3R5 AR R IR S A R R ST 7y
Prizoe AR, o RIS R S A 4 ]
LRI

(1) MR PR SRR M. e ik PR SR IR 7 B 2 1
“HELEFL D 5 e (R AL W] B8 5 e O A S R (B At
T T, W ARYE RO O AR E AR
WL DUE RIS 208 SRR AL P48 E — el — 20
fekize ik DN, SR AR TR DR (R a0 A% A 5, S g 3l A% 73 Y
PRI e e ik PR S8 AR IR NRE T I 81 220, 4K

5555 FH 2R B AL 5 0 A ik 0 2 R O 15 5 e o0
P

PRI i 0 2 PR B3R b, S T R ) R 7 B R
— B A AE B ) AR A A o B R
BUEARA — A BREE R BACE 2380, BEE
REZBNEI T A R KR e 1 5 I X SR
TaqMan. JEFEBGRTI S BI55. B ARIX HE 7 VA 1 E
i, AR 2 SNPAL s, SRS iAs . A
N2 3 35 T i A A A T ) 1 3 B i
S TTVE: AERRER BN N 5 iy Bzl - K R
A G R e, SEI AL R 2 BUAE R — AN S
AT, BATIGEIY, A R B R
WK, I R R I, S s R, 52 #PCR
ie, FBRICEIRDNAME. HAE T —Fhs dE
PR AREGAS L 39 2 T P B s 2 B i PR 701
WU 5 5K 1) 5 R 23 B9 7 V%

(2) AERHCH M. A FER 4 OGB4 T (gen-
ome-wide association study, GWAS) AT, %A
faE R A, (] 2 O R ATEREAR, fE R4
THIEAT RBL AL bR iC A AN 73 Y, sl d L R Y
PR ERER B AT Gt 20, R¥E R Z ik 5 5
AP R B &AL, GWASHITEHAE
T (1) BEABER BRI G, bl piss; (i)
i 146 1) 1 5 56 009 AH S R 10 A5 A8 5 BE 4. GWASHE
RGN F RGP R AR R, RE3R1G
AL AR . GWASZERE S b7 SRS A 58 A 5 A4 Ik
375 1 /IS R0 5 SR A T 5 .

HH T GWASKH 12 5 TSNP BH A B £ e it 27,
47 JZ R Z (stratification), WIELE 5. M. ANE >
T R BRZREENS T O R A48 A% 2 F TS
WOk, & B A AR S R SR L P,
GWAS 7 22 2wt NAFREAT 38 1IE A4 E 07 L8 21 BAT I il
PR AT S 1) S SR L TR, 35 B A PR 461 - o) R T T
ZHFREW . 2 ERIR LSRR =% )
P AT EENE. 2408 5 ) 2, dd AR 40 M2 T D A
A9 DAL S 2 T B T RERIE 7T A5 1 5 IR R 2 5
OV R AR FEBINLR, B 5 UG HY 2 IRk [ 5 7 o0
AR K 2.

GWASTE 4 B PR H AT HE K 73 Y, R 4 A v de
BRR AT . AT, EnlE s R BT 2 A
F = H AR Affymetrix flIlluminaits F 5. TFRE
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TR AR 25 vy e 0 4 AR AT e B A3 b R O
24T, el U 1 R A T R T a7 A S S TR
FIFRESRAL T S I T, I H AR 2
TEEA BTG NI B AAWT T B, RERE 75 B iE 8 %
NGRS, EXMHIEHAT, Ok 0t 5 n]
MELF =07 HesdE. (1) W05 AR B B B R RIARE
N AF IS IR ) 0 e AR A3 B N el 47, B KV [l bR AR
22 v s NFEREZS EAF B8 AIE R 5 b % B0 a2 1 7 O
GYEIEN. (1) SREW . FEA RS H A 3047
ZH AU HEE, RIS EOREEREANE
%, S50 KA R R R OCER R A, (1) A
KEAE W F B, VEAG 5 3L R 5 7 0095 A A S A
FLYRM VR FH, 328 HS EL A OO FH 10 et 0o o ot - 45
A oA A 6 DR R ST e OO TR &R R, OBER
B 73 M BN T W TR AR TeE O 978 5 SR AT s 3o} Tk
IR TR BRI RITRG BREGE TS 5t R 0
I3 5 SRR DRI RIF 7 2 T T o998 FO T R 7 R A, 3%
1T IR B TE.

4 5eEbCoNE IR AR E A
4.1 eb.LREBUR AL

TR I SRR Lo RSB A T AT DA R S el
ORER RO, TR RRGES TR B E Rl
MR ZFEAR, PRI AE jed O TR 2 1 BUw FE R AR /b,
I8 7 2 4 1 o B0 B R 24 B
BRI 5 0o B0 3 R A G 04 15926 1 FIMEF24.
MEF2ATE R B R ERIE, WREEIME R A K
VEE BN, MEF24711440~446-1 /8 L fR B 2k 548
Pl N RAGAE, BIRMEF24MR%E AL, 0
HIMEF2A0 5 1 5 805,  FFIAMEF245 GATA-1
FE RS BOE P IR 2 58 O 0 % ERY. LRP6
NS AN A b 4 e e O BOW R R, HL
BN F SR = IGUE. 20074E /) — U S 7E — A etk
EREMAE R 2RI, LRP6IIR611CEAS 5 mLDLK
TR, SRR A LY, A
DU — AN 1B 1 5 M e 0 K R b R ILLR P61 5
—/NRAZYA18H, 1% RAL A 5 40 L xof g iy e, i
Se ARk R AR R T, 40 N R AR DR, AT S
PR IE B MG M e O A DG, e mT L, R [R] — AN 2
DAL, i m] e a AN [ (R LR 5 A [R] S R 1 5 oo i A O
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FoAB A 2> MBI 78 0 & B12933.3, 3929, 5q13.2, 7p22.2,
9q22.33, 9p24.2, 9q34.2, 12q13.13, 15q26.1, 17q21.2,
17922, 20p12.3F122q12.1H £ /N5 5k 009 5 35 AH 5 1
fir s,

4.2 Lo g R

Ty IR FE R BUAT AT BT KBS G 0. 72 B A0
i, 2GR R SRS AR R B AR, LR
SERRRAE. B AT E S KR 0 S IR,
R Gy Bk LRI 0T 6 oo 8 A 1) RETIR) R 22 /DN 3850 XU
ST IR 1) BN, i JER I AL 4D 2 3 A FH 2
N OPRS TR

LA ST 18 A AR S5 520 768 /O JRUSE 11 R AR KR
J&E LT 50 B WLSNPHIGWAS. i GWAS T & KL T
25 FRI I R 0 T BE BB 5 IR 1. 20074,
N RS T B — O T 5a Lo A DA R BE R (1)
GWASHEFT, RIUL T G tifhop21 X 35 £95.8 5 B &
X B O oG, o i B I SNPAL SN
rs13330495 7 XU 56y 285 fir Jo [R] 4l 45 05 509 1T X 1
IM30%~40%"),  HLH 0o UREBE 9 AU 9 FE 35 45 3 10
1.6445 0% [EHER TP T 2 A 5 0 KRN T
GWASTi H, WICARDIoGRAM™, Cc4Dp"! DL & % F-ix
W& AT NFE R ZH1HK)(1000 Genome Project)$44 1)
LRHTRC. FEEW, EXTURNBEITR T =4
KIBLGWAS.  FHAM DU N e Ol GWAS %5 58 H
i T C60rf1051rs6903956*, LI K T TTC32-
WDR35, GUCYIA3, C6orfl0-BTNL2FIATP2B 1% 3£ K
b al BT ) DY AN 5 5 SO A 5. A A it
GWASS & = Ay s 5k TR A, o Bl T
SCMLA411s9486729, THSD7AKrs17165136F1DABI
1s852787. H HiEL ThaesLis K, THSD7AFISCML4
XP et o R A B Thaeormk. T IASCML4 7] i@t 1
WNIL-6, E-selectionFICAMIF)ZE 5 E0E N 52 40 i I B4
RHPHTZRE ), MHISCML4RFRIETINE N 2 ThBE
VERSFI ML M, I THSD7AXT N ¢ 40 i T % 5 i
K, (BB PFKICAM, L-selectinFlITGB2 /1 ZI% M
V555 A% AN M R B, AT 00 1) 0 AR A B R (1) T .
HZ HHT, GWAST 4 & i 1607 mi 55 56 Lo AH
9%[45,46]'

HARERE R, ARABEEAE T S, w005 1
BAENLHITRG T2 5. V2 C% @ AL AU A B K
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L B H AT 9k, 78 A N T T R
FEAr S B %, T e R B DO A B R AT 8L i
BT SR b, SRR BT K 1 25 5 L RR
I 5 AR, 22 B DU A 38 AL T 7 2% B 5
B PR 77 T AT g A S m AU, AR A T AR
T8 (1) B NP 5 A s FEDUR NBE R AT 300, 6
RIRI Ty A7 s A B P T ASSIE, RKIWESYT3,
RGS5, SCML4, THSD7A4, NEXN, NAA25%5 5L K 1 £ 7
PR 58 Co 95 1 7 S 2 B H LR DU T Lo JR R
T 75 36 BN A 5 et 05 2 3 AH R I TSP-4 - A387PAL
B b F PUBE BSOS R L B
A E &3 AN B 5 0 A 5% [ thrombomodulin
—33G>AR AWM SR AT O AR S, A A
DA FAt B g 412 R 0, B [F O AR, R
] T b b 3 70 A 3 B D e o A 22 AR KL I
b, RS AEAS R 0 b 2 I AN R (R, 2%
B AN [R5 A 5 O IR 3 AR ML AN S AR R H AT
T BRI AL S E AR R oA DY, HE
A3 5 AR 2 AR Chv e s ) D 7 o 8,

43 B EZNBETIFNE RIS

SR AU O T U R R, (EE % %
AR MR RIREAR, Hd O ICH 2 Sk
PEAEFAR, A WF T DR 37 38 A% AL f ) B AR
WRH X E NS ORI, AT SelE
SRR H AR

I 71 % 2 N 09 FE E HR H BAR A  )

FE07 AT VT e NS 5 Ok R AR DSBS, bt
— T T KFE AN AN TERNT RN, S5KFEHKE
HIFOXO3%: FISNPAT mirs2802292 fit) GE5 7 F: Rl B A 4E
KT i B PR S VR FE T R B R 1s810576747
A R S u R AR A 0%, RN T B AR B B 1
U AN, K AR R O TR, [E R T
T e T E A 5 5 AT 98 81 B 0 ) TR SR

5 Rk AR R AR

AR H BT A2 6O i A S e 3L R, (3
7 P AL R 25 A R AN BE AR et 09 30%~40% 17 15t
3R R R A R 38 A S R 1 —

G, AFLEAR 24K A B o100, 3[R 3 2 1) F A
AR B2 DR - A 5 D 2R LA AT B 8 e gt o
TR B AR R PRI BEAR, IR AR Sy B A% BRAR ™. HE D B
PRI R ZO TR o IR R R BN B, T 22 PR R 2 ] Y
A AN 17 Lo BOR ML K R e k. FE A3
1R (45 5 2 22 PRIt BT A S SRR,

5.1 FENAMEAE R

FE (R 2H A1 B AF F B 70 (genome-wide interaction
study, GWIS)5GWASH] X 7l 7E T HAafi B KA
TSNP I 4 2 15 Ho A 5 66 5] 3% &5 5 R A 9 4 I - P4 5
DR AR ELAE . o0 B 5 8 DR AH IR AT 00 2 BT 9T BA
%l|(cohorts for heart and aging research in genomic
epidemiology, CHARGE){RI& | &5 T4 MLl 7K
IR SR F BB ORI RS % O\ B A HAE
FRIC JE RN i B 38 3h 2 17 A M ELAE PR e R B T
455 1 B KT S A7 57, R B R £ A
i FE FEARE T 1380 6r 5 5 08 BUKCF AR Y, 6
5 SN B ELAE RIBE T M58 1 1843z i 5 )l
JRAK T BRI, £x 50 5 55 o M 5% (I SNPAE
SRR BAE P BRI 5T R, 3B SN T IR
3 D 0o R T, BT — SRS 5 K PRI BA B IE
W], DR R ARG 7 AT 2 RO B B
RARRTY. AR LA TR A5 e AT KUK (1
o, RIEFIAETT NS A R4S M, 0
JRURG T P 2,

52 ZRHFNEEIFT

Z F R RS PR3 (polygenic risk score, PRS), tHK
AL RGPy BRZE JE R PRy, AR B MR R A R —
PEAR BB R I8 AL 7] R VT A, R X GWASHURE % &
HE R — 2H AR AH SR BB AR AL S ) 2 5 i . GWASTH]
S8 KB IR IR 5y I AL i, (HIX LAy iU A 8 T
T R, RIERAMA, RO R A ISR 5. 75 2245
G 2 AL R RS A R R I W s KU, 30 S 5
R, R 22 FE DR R T 73 P A 25 i v x ek Lo I 1)
T IR I, I AT A KU 2 E AR ks
J& e 2 A fE [ B (low-density lipoprotein cholesterol,
LDL-C)H1H i = 18 1 1 A [R5 of df ML A4 4o JFE i JXU I
B e,  HLDL-CoKF 5 e Lo 1t A% XU 22 [8] i) A
FAELAT etk 20 ™. — SURIT FeKs 5 B0 M M e L I
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L7 33K Fofr B4 5 ER1 S 0 ) a8 £ A S5 AT 192 e oo A DK
SNPA 5 25 A R HEAT 76k Co 98 RS T, e Th ot 5%
i v L[] 2 ML RE 6 P o0 XU R AT T SR 40 1)
N2 9 = S o RIS o1 = DR A 2 955 ) LN ra R s N
fifi e MABTT 25 WR1S B Z ai b i fa s N, 9F HAR
PEPRSXHIH N 4L, PRSZLE A ] Alirocumab
(PCSK O 77 i 3K 7 B K HRUS B4, {38 FHPRSHEAT
S L9 R 43 JE A BT S R v v e,

5.3 i Bk PR 5 oAt PR FMH ELAE A

L GWISHH b, T fige e 5= D] () AR B A I 9 SR 4
TR (1) H Ar ik R R84 A8 S 5 A R 26 R AH LA
FH. AER € AR MR 7 T, 1884 AR B fa [ 8 2
Z AR EAE A I AR E o s w7, J
K- A BAE R I7EG: (1) FIBERT,
FIWT I RS 2R A JooRE, BRI SMA, 7
V5 A 25 & — AN Bl /S P 555 DR 3% B[R] SR B0 (1)
e, M S T HA PR 2R B 2 A B F B9 A
RS, (1) % 6 AT R AR B ), T A
IRl — AR, (HIZ% 0795 20 7 H A Hp ) R 25 i (v 2
ALY NE 2 VA=A S I R SR G WS R E Y R~y 8 2!
LR AED) A g FE R I SNP-SNPAH BAE I S8 1 &
o U ETHT SR O S O AT A, SR
FH 48546 5 FE R R VP AN jel O 2 IRV R B IR R R, FAL—
ANBEX S AR E . AR SRR 2%
RWFFRIN, 1571780515 FADAMTS7315 5 N %, AT
XA AT (3 B i (R4 /R FA Y. APOE S5 W
28 HAE FIWF TR & B, APOEJEDH 1) i 4% 28 S5 48 in
755t AN T E A S A DR %) R R N TR PR e o XU
TR 7 @A R A PR TR M AT A
KA, WFETXNIP, EBF1, IL6, FADSIFIALDH2{E N ]
AT AH IR R SR O TR B AR B TS
S5 1 3 7 3R B AEAE A ELAE T,

6 SE.LoR B RS R Y S RERT S ) 5 5 i A
Yo R 5 5 i

0 5 52 01 760 5 5 RS R K 26 980 % 2 )
SUS T I, IF ELA A 2 AR D A LT
S, AADRIRLE X B T 78 L. R
TR T TURME, (R A 0 B2 L o i
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P T EAS 0 2 A e R e
Ihtie BAUHIRIE AT, AR M A 4 25 ) LA e A 9 i R 3k
. FRARTE sl S 135 B R e 0o B B TR K
YO TR B Ak, H )R S8 15 IE A RE A 8 48 E
(1) 76 /0o 97 A 5% J2E (R % T O R 2B R R (P DTk, ThRg sk
B — AR I T (1) R IIAEIRIE. 40
Jif 25 ) e S B IR T k0o R R, BBk A
TR A B B i A2 R R S BRI T (P B i v Ak . B
ARG . IR ACEAE), #iE HArEE 2 53k
FEREALBE P BB B AN DT k. {5 dn, e ik Py Rz 4t i 5
Z PRRE. WHH. JHTCSEAEOCSRIS VMY B ARSI
ERL i C3=Ri0l -2 R b w0 1 B
SEIG VP B 40 IS 0N R A R A Bl IR
transwell 55 SZIG PP P R BC-F- 1 LN 78, il ¢
SebR e A 2 B R R AR SR, (1) BRI
ARG UE. Ik 7 B R B I/ PR B A Y, B A
ML BT ASFA T e M BEVEAT B As 5= R0 B0 Tk s A A A,
PEHLIE AR JE R TR, B fnid i i 2 O Y ek I 5
Pk AR AL BE SR i A TR AR s B A FE . IR e+
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Figure 1 GO analysis of coronary heart disease susceptibility gene.
A: Biological processes; B: molecular functions. P: Corrected P value
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University, Nanchang 330031, China

Coronary artery disease (CAD) is a common disease caused by the interactions between genetic background and environments.
Genetic determinant is one of the most important risk factors. By far, more than 160 susceptibility loci and several disease-causing
genes have been identified through genome-wide scanning (linkage analysis and association analysis) and other techniques. Here, we
summarize the CAD-associated loci, their biological processes and signaling pathways. The genome-wide gene-gene interactions as
well as gene-environment interactions in the development of coronary artery disease and drug development are also discussed.
Finally, we discuss the risk stratification of coronary artery disease and precision medical treatment based on different genetic
backgrounds.
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