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[ ABSTRACT ] Aim To sreen differential genes associated with coronary heart disease in Uygur, Kazakh, and Han
population of Xinjiang using gene microarray expression profiles. Methods A case-control study including 9 cases (3
cases in Uygurs, 3 cases in Kazakhs, and 3 cases in Hans) with coronary heart disease confirmed by coronary angiography
and 9 gender-, age-, and ethnic-matched normal controls was designed for the present study. Human whole genome ex-
pression microarray was used to screen differential genes associated with coronary heart disease. Results 33 genes as-
sociated with coronary heart disease were differentially expressed, 26 genes associated with coronary heart disease in Han
population were differentially expressed, 2 genes associated with coronary heart disease in Uygur population were differenti-
ally expressed, while the differentially expressed genes were not screened in Kazakh population.  Through GO and Pathway
analysis, the differentially expressed genes were related to immune response. Conclusion The results of gene microar-

ray screening showed that the differentially expressed genes were mainly related to immune response.
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Figure 2. Whole genome scan results screenshot ( array name) in coronary heart disease group
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results in control group ( B2 Outstanding array edge and the

four corner)

23 BOVRASMRABEXEFERLR

AR 7 15 22 7 S DAL 1) S U S 201 45 60 R 4
A 33 R IEPIRIE B BB N O TR
A HEBRAS [) & 1) A% B 53 44 2 [A] 2 53 06 s 106 245 2R
FRISENE 1k — 20 AT 4% B AL PN 0 10 , 45 2R & BRI
TG Lo 20 45 DUIBERT B A O 22 e S 3L 26 4%
R b VRBE DAL s 25 2 e U o 2 5 4 J T X IR A
FRZE AL HAT 2 2%, O T IR A TR B% 5 i
ORLH 5 M e IR BREE R K B 22 S Bk A
24 REHUERBERFEREEEXERER
tb3g

HeE R TG O 2 5 DU O AT 43 5522
SeBELA o BRI 41 % R IRSE 2 % HEEOR
TG Lo S I B SO IR AT 1 45T IR 25 5 Ak



CN 43-1262/R " E Bk 425 2016 4F5 24 55 12 1Y) 1241

A W % v i ek O 2 S5 DU e R A 1 2 T
ZS I e B RGBS DU LA 3 4k
P2 I B R T IR 4 5 G B v i IR AL AT
1 25T 8 22 S L DR W I o IR o) R A 5 U ) R 40
WA 1 R TSR,
2.5 E=REMRA GO # Pathway H#7

Sk U 2 55 X6 BRH ) AH DG 1Y 33 2% 22 S BE A
17 GO Zr#r, W1 5 52 ) A= Wy 2 R 1) 25 S R R R iy
14 X 55N A (P =5.3e-34,g=5.3e-34) , H:
RV AR T AN A S RNA R 1A 2+
SRR (R 1), 81T KEGG ,GenMAPP | Bio-
carta ZUI i Pathway 7387, & 22 S5 35 DA o o SR
HEIN T 32 8 Z it i 51 17 (tumor necrosis factor re-
ceptor superfamily member 17, TNFRSF17) & K 7£ 4]
Il AT =R 448 i PR - 52 1A A VR R A A AR
P, 2 5 U 02 TN AN M G FE L DU e O s 4
U BALAH /Y 26 4522 57 #ETT GO 34T,
A 8 S5 G sE N A K ) 25 S i TR 52 ) A= ) 2
T LRV S A A T AR A | TN B A A R A
(#£2), & LiREHEE Pathway 70 AT, & 81 25 S
PRI Hh TNFRSF 17 J5 A 75 48 i DA - R 48 7 DXL 52 A A
AR B A AR IGHAT IGHG] &Y
RN S INLIE F, XoF AR W2 D g s i W (P <0.05 Al
q<0.05) . AEE R 5 ek 0o 21 5 4B SR TG B2 (]
2 R H N HEAT GO Il Pathway 30 M7 5 R & 3%t
AT Re T A W R, 4B RS e S
DUBTE ORI ) 43 4522 B 4T GO 40#r, [F)
FES R RN A XN E SRR RZE 416 4, 45
IR TEE U s A 5 W 5% IR o i 2L 1) 2 S R R %
WA B B i e g 2L 55 0L 5 T o i 2L (1] 25 Sk PR
1T GO Fil Pathway 4387 J5 A & ST A= ) 2 D) fig 7 A=
B2, (AR 4E 5 R T 0 B4 55 IUI% ) iR 41
() 2B R %o HR 2 5 0 % o I X6 LA ) S % e
T R 55 DU X R 2 (8] 9 22 S B I AT GO AN
Pathway 34T J5 21 K & B0 X6 A= W 2 35 78 7= A= B i

SN

3 3 it

HAT7E 2RI N 760000 2 5 R S8 T R 5%
VLA AR R I B R BRI R AR R RS A 7
JiNIFET N 1.29 {2 iR a8 A A AE i e Y
HAER P WA, A 122 90 4FAR 4G, BE & IR
itk WU & R, B Al A T AP N, in 2E T 55 0 9k

F 1. BRESHRBRARENTEYZHENERER
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Table 2. Differentially expressed genes that significantly
changed biological processes between coronary heart disease

group and control group in Han population
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