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Study on Relations between Adiponectin and Its Gene
Polymorphism and Yao Coronary Heart Disease of Guangxi District
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Abstract:Objective To investigate the difference of serum levels of adiponectin (APN) and its gene polymorphism + 276
G/T F1-11377 C/G in Yao patients with CHD and Han CHD patients and Yao normal people in Guanxi district. Methods

Yao CHD patients, Han CHD patients, Yao normal people and Han normal people,each of 100 cases were included in the
study. The levels of serum adiponectin of all research object were detected by ELISA and APN-+276 G/T and APN-11377
C/G genotyping were conducted by using PCR-RFLP. Results The levels of adiponectin in two groups of CHD patients
were significantly lower than same race normal groups,the difference were statically significant (t=10. 311,8. 642,all P=
0.000). The adiponectin levels of two CHD groups was not statically significant difference (t=1.792, P=0.076); @ The
APN+276 G/T and APN-11377 C/G of four groups conform the Hardy-Weinberg population genetic equilibrium law (all P
>0.05) ;@ The main type of all groups APN+276 G/T was the wild type. The genotype frequencies of APN+276 G/T
were no significant differences in between 4 groups (all P>>0.05) ;@ The CG and GG genotype frequency of APN-11377 C/
G in two CHD groups were higher than same race normal group.the difference of Yao CHD group and Yao normal group
=8.908, P=0.012; ¥*=17. 275, P=0. 000) ;and the difference of Yao CHD group and Han
CHD group were not statically significant (y* =0.363, P=0. 834). Conclusion
APN level and APN-11377 C/G loci may be risk factors of Yao CHD patients.
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BRI 2 CAPND 2 07 0 MO 520 5000 100 TR A0

was statically significant (y*

As with Han CHD patients, serum low

O B R AR AR B AR AT

PR T, B B P ko AL RE L Bt i B 3R
EELEWAER . AR A B APN fr 78 3 A
DI 50 L R AR DG, HLSE R 2 28 B X
RhE A S O (CHD) 2 i s IR 3 ik % 2 3h
ok 585 A Rl L o A8 1T 5 | RS I A Bk A L T B0t i AN AL
O JULABI i B 4 T S B0 0 I 9 . 2 BT B R R
FPGIRZ — . JE— Ml B AR E R E A
KA 16 = 15U B A 2 B0 B A Herp ) TR

x AEEE T XE 5 (1981 —

7% B e A )P B R CHD B APN K &
HEW A A +276G/T M-11377C/G W £ H M
Je B A HE PR o A LA ER 1 APN KF Je 2 A 2
R 5 T P B % CHD f 3¢ &, ANl CHD Bl
B2 H LA

1 #RE5FE

Lol Broiat 5 BRI DU 0 95 ) \%\f—ﬁéﬁ%%ﬂ&
AR AR 100 B, Hirp, 35 0% 1

) B KR ER BT, B TAE BRI B2 e 5 AR AR 3, Tel: 13977544498, E-mail 490835268(@ qg. com,



PRI E e P304 H4al 20154E 7 A

] Mod Lab Med, Vol. 30, No. 4, July. 2015 57

P 53 i, Lok 47 B AFE IS 49~ 75 B AR
58.3 & BRIGMRFEANAK . % 52 B, L ¥ 48 i, 4R
W 46~71 % AR 56. 9 % UK TEO R B
B 55 1, 2otk 45 1, AR Y 46 ~78 & AR IR
57.5 % s UG AR FEANA . 55 % 54 #, & 46 i, 4F
W 47~69 %, TR 58.1 %, FEE A VbR E .
OB AETE] V8B R 32250 A X B BEEAAR @ =A%
W R 5 A T A I B R IR L R AR AR R
F 5% X 4, HRL AT RE A AR A 5% 6 4 76 HL T i i I
S A 5 A GE U O 0 15 A% M e S s S
Pl A8 PR S, O 12 W AR ER Lk B R
ki B A BT RAE =30 % s HAh 3 L E= D
A1 SRR MK =50 % ., BRI OB
IAFA LR ABEdRifE, HEh A0 E ST BT
. DU X R AR FE ) B 25 5. RbE
o A S JH I ) D ) 3 e A ) A R A (] G o,

L2 ARARE

i AT A B 5% G bk M 4 ml,
A TSR EDTA Bt o, It iR 21,
30 min J5, T4 3 000 r/min > 10 min, 75
MLE —20°C vKAFAAE . F T IS APN Kzl , ED-
TA & T APN 3 [KA7 5 2 2 PER I,

1.3 EBMEFR A 9700 PHAYL (EE ABI A
A)) ,RT-6000 R #rAX CBRIIN TR A4 a2 A R A
A S UKL A5 S — A8 T, BE B B A (B
B AP wlD)  APN R (G5 E GBD 2 F) 44t ,
DNA i #2357 (RN 25 A A A R A FD .

1.4 %k

1.4.1 Iy APN [ . R A ELISA %, — U4
A P A i B 50 U I 45

1.4.2 DNA il & . R HE O %, — U EAE ™4
iz B0 Ui B 45 L e 5 DNA T TE SR P, —
20CPRAF&H .

1.4.3 APN E: XA

14.3.1 RMARZR 50 pl SRS EFT L 45 AL
FRARZ N 8 ul PCRIES MW (&% d NTP,
buffer), Taq fiff 0. 5 pl, WK 37. 5pl, ENUHFG1H)
%1 pl 1 DNA R 2 pl, FE43 1R 2. APN +
276G/ T M-11377C/G HF A S 51 W FF WL 1.

# 1 APN+276G/T #1-11377C/G EE AL A5 45 51

{37 5, 519351 K (bp)
APNH276G/TRifi L34, 5-CTTGGTGAGGAAAGGAGAC-3 5
Tl 1:5-GAGGAATCAGAATATGAATG’
APN-LI3TTC/G i L5145 - TGTCTTGTTGAAGTTGGTGCTG-S 450

Tl :5-GCTTGTGGCCTCGAATCGTA -3

1.4.3.2 APN FEH A 5+ 276G/ T ¥ 44 2% 14 #n
BRI PE B Be K BE 2 B 1 94°C 5 min A4S M
94°C 1 min,55C 45 s.72°C 1 min ,35 MEH ; &
J& 72°C #EAf 7 min, B PCR J5 7% 20 pl, Bsml
PIWE 1 pl.buffer 3 pl, BH K 6 pl,37°CHEEY) 1 h,
APN+276 G/T #J PCR =¥l 745 bp. BVl 5 N
225 bp 1520 bp KM R Bt. #E 2 g/dl BilIg b &E
S R 100V, B3k 60 min 5 H 3h B K
G T AT WLEE L UK 45 SR I 3R PR AE

1.4.3.3 APN FEH 7 H5-11377C/G ¥ 38 2 4 A
FRIPE B K B 2 B 1. 94°C 5 min AR M
94°C 1 min,62°C 45 s,72°C 1 min ,35 MEH;
Je 72°C #EMH 5 min, B PCR ;=4 20 pl, AlwNI Py
YIWG 1 pl,buffer 3 pl, TH K 6 pl,37°CHEEYI 1 h,
SNP-11377C/G #J PCR =¥ K J¥ 450 bp(C %
BEEEED YIS K 95 bp A1 355 bp(G ZE A7 KL
WA R B, 7E 2g/dl BEARBEEE S b SR B 100
V, Bk 30 min J&5 F 2hBE R KI5 50 B AT W5 H

TR RIFBARIRAT .
1.5 it o bt RAGIRE M SPSS 16. 0 3

A7 804 A B, [6) B 5 O s 4 RN OE R X RE 4
APN JKF-HEECR AT ¢ K B, P<<0. 05, 2= R B A
Giit# & L., APN 4 i A # 47 Hardy-Wein-
berg (H-W) -5 465 46 . P=>0. 05 Bl R BHEEAR B G 7
AR e, 4 4] APN K& DS R 20 A 1 22 5, R
FH-R K, P<<0.05 M2 55 HA SR XL,

2 HER

2.1 TR A S R Rk B R R A
W 4 Fe S Ak O 4 o iE R APN K R 89 b A
PEG 6 0 R 41 1M 3 B APN K F 7,30 (3. 65 ~
10.35) . B & I F 3% % 41 1E % 4 10. 56 (5. 99 ~
15.60), Z R A% it E X (¢=10.311, P =
0.000) , BUJE & O R 4 APN K 6. 74 (3. 02 ~
10. 62) 1 3 AL T DU 41 1E # 41 10. 29 (5. 67 ~
16.04) . Z 37 G142 X (1=8. 642, P=0. 000)
PR e O 05 2H 1M W R APN ¥k B g = T DU i O
EEA BRI M ZER TR IT¥E X (1=
1.792,P=0.076),

2.2 AR SIRL R IEF MRS g 4 Fe
Rk EFHE APN AR AZR WFE2, W4
APN+276G/ T v o5 B 2 2280 1) 2 W05 A 8, A4S R
W R 4B APN-11377C/T A 5 iy 32 280 1) 2 58
AR, 28 H-W P-4 56 o L AU 2 (8 R DT 2R (. 4
01 APN W7 58 PAEI>>0. 05,455 H-W Hf
A3 A% i v ), HLAT BEAR AR R



58 PR 56 5 2 A s

30k H4aW 2015487 H

J Mod Lab Med, Vol. 30, No. 4,]July. 2015

®2 T EER CERER S HPAL-17 WEEKENZE R (n=100)
3 ANP+276 H-W ANP-11377 H-W {g
GG TG 1IT G T P MP CC G GG C G P MP
B AR AL 62 29 9 76.5  23.5 0.053  0.295 41 42 17 62.0 380 0.277  0.360
ERIERA 71 24 5 80.3 17.0 0.135  0.242 62 26 12 7.0 25.0 0.219  0.305
DU R AL 64 28 8 78.0 220 0.069  0.291 37 14 19 59.0 410 0.365 0.367
DU IE % 41 74 22 4 85.0  15.0 0.170  0.222 66 26 8 79.0 210 0.096 0.277

2.3
20 Fe A% B 4 APNH276G/T AR % &6t
20 U4l APN-+276G/ T o i By 35 25 7Y 51 J2 85 A=
B ) B e o 2E R IE N IR LA 2 R
Gl L (f =2.224,P=0.322; ' =2.778, P
=0.265); B K 04l APN+276G/T He [ ¢
GRS & TR R E R RS E X

(¥*=0.108, P=0.947), WK 1,
M 1 2 3 4

B R R RN T = 2 1 ) & S S AN

M:marker;3:GG #;1,2,4.GT %I,
APN £ H +276 fiL & C/G 4 #7=4 BE1] 2 ik B

T B RS JR A L B AR OB R A Gk R S 9B

1
2.4
20 Fo A% B 20 APN-11377C/G R B % &6k
2 4 APN-11377C/G 2N Z B M40 1 & 3
B G R0 DU 7 o i 2 %) A5 o7 6 PR A 4% ) 3. v 7 ()
BRIEH A, Z R4 %1% 8 L ( =8.908, P=
0.012; %" = 17.275, P =0.000) ; % % 7 .0 % 41
APN-11377C/G B[R % & 18 B A B AR T DU 5 0
W2, H 2 F gt X (yf =0.363, P =

0.834), WK 2,
M 1 2 3 4 5

M:marker;1:CG 1;2,3:CC #;4,5.GG Y,
APN £ [F-11377 fiL ;| C/G ¥ G =¥ Eg ] B2 ik [

A 2

3 i IBBEZE (adiponectin, APN) & —Ffh B &
PR AE PL 3l ik ok AR B AL L BT i /A 3 S Y FR AR
MR EVE W TG PR T . APN X 3l Jik ok #¢ i
T B AR VR AL T RE Sk - O30 i B W5 4 i 5% 1k
IR AR s O3 ad PR R AR /4 (I A R
2 FE A ) P 40 M A A P s R 5 DA i af 4 - v
LA 3 i s A U BFE 4 B HDL i & 45 AR
Fi 33 5% 52 D RE L L A Ak T R AN BT R E S AE D ©
TR I A R 5K P — 48 Ak A (NOD 3 5 1 45 &7
QI N IWANY T SR 2 R Dl
JUL 200 it 356 5 25 A D ot 5 i 4 R G AR B VR S
APN BEH A F NG AR 3927 X, i XA 46 3
MhBEFM2ANETF. AAFEENZEME. KX
B A2 2 RUBE R A ZR B AE e 0 0 1Y B I
X K10 5 APN 2£[R SNP 7 A [a] b i | s X
Oy SRR, E NN S RN — 8, HE X
— AN TR] b XN B () BIF 5% A0 25 8 HE B 7 S 1 45
Jep= i

AR BN 5 IE% A, CHD 41 1 i
H APN ZKF 5 35 B AR X 5 Kizert™ ™ i BF 57 45
SEARL L UESE Tl v S APN JKF AT g &2 CHD
By fa ks 2 . B e O e 4 APN K P I =5 I
TS 0 9 A 5 3K T R R B 1 e 4 9 2 R B s U A1
TR R H MK, APN+276G/T KM AT
W T IR AN APN 2R M 1) & 35 1R 17 51 I 25 44
A he (A WFSEIFESE APN+276 GG 4l 4 5w 00 9
BE M APN KB 8 R D 4 AT B Aok B
F X SNP #4180 5 55 3+ X ) SNP 3% 81, 5
mRNA 155 5%, WA 7T BEH AR B e 52 1 mRNA,
MM 5Z M mRNA R IA B R E AN RE. 7
B L DU e L A 4H R B L DU IE F 6 R4 A
APN+276G/T 4 3 X 22 25 M R0 3 DR A8 A e A
R A AR EHEZES, X5k S EER
X 5 0 R B R B BF ST A R — 2. S
A B ST AS — B, 2 BT DR R AT R T TR R
— N RIGEZ X E R, N Z R E A X5 R
ALY S 25 5. [REF 43 SCHR v s 45 ) R 2 22 )
F2BLRRAE R 58 42 VT i 55 R 28 AT 3 1 45 2 Sz F 5%
gERZE R 20, £ APN-11377C/G 3 A b4
HHBE % S 0 5 4R [R] Ml DX DU 0 R 4 APN-



WA EY G 308 W4 201547 H

] Mod Lab Med, Vol. 30, No. 4, July. 2015 59

11377C/G 3 R 2% 4 #2 B UH g 22 9 T B2 % 1E W
4L 3% SNP-11377C/G 3 £ A0 5 CHD 4
X JE CHD W — Nk R, A B 0 41
s &M 22 R g i # 2 L R SNP-11377C/G
S A2 b DX BE R RN 76 L 1 B R TR

A2 I APN ZKSE A1 APN-11377C/G
DAL g S ) VG Ml DX DU B e O 9 3 Y B TR
2., APN-45 HE R A J 75 2 B8 i e O 0 1 5
JEIL Y R T B INAE A g — 2B 5T .

5% Lk
(17 Rk 0 i LML J6 5T AR LA th A, 2002
47,

Song LF. Coronary heart disease M. Beijing: Peo-
ple’s Medical Publishing House,2002:47.

[2] Takemura Y,Ouchi N, Shibata R, et al. Adiponectin,
modulates inflammatory reactions via calreticulin re-
ceptor-dependent clearance of early apoptotic bodies
[17.7 Clin Invest.2007,117(2) : 375-386.

[3] Ekmekci H, Ekmekci OB. The role of adiponectin in
athero-sclerosis and thrombosis [ J ]. Clin Appl
Thromb Hemost,2006,12(2) :163-168.

[4] Wang Y,Lam KS,Xu JY,et al. Adiponectin inhibits
cell proliferation by interacting with several growth
factors in an oligomerization-dependent manner[ ] ]. ]
Biol Chem,2005,280(18) :18341-18347.

] Matsuura F,Oku H,Koseki M, et al. Adiponectin ac-

celerates reverse cholesterol transport by increasing

[

ol

high density lipoprote in assembly in the liver []].
Biochem Biophys Res Commun, 2007, 358 (4):1091-
1095.

[6] Huang PL. Endothelial nitric oxide synthase and en-
dothelial dysfunction[J]. Curr Hypertens Rep,2003,5
(6):473-480.

(71 #h kB oMLk HE, 45 FADSI/FADS2 JE[H %

A5 0 R I DS EE P or BT L) . 7 RO 225 4R
(B0 ,2012,38(1) :115-118.
Sun L, Liao Y, Ye L, et al. Association analysis be-
tween polymorphisms of FADSI/FADS2 gene and
coronary heart disease[ ] ]. Journal of Jilin University
(Medical Edition),2012,38(1):115-118.

(8] il TR, £ 55, 4. U JI Bl DU 2 BUME IR

SRR SR 2 5L ] P E AL T A, 2012, 28
(3):302-304.
He HJ,Wei DY,Wang CX, et al. Association between
single nucleotide polymorphism of adiponectin gene
and type 2 diabetes in Han people in Liangshan, Si-
chuan province [ J]. Chin ] Public Health, 2012, 28
(3):302-304.

(9] ERZE.TUEF. BEM.F FHREERZSESR
WER A AEAR SRR LT . th A S 2 W R 9T 2% 3

[10]

[11]

[12]

[13]

[14]

[15]

[16]

2012,26(7) :659-661.
Wang SJ, Jia WP, Bao YQ, et al. Association of adi-
ponectin gene polymorphism with metabolic syndrome
[J. Journal of Chinese Practical Diagnosis and Treat-
ment,2012,26(7) :659-661.
BRooo7 RIS, E L IR KFE LR 235
PE 55609 1 56 R LT . I ARG il 48995 22 3, 2011, 27
(4):284-286.
Chen F, Wu HL, Wang J, et al. Relationships betw-
een adiponectin levels and its gene polymorphism
with coronary heart disease[ J]. Journal of Clinical
Cardiovascular.2011.,27(4) :284-286.
T WL RIRE AR 2SR R B
SRR 27 N i o3 . 2005, 25(21) ¢ 1-3.
Xu L, Ling WH. Adiponectin gene polymorphign is
reviewed[ ] ]. Section Endocrinol Foreign Med Sci,
2005,25(21) . 1-3.
Kizer JR, Barzilay JI,Kuller LH, et al. Adiponectin
and risk of coronary heart disease in older men and
women[ ] ]. J Clin Endocrinol Metab, 2008, 93(9) .
3357-3364.
TS JREE R L SNP+45T/G B
M2 22 351 5 56 0 B AR DG PEBF 5T L) ). o [ 95 0 A 3
2%3,2010,26(6) :1064-1068.
Xu L, Ling WH. Correlation of adiponectin gene S-
NP-+45 T/G polymorphism with coronary heart dis-
ease[ J]. Chinese Journal of Pathology,2010,26(6)
1064-1068.
Bacci S, Menzaghi C,Ercolino T,et al. The +276 G/
T single nucleotide polymorphism of the adiponectin
gene is associated with coronary artery disease in
type 2 diabetic patients[ ]J]. Diabetes Care, 2004, 27
(8):2015-2020.
SKRERIS 2 SOME Bl ARG E RBRREE Z M S
A9 S R B S (4 R SR 5 [T ], b v 52 3 R 2
2 (BE 2[R 52009, 29(4) £ 435-439.
Zhang XL.,Peng WH,Lu L,et al. Correlation of adi-

ponectin gene polymorphisms with coronary artery

J'E
%

disease and plaque progression[ ] ]. Journal of Shang-
hai Jiaotong University ( Medical Science) , 2009, 29
(4):435-439.
AT MRS T . IR 2 BB IR T IR
063 Ak B 2 28 5 O 00 P A MR R [ . b A
PRI 2% 75,2008, 16 (4) :197-200.
Ma XW,Lin YH,Li JP,et al. Adiponection gene po-
lymorphisms ars associated with the risk of coronary
artery disease in chinese type 2 diabetic patients[] .
Chinese Journal of Diabetes,2008,16(4) :197-200.
Y B :2014-12-31
& B H#:2015-03-07



