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EMS)# £ 4, ik MAZRK20124 1 A 22201351 A THEARAWEEREZ ST 1006 MS & F, R IRE #6100 ¥ 42
BAEFERA T B, RARE R B-FRH % BEKE S S H(PCRRFLP) 4 4 GCKR # B rs780094, ANGPTL3 & H
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The correlation of single nucleotide polymorphisms of ANGPTL3.GCKR and metabolic syndrome "
Wang Haiying , Zhou Taimei ,Feng Xia , Jiang Xinglin
(Department of Clinical Laboratory, Huaihua Medical College , Huaihua » Hunan 418000 ,China)

Abstract: Objective To investigate the correlation between single nucleotide polymorphisms (SNP) of ANGPTL3,GCKR and
metabolic syndrome (MS). Methods 100 MS patients and 100 normal subjects in our hospital from January 2012 to January 2013
were selected randomly. PCR-RFLP was used to analyze whether there was a correlation between SNP of GCKR gene rs780094,
ANGPTL3 gene SNP rs11207997 and metabolic syndrome. Results The levels of HDL-C and ApoA1l of subjects with ANGPTL3
rs11207997 TT genotype were significantly lower than that of subjects with CC,CT genotype; The triglycerides and OGTT 3 h
glucose of people with GCKR rs780094 TT genotype were significantly higher than that of people with the CC,CT genotype, OG-
TT 1h insulin level was significantly lower than that of people with the CC,CT genotype (P<C0.05); CT,TT genotypes of AN-
GPTL3 rs11207997 increased the risk of developing MS by 1. 398 and 3. 180 times; TT genotype of GCKR rs780094 increased risk
occurring MS by 2. 150 times (P<C0. 05). Conclusion The SNPs of ANGPTL3 rs11207997 and GCKR rs 780094 are closely corre-
lated to the occurrence of MS and can increase the risk of MS,
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FEP A PO P AE B OB AC S R LR it I 1 3R L 2 Y TR rs780094 . ANGPTL3 3 [ rs11207997 {37 45 A 3 [ B 43 7
BB, MS B MR RGO L B0 &R R W R B B LR SNP 5 MS R Z B LR . MS
T BB I A ARG R AE R BRI S R B B IR BRI
KA R 280 (SNP) o] 8O B 1 b k. m B A ERE 1 BRSHE
B 3(ANGPTLO)RES MBI AN H L& K S5 W5 F M L1 — %okl BEALIEIR 2012 48 1 J1 % 2013 4% 1 A fEA R
S (VT AT 40 44008 B 106 W B CLPL) o AT 82 R i 5 AR 3. Wi JB8 2 It 4 52 TR 9T Y 100 5] MIS 58 1 g 5 0 415 LUAF i L
ANGPTL3 [ E W LAXT i s koB R AL 3R vl DIl sk 4 B DCECE 2, R A 1 = 1 DCEC A J ¥ 358 B[] 300 76 A 2 B ) 1
BA R A, S G A Bl R G R AR BE Y 100 B EEE 1R O R SR A R IR LA
W5 T 2K (GCKRO R 50 45 WM I (GRO 45 & A0 il 006 A — MCeRh A 45k 0 A5 0 L 00 AR 950 56 5 3 4ih B Bk . 10
P, GKBERREEEFFEMBW AR EAREEXR. FL mL. UL NI EDTA B . —20 CHATE,
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% F 6. 10 mmol/L; (3) & =B H i (TG, TG=>1. 7
mmol/L; (4) & % B 1§ & 11 (HDL-C) <<0. 9 mmol/L (5 1) 8§
HDL-C<C1. 03 mmol/L(Z 1) 5 (5) & I L B [ K T 85 em (A
P ECKT 80 em ety . LLE 3 10 & 3 i LU L 5 3 2 Wy
H MS, HEBRFRAE . (D HERR I & 45 4 A U505 L 9 43 IR iR
P JFE 99 55 1 J0 3 5 (20 K 088 P 52 i A i3 ) 288 [ i 3R 4%
iR (B SLI AT R AN T A L8 H 0I5 4 45 s
[FEBH.

1.3 KA 5E  EZILH :DNA 514 . PCR i 7l £ . KR il
PENYIEE E BB K. B8  DNA 20 7 R 4Aric 4 . Tris 5
BULAR T R RN T0% Z & A e T T
BRI BB ARAR . RZALS RS0 (£ E Sig-
ma 23 F]) \PCRAX(FE [E ABI 24 "] | H 3k BE HE BAR 4 BT 4 (38
& Bio-Rad 2~ &) L ¥k 4 Fl # Jk 18 (3% & SCIE-PLAS Bio-
chrom 24 7)) \UV-7504 584 0] W20 S 06 BE T ( L@ OR AN AR A
FRATD YI-875 BIE F#B i TAE & (Ih i s 4 A 5D L
It H RO (I T 4 R 2 A A BRA D

1.4 ik

1.4.1 DNA 2 78 2 mL #pJE I A SR B 396 i W
JE AT, K (37 'CH10 min J5 M _EIH M, B0 5 min(5 000
r/min) s ¥ P RE AR i TES S moi il 10% -+ = fe JL it
R £ (SDS) 10 T4 IR 5] BB A 2 mL Ay TR A1 )5 B0 5
min(5 000 r/min) ;6 23 E £ 5 — 808 A SR
S5 IRAJEE L 5 min(5 000 r/min) s B L EBRE S —RE
M 2.5 RN TE K L B DNA BLIENT H; FH 70% 2
BEVESE 2 s A 200 mL TE G b s i Ja T —20 CHETE.
1.4.2 PCR 5| ¥ & it K& M & & 4 X GCKR % P
rs780094 ANGPTL3 3H rs11207997 iX 2 4~ SNP {3 i, i
Primer premier5. 0 5I935 #5197, th B o KA
HARGRA G . 5I9FF T . GCKR rs780094 y 1E ] »
5-TTT GAT CCT GCT GAA TTG TTC C-3';JZ If]:5'-ATT
TCA TCA TGT TGG CTA GGC TT-3'; ANGPTL3
rs11207997 K IE [l :5-CAA GAT GAT CTG CCT GCT GAC
T-3'; )X 1 :5-ATG TCC GTG GAG TGT GA-3', PCR % Ji
A% 10X PCR Z Wi 2.5 pL,iE R B4 4 1.0 uL.DNA
BitR 1 ul,2 U/pL f Taq f§ 0. 15 pL, dNTPs(2 mmol/L) 2
plo i ddH, O B A 25 pl, PCR "1 S 4(.95 CHiA
P 5 min; 90 C 10 5,56 C 40 s, §5% 32 MEH ;&g 72 C
I A

1.4.3  BREIME T B B 2 5 (RFLP) 44+ 8F - RFLP S b {k
Z:10X buffer 2.5 p1..10 U/pL AST1 BRI 4 N HIHG 1. 0 pl,
PCR =) 10 plL ddH, 0 2.5 pL, SEFY 25 L, B9
LUK AR 2 20 B R BRI M A 0. 5 pg/mL R4k & 58 (EB) ,
8 L BEDI =9 0. 2 Yo IR B 5 M AKFL » LA 6 uL DNA 41
TR RICY) R bR E S IR . fL YK 30 min (100 V), 78 5 I A 1%
R PMEREE R,

144 WA 2 4005 XG4T 0 MR A B T L e
(OGTTOME OGTT 3 h Ml OGTT 1 h J§E 5 2 5 [ i 46 0 14
JR R EC(BMD TG, i i & BH [ # (TC) . HDL-C A % £ %
FH (LDL)-C. i l5 % 1 (Apo) A1, ApoB.ApoA5,

1.5 Siil24b3 R A SPSS17. 0 B HE4T G i 40 . 1 i

R T s FoR , P4 1] 09 Ll AR FH B ST BE AR Y ¢ A 5L 3
4118] 1 AR F 58 2 WML T (0 07 2204 . 35 7 25 50 W a3
225 R A LSD 33— AT W 2 1 Lo 4 s 7O R 3R
R R R T R AT G T A I s DA AR R A T
oot B8 oK A 454 Logistic [l 315 H{E e (OR) B 95%
A X (CD , AR RS E RS &4 MSHXFR, P<
0.05 NEFALGIHE L,

2 &% B
2.1 wHIA S X AR AR R Hmed TG,
TC.LDL-C.,ApoAl. ApoB., ApoA5 /K & T Xt BB 41 , HDL-C,

OGTT 1 h B FRAKFAR T XA, ZRAHITFEL(P<
0. 05) 5 HAL 5 b5 A 4 1] 22 S o BE 1124 3 L (P>0. 05) . LK 1,
*x 1 A ES X RANER . ELERAILLE (T L)

MELHE b B (r=100) X} HEZH (n=100) t P
A (ke) 68. 22410. 21 64.5949.58  1.023 0.369
BMI(kg/m?) 33.1245.43 26.774.23  4.242  0.000
TG(mmol/L) 2.66-0. 89 0.9220.43  9.695 0.000
TC(mmol/L) 6.3441.24 5.454+1.08  2.762 0.013
HDL-C(mmol/ L) 0. 8570. 23 1.364-0.42  3.221 0.002
LDL-C(mmol/L) 3,030, 47 2.03+0.39  2.569 0.017
ApoAl(g/L) 1. 8740. 20 0.9140.37  3.654 0.000
ApoB(g/L) 1. 21740, 22 0.6340.17  4.369 0.000
ApoA5(g/L) 0.1970. 02 0.09790.01  6.236 0.000
OGTT 3 h 4

5.130. 67 5.1640. 71 1.007  0.370
(mmol/L)
OGTT 1 h S E

8.84+5.61 11.974+7.98  3.978 0.000
(IU/mlL)

2.2 ROV S E B K AR AR 1 LA R B4l AN-
GPTL3 rs11207997 5 3 [H B 35 16 JR L A AL 48 A 10 H 3 2 W
CC.CT,TT 3 F R[] 3 % 5] MS g % ) BMI, TG, TC,LDL-~
C.LDL-C,ApoB, ApoA5,OGTT 3 h [ #% . OGTT 1 h 5 %
K2 RIS 2 B L (P>>0. 05), i TT 3% X 50 8 47 % 1Y
HDL-C,ApoAl KK+ CC.CT 3 A #EH # . % F A HKil
Y (P<C0.05), W 2,

93 ) 4 S A GCKR rs780094 4% 5 K LG IR L A2 AL 16 4R 1
R CC.CT  TT 3 Fp A m) B (5 B 5 MS &% BMI, TC,
HDL-C.LDL-C, ApoAl, ApoB. ApoA5 /K ) 22 % TC 4 it
MY (P>0.05);1 TT AEFE#E W H TG.OGTT 3 h i Bk
P CCLCT SR B #E 4 %, OGTT 1 h Bl RAKTFART
CC.CT E:H A # &, 2R M A5 L(P<0.05), &
# 3,

2.3 ANGPTL3.GCKR ¥R £ & M5 MS 5 Bt 1y % &

9 TR ) 45 B TR B 43 A7 75 Hardy-Weinberg 33t % 3 fif & 2 ,
PR R R R AR ITEARE . L CC A S BAEIESMF Lo-
gistic M43 H7 ANGPTL3 . GCKR 3 £ 545 MS 5 &k
BEZ, L 4, ANGPTLS rs11207997 CT,TT K Bl 3% 4
# b CC B & 45 5 K 4 MS, KUK 43 51124 1. 398(95%
CI:1.031~1.895)f%H1 3. 180(95% CI:1. 134 ~8. 923) %, &
S G2 L (P<<0. 05) ; GCKR 15780094 CT #54 # % &
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MS [ XU & CC e B A4 19 1. 204 (95% CI: 0. 904 ~ K MS KSR 2.150(95% CI: 1. 116 ~4. 14 % . 2 R A 4
1.602)f% . Z BTG L (P>>0.05), & TT HE BN FH %8 L (P<0.05),

£2  RBIA ANGPTL3 rs11207997 AR BERB B E K ELIBIRMLE (T+5)

B FE CC B (n=144) CT E (n=43) TT B (n=13) F P
BMI(kg/m?) 33.01+5.31 32,6444, 69 34.21+3.36 1. 447 0.213
TG(mmol/L) 2.764+1.19 2.6041.12 2.3940. 69 1.003 0.369
TC(mmol/L) 6.4541. 36 6.3041.19 6.3341. 22 1.159 0. 265
HDL-C(mmol/L) * 1.5240.52 1.5640. 49 0.7340. 42 6.589 0. 000
LDL-C(mmol/L) 3.2241.03 3.16+1.06 2.98+1.07 1. 009 0. 368
ApoAl(g/L)* 1.964-0. 39 1.8740.33 1.6820. 31 7.598 0. 000
ApoB(g/L) 1.2040. 30 1.2240. 26 1.2240. 24 1.236 0. 259
ApoA5(g/L) 0.1840.03 0.204+0.01 0.2140.0.2 1.697 0.112
OGTT 3 h [fiL B (mmol/L) 5.2240. 84 5.36240. 89 5.0841. 22 0.656 0.567
OGTT 1 h % (u1U/mL) 8.9948. 45 8.7447.71 8.6346.95 1.236 0. 259

ROERE bR EAT T LSD W LhA: . CC 5 CT M L4, P>0. 05;CC B \CT B4 50 5 TT B h#, ¥ P<<0.05,

%3 &mBI2H GCKR rs780094 HEEREBIGK E W IERMEEE (TLs)

WLEE 48 b CC M (n=41) CT 4 (n=40) TT B (n=19) F P
BMI(kg/m?) 32.5144.23 33.1844.71 33.6944.55 1.569 0. 200
TG (mmol/L) * 2.2941. 54 2.5041. 59 2.8941.76 11.333 0. 000
TC(mmol/L) 6.4441.14 6.3041. 20 6.5441.10 0.698 0.578
HDL-C(mmol/L) 0.80+0. 29 0.92+0.33 0.914+0. 24 2.003 0.089
LDL-C(mmol/L) 3.0041. 28 3.1141. 23 3.2041. 25 1.500 0.203
ApoAl(g/L) 1.9940. 44 1.8640.19 1.854-0. 59 0.369 0.754
ApoB(g/L) 1.1740.55 1.2940.29 1.36+0. 54 1. 006 0. 369
ApoA5(g/L) 0.17+0.01 0.19-+0. 02 0.18+0.02 1. 355 0. 300
OGTT 3 h i (mmol /1) 2 5.00240. 99 5.3941.03 6.0641. 30 6.554 0. 000
OGTT 1 h il % (uU/mL)2 9.3944. 25 9.2343.65 8.0544. 27 8. 269 0. 000

ORISR R4 LSD PP ILEL, 1 P<<0. 054

H# .1 P<<0. 05,

XIS b LSD Wi L. CC

CT R4, P>0. 05;CC B [CT B4 5

Fz 4 ANGPTL3.GCKR EE & M5 MS 5 BHR Logistic BIF4#7

a‘ﬁ

SE R 44k fir.4 EEE REARRE(Y)] MRAKRI2(Y)]  OR OR ) 95 % CI P
ANGPTL3 rs11207997 CC 44(44.00) 65(65.00) 1. 000 — —
CT 43(43.00) 32(32.00) 1. 398 1.031~1.895 0.024
TT 13(13.00) 3(3.00) 3. 180 1.134~8.923 0.002
GCKR rs780094 CcC 40(40.00) 55(55.00) 1. 000 — —
CT 41(41.00) 38(38.00) 1.204 0.904~1.602 0.197
TT 19(19.00) 7(7.00) 2. 150 1.116~4. 144 0.005
— IR
3 it it FriE—2 b T X S m AR MAE & R, KB T GCKR.

ECE 25 (MO =9 575l L ARIVS G Wi S /¥ A i R g

NN

Ji i B AR 3 AL AF AR S T IR — AR I R R R E
MS* B 5 TR E B W AR R R AT # RS B

T ERFIEREZ 5.

AR (E BTE MS [ 5 i f2 P ke %

TR A E R T 28 4> SNP i f 55 TG MUAE A K .

ANGPTL3 B RFE SNP 7 a1 19 2 A5 P 5 w8 i UAE 19 %
BB R AOCE L IR AR MS 1 — A E R M. WL, %

FINK LR
I R b — R an A B A =
IR LIRS 45, MS 1Y %2 9 KU 4 38 e

5 SNP s 19 2 3515 MS % .
WAL AL B R R
A it B 5
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E MS KIF R 5> T A W hr a5 4B i MS R #E A2 i
HRAEETEME XL,

EH B ANGPTL3 rs11207997 1 TT 5 B 54 45 34 11
HDL-C, ApoAl 7K F-#A%ks GCKR rs780094 TT Jk [F 4 4 77
# TG.OGTT 3 h M ¥ /KF-mF CC.CT FH B # 4 &, OG-
TT 1 h R ZEKFEMET CC.CT WM %, HDL-C,
ApoAl JKF-REAK . TG K7 F+ i 45 5 5 BOlR AL i 2L OG-
TT 3 h BT # . OGTT 1 h i & REEAMRA 5 71 R A=

ALY IR SR EL RS AL MS B AR HE . &
W58 B% . ANGPTL3 rs11207997 .GCKR rs780094 ) T %
2 MS [ 15 8 3% R B . Logistic |81 19 4% #7 8. 7% , ANGPTL3
rs11207997 CT TT FH B #5 #  CC K B F WA 5
JRAE MS, KU A>3 B THT 1,398 Fl 3. 180 £%;GCKR rs780094
TT SEE B H KA MS R EFT 2. 150 fi5, Z 5 A
il L (P<<0.05) .5 FiRE 1 —3K.

25 | ik, ANGPTL3 rs11207997 ,GCKR rs780094 {3
LSS MSIWRAR BV LR, SN MS &5 m KUk .
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