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[(WZE] B HIPERILPEAS g R RGE LB Z MR, Ak NSE RS HbIX
6 JIT /N PRI 68 W AR I L ( [1j% 35 40], 4R % 33 4] ) K 69 fil AR AR JL# ( [k 36 1], 4EE /K% 33
fl) , 137 BPLFENAGZIFZE . 2516 12 h JE A 2 HLIESNE K S mL, % HERBOLH 4 DNA, B R
R B FE 2 Ay IR I C2549A S8 R IL R AL, [R] BRI 441 L 3 23 MR AR /K P, SR S i v
S W M RS K. &R 137 B2 LD, R ILH C2549A AA. AC. CC HEERBATR I3 N
9.5%. 33.6%. 56.9%. A SF{i BEPRIAAE TG S AEBR TG LE T ) 22 A et L (P<0.05) 5 A SR 5L
AR AA+AC FE PR AR 37 [ J B 2k 5 IR I M R A R A B 20 ) B 22 R R GEi4 E  (P>0.05) o & A
AA+AC, CC HERIRY ) [ A4 B R e L RE B4 S AR RE B ] il 98 22K i = R RS T4 2 L. &g Il
RS AT R LA AR R R C2549A 23854 BN B BE R a8k 5 T B 2 B /R e JLEE AU e 1) s T W
ARDCHE . [ FELSRILRIZRE, 2014, 16 (1) : 20-24 ]
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Leptin gene C2549A polymorphism in minority Hui and Uygur children with obesity

ZHANG Ji-Hong, ZENG Wen-Juan, XU Pei-Ru, ZHANG Wei-Ping. Department of Pediatrics, First Hospital Affiliated to
Xinjiang Medical University, Urumqi 830054, China (Xu P-R, Email: xupeirul26(@126.com)

Abstract: Objective To investigate the relationship of leptin gene polymorphism with obesity in ethnic minority Hui
and Uygur children in China. Methods  Sixty-eight ethnic minority (35 Hui and 33 Uygur) children with obesity and 69 age-
matched minority (36 Hui and 33 Uygur) children without obesity were recruited from six primary schools in the sub-urban
areas of Urumgqi. Venous blood was sampled from all subjects after fasting for 12 hours. Leptin gene C2549A polymorphism
was determined by polymerase chain reaction (PCR) and restriction fragment length polymorphism methods. Blood
concentrations of lipids, leptin and insulin were measured with biochemical methods and radioimmunoassys, respectively.
Results  In the 137 children tested, the prevalence of AA, AC and CC genotype was 9.5%, 33.6% and 56.9%, respectively.
A allele frequency was significantly different between the two ethnic (i.e. Hui and Uygur) groups (P<0.05). A allele frequency
and AA+ AC genotype frequency were not significantly different between obese and non-obese children in both ethnic groups
(P>0.05). Blood leptin levels were not significantly different between obese and non-obese children with an AA+AC or CC
genotype in both ethnic groups (P>0.05). Conclusions  Leptin gene polymorphisms exist in Hui and Uygur children. The
C2549A polymorphism is not significantly associated with the prevalence of obesity in both Hui and Uygur children.

[Chin J Contemp Pediatr, 2014, 16(1): 20-24]
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ISR Z A EAER, AL R 2% B Ao 4
o FMN 1994 4F 58 o mE R R & BT R R Y
PR, IR T AZERE R AL Ao 12
Constantin 25 ' (Y #F 58 & 90 , JE 27K 223R R
B IR0 A7 AT RE 25 LT A AR, & T AR
BRI —A G RN E; tbsh, e ERER
Gty [X 100 2548 MiAFAE G — A 22840, (AL
WA Z S P D e WA TEAL A 56, e X
9 F B BN S ERE AT o R0, TERG B
TR L FE S R N 2 A S AR s I I
98 Z K IEHT ARG M. R4 TR 5 e R L
RE R 1 e A Do 1m0 e 5 A e L S TS Je B 3R 11
AN TR A 598 R A DG W7 A5 1o A B o 44
A B K 2 (PCR-RFLP) J7 %) 35 4] [n] %
REJpt JLE N 36 151 i B Xof R )L 25 K 33 91 4 5 IR ik
JEJie JLEE A 33 1) i B X R L 28 1488 2R JE N sl 1
2549 N AZ IR (C2549A ) A8 S UEATHFSE, DA T fi
L R At R T L B 9% ZR L PR C2549A LRI R 4341
R, BRI 2L A 5 23 i 1 o R KT IR A
WHCR, JFiE— TR R B C2549A LAY
O3 A 55 A T RN ] ATk L3 Ak G % A
TAE—EM KR
1 #RERE
1.1 HRIFH
TE 8RS JE i [X 6 BT /N2 AT R A
KBS BEMEERY T, hER 68 BRI L ( [k
3541, 5 23 4, 212 Bl HEE IR 33 4,
Hrh 520 1], % 13 6) Je 69 FlAENEE L ([a]
W36 i, Foh B 27 i, 49 fil; HEERI 33 i,
Hrp 521 4, Z1241) , 3137 ] 6~12 % L3
A TE, HEBR H ARG WAL . o, R
A R 22 RGBT R S B LR AR
KT EIRIX 0~18 & B | 2o G im MR TE(E
TS IENRHE, R EUH AR HES: B E L )
T AR E Pl A S G 0% I 8] TG 2 2% 5%
2, Y AR I 2 LB R K A Rl A5 .
1.2 FHik
1.21 4k & RN NG N E= =
I SR, R AR AR,
W B, LR, PO, BE L

em 8%, REHIZE 0.1 em, AR E LG AR HE,
RELL kg v, FEHHZE 0.1 ke,
122 wFREFRHNE AR ZEFR
J= 8:00~9:00 fili s IE K I 5 mL, JNE& =
DU 2 R AR L (EDTA-K2) myHisEs o, 114,
8000 %% / 4y Eg.0y , B L3 B T A ARSI C Gt g
RS E . R A, HRE 20 CUKFH R
123 BAAR S SHAN (1) NERHAH
DNA $2H. BUE kI 2 mL EDTA $iEE, #4000
BT E AR, By A5k AR DNA, N H
By UV-150 ( HAS ) AT ULE AN 30 B e T 2
[RIZH DNA fo3 B2 At

(2) DNA ¥ 3. B8 SCk ™ il B A
TAEYTRAREGELI Y, HTY %R LS
B IS 5'-TTTCCTGAATTTTCCCGTG-
AG-3', FiiF514) 5'-AAAGCAAAGACAGGCATAAA-
AA-3', 7E Eppendorf B IMAGH) 1.5 uL, 10 f54 4
SN 2.5 pl, MgCl, 1.5 pl, dNTP 0.5 pl, DNA #&
M 3 uL, Taq M 0.25 pL, FHIIAIGEK 14.25 pL ff
VLSRR R 25 pl, B PCR {3617 PCR 3R,
TEI 5 st 94°C, 45, HEMES5C, 455,
HEMH 72°C, 60s, I35 IGH, PEIZ AT AL PE
94°C, 180s, FEHZ GG LEM 72°C, 300 s,

(3) FEPIAUAI . B PCR 973 =912 5 ul
A 6x EAEGEMIK 1 L, T 30 o/L BliE W EE L
LREFLR SRR, 7E 40 V LR T HLPK 20 min, 7E%R
ANET T W EE4E R 5 DNA Marker XF B8, #iIA A
HAnty, Ardk— L RmEI SO, B S 9) 10 pL
FIA Hin6l NPT 1 ul (10°wL) , fEE/KBH b
37 CHAHEYIE, WL RN L 7 ul 1738 BE b
BEMCHLIK , HRAE SR HIMT AL A, TR RN 5
Ui A BHPEIX -2549 FiAFTE A — C 281, H A5
P LRI AELE Clo T BRI VIR B 2, 1k
C S5 FE R B2 B VI S8 2k . Rk, BP9
HUKJGAA 181 bp Fl1 61 bp 2 245550, R ILH AN
AA; 2SN R TCY A, B RIS R
242 bp 1 45505, N CCIERIRL; —ANEEQIERA
YIS, 75— AR T s, Y)Y ik s
h 242 181 Fl1 61 bp 3 45547, A AC FERAY,

(4) B ZATFME: RAI T A+
ARA PR A 77 B N TR B 3 T30 S s il ) . it
WASSEZRE (CV) <8.1%, 4ItiH) CV<6.8%., iz
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(5) MARINRE: FrRAMNEMLINA & EDTA-K2
ROPTEEE T, TRE), 8000 %% /43250 5 min, IR
DB BRI = I E R Bt 4 B SRRSO E

(6) BEEAKFME: RHCEIE T AR
A BRAF A ™ BN R T e i AR &, K
TE Rl 0.5~24.0 mg/L. LN CV K 3.4% ~8.3%),
HElE] CV N 3.6% ~6.2%
1.3 SFit=ah

I SPSS 17.0 At A Geit=w o, %
BHAEL + brifEZE (R+s) Fon, AR HLECR
F e K56 AR BRI 2 K. P<0.05
EFAGIEE L,

2 #R

i 33.6%; AA 13 {4, 5 9.5%; CC #Y 78 f,
17 56.9% . A AL AR [l i B 2 B /K ik L
il 22 A T2 L (=5.216, P=0.02) , L
1o A S5 FEPIARAE R NE 41 S P4 L
BN ERTGI2FE L (=0.291, P=0.590) ,
L3R 20 A S DRI 32 7 4 B R G A NS ke 4 1
B2 L EE R B 25 R R GE T2 7 S (=2.794,
P=0.095) , W¥ 3.
22 EEERBENGEREESREILERFHDH
AA Jo AC A5 5 (1798 28 Jk R RUAE [ e B 4 7R
AL SARRE R LE rh B3 0 A . 3R 4 487K, AA
S AC PR LE L BIFENL L (A4 i 4k 5
IR ) MAENE L (A4 e J 4R % ) TH] L
BMEFIGIFRE Y (=0.622, P=043) . %5,
6 PEoRJE AR F LA AA K2 AC L EEAE 1] % I ik
AR R ] He A 22 3 TEGe 23 L (°=0.152,

21 EBEZEEATRUSAEEKR. £#ERKEILEH P=0.697) , TE4EE/RIGNE L B AENE 2 1a) b s
K537 ZERWIG I FE X (=0.547, P=0.459) .
TE 137 BlEA T, S 2 LR €2549 AC L 46 1],
1 TRUSALEER. #EREILERHNIE F2 TRASAEEKRIERMEREMILEFNS T
[ (%) ] (B (%) ]
2151 n A G ZH 51 n A C
Ep7 142 29(20.4) 113(79.6) E[ 5 a5 220 72 16(22) 56(78)
YR 132 43(32.6) 89(67.4) HEJHEEH 70 13(19) 57(81)
P! 5216 Ve 0.291
PH 0.02 P1H 0.590
x3 TRUAAEEEREIERERIEHILERNS F4 EEEFRBEIEEMEREMILERNSSE [H1(%)
[ (%) ] J i
13 . 9o 2 L PR
2051 n A C AA+AC ce
JEALREAL 66 26(39) 40(61) LA R 69 32(46) 37(54)
AEfE2H 66 17(26) 49(74) JELE2H 68 27(40) 41(60)
1 2794 P! 0.622
PE 0.095 P1{a 043

®5 BEERZEMRIERRE. BHILERHSH

®6 ERERIEHEREIECH. BHILETHDH

[ (%) ] [ %] (%) ]
4151 . 98 R B PA 215 n AA+AC (o[
AA+AC CC AN AL 33 17(52) 16(48)
AENE 2 69 32(46) 37(53) NEJHEER 33 14(42) 19(58)
AEJHE2H 68 27(40) 41(60) k! 0.547
k! 0.622 P 0.459
P 0.43
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23 EZEASTHESMmAE. BE. BREBEEZE
SR

TERGERERELH H, FEAY AA+AC JLEE I3 &
JREEE (TC) KEBHREF B (ApoB ) K P HEH
Al CCLENE R (P<0.05) , &IEtrZES g2
B (P>0.05) ;5 TEREAEMERELLH, £ Tifsbr
LR TG ¥E L (P>0.05) , Wk, E4E
IRIEERELH F, JEPIT AA+AC JL#E S CC JLE I
B, BRI A R A ERE (HDL-C) . 25
H A (ApoAl) 7KV E 3 = 4h (P<0.05) , 4%

BbRE TG FE L (P>0.05) o FE4EER /R
AN REA b, AT 5 R S U & T 48 bR 22 S+ 3 o 42
TER S, WA 8 FEMEREAH, IR L M E H
M= (TG) K& HDL-C /K44t 5 /R i )L s bl
(P<0.05) , RferZEFIGI2=E L, Wk,
FEARNE AL, [l L 2 13 HDL-C. ApoAl,
98 KB BRI LG &, R KPR
fi%, IfiL¥E TG, TC. ApoB /K22 53 4124
X (P>0.05) , W39,

R 7 ERIEPERE. FEBELERRREHERMLLE (x£s)
~ JE 4 AEREfELH
EitN

AA+AC (n=13) CC (n=20) AA+AC (n=15) CC (n=21)
TG (mmol/L) 1.56 = 0.89 1.32£0.58 0.96 + 0.48 1.10 £ 0.56
TC (mmol/L) 4042074 3.34+0.48" 321£052 3.55+0.93
HDL-C (mmol/L) 138036 12120.16 1.30£0.29 1.40 +0.30
ApoAl (g/L) 1352031 120+ 0.15 1242022 134+0.23
ApoB (/L) 0.73+0.16 0.62+0.12° 0.58+0.11 0.59+0.18
LEP (ug/L) 48+14 38+15 21207 24+10
INS (pmol/L) 272 +40.1 22.1+163 112+5.1 11.1+4.7

H: TG Hih =H; TC SIAMEE; HDL-C B R L EE; ApoAl IS & A A; ApoB #ASE M B; LEP 5B %; INS &,

a: H[A4 AA+AC BYLEAIL, P<0.05,

R®8 HEMRIRIEAERE. BERJLERRARBHEIRMLEE  (xzs)
_ REJE2H AEAERELH
Eizan

AA+AC (n=7) CC (n=10) AA+AC (n=8) CC (n=13)
TG (mmol/L) 0.93+0.17 1.00 +0.53 0.68 +0.43 0.91 +0.56
TC (mmol/L) 3.52+0.45 3.25+0.73 3.12+0.37 3.25+0.56
HDL-C (mmol/L) 1.21+02 1.03 +0.13" 1.13+0.12 1.100.15
ApoAl (g/L) 1.34+0.18 1.09 + 0.23 0.97 + 0.43 1.17 +0.17
ApoB (/L) 0.61  0.07 0.62 +0.21 0.56 + 0.09 0.57 + 0.09
LEP (ng/L) 47+1.0 50+1.8 9.0+4.8 15.1+ 102
INS (pmol/L ) 9.7+35 89+57 29+0.8 32+08

TE: TG Hh=Mg; TC SRS ; HDL-C @& e FIDEEE; ApoAl ZARHE M A ApoB BJEEM B; LEPEER; INSHRER.

a: S[EIZH AA+AC L A, P<0.05,

F9 ERKER4EEREILERMA. ERMARERREIERBIER (2z5)
s ‘ AER2H ‘ ‘ ‘ AERE A ‘ ‘
[l (n=33) BRI (n=17) il (n=36) HEEIR W (n=21)
TG (mmol/L) 142 +0.71 0.97 +0.41° 1.04 + 0.53 0.82 +0.52
TC (mmol/L) 3.61 +0.68 3.36+0.63 3.41+0.79 3.20 +0.49
HDL-C (mmol/L) 1.28 +0.26 1.10+0.18° 1.36+0.30 1.11+0.13°
ApoAl (g/L) 1.26+0.23 1.19+0.24 1.30 + 0.23 1.10 + 0.31°
ApoB (g/L) 0.66 +0.14 0.61 +0.17 0.59 +0.15 0.56 + 0.09
LEP (ug/L) 42+15 49:15 112+48 32+0.8"
INS (pmol/L ) 24.1+275 92+4.7 23+09 13.6 +9.4°

H: TG HIM=MEg; TC MAHREEE; HDL-C MmN AN EE; ApoAl 2R A; ApoB #RARE A B; LEPEEK; INS RS EK,

a: H[E4 AA+AC BYLE bE, P<0.05,
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RIHFEN T 7 546K (q31.3) , H 3 MMETF
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SR A AR R, B 5 sz
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AR SR (1) BRS4EE REILEAAE
JE AL C2549A A5 FRATTIAAEIAL [5) 30 Jor Ay
WF9E & B % 50 e ) LEE A7 768 L [ C2549A £
AW, ARBFIT R R I A S5 7 PR AR 75 (1]
BERAEEREILED N ZRASIEE X, HES
RIEMAFEAG LY, (2) fEREILE L4 T,
FLHAY AA+AC JLEIMLTE TC. ApoB 7K -4 5 [ #Y
CCILEN & e B /R LR v, SE PR A
AA+AC JLEE I3 HDL-C . ApoAl /K F-#: CC % JL

#IN . AR IR S R N R 2 S g el L2 A

JELHLINIE TC. ApoB 7K Ko 2B IR i ) L2 0 JH 4
il HDL-C| ApoAl ZKFRAE4L . (3) FEARNE A,
[l ) L2 00 9 K5 e B R G, R
A BARRE B L2 22 [ 1 35 98 2K AP R 22 520
ELIRT % )L 38 A b 4 R 24 5 R R LB AE Bk A v 2 ok
DL R AA+AC LEEIE 2K T4 CC Y LEE 1S
% e A R I Z S i S 4 R L
JE R 2 5 TG IR SR AH DG, R RE B SR DR 67 8 A el
AERRES, A DL 2 3L R (0 ik, Ay HIwt
5% L WIFE I 1% 5 i )L 22 Hh B 98 38 3 R 2 2k
A RS I 1002798 2K TG I AR 56

BR 045 M R i 7 3 IH A Jie L 28 5 fd B L B 98
RAZRILA S 20 8B T35 3057 fi7 G — A 4B
R, H oD SR R, X IE L
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T A FE R AT ReAE A LR, ASF5E 3R
Wl S5 45 R LEEAA AR R AL C2549A 238

5, EPA RSN Z SRR S BUE R
KRB, SR A (R S 4
IR T NERE (8 A2 TS ARG o 2% J& 3] AN JE (R o7
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