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[RE] B HRABEEZEGn2BA BRASSHESEMMER, HiE 2004 £EILTEE
EERR—AAR AEROOERAEREER, B b iR 24 Gin223Arg EFR S S M ER
BT Gin223Arg BEEZ S ESEMH LR, SR H4A A GG.GA & AA K EFE B F R4 7
290.7679.0.2171H10.0151; G F1 A & hr 3 H 5 & 53 51 50.8764 F10.1236, FHBIME 4 i fF &
Hardy-Weinberg V45 (P=0.934), BEEGHERZVUBEF ASNERNA RN S AAEEH MK
H(63.2 kg vs. 61.9 kg; P=0.0307) MK E 55 (24.4 kg/m® ws. 24.1 kg/m” ; P=10.0898) ; 76 /4 %
FRENEAIEFIHRERZE BHASUERENAEEERNEERR(24.5 ke/m® s,
24.1 kg/m® ;P =0.0396) ML B B % (OR =1.30,95% CI:0.957~1.767; P=0.0935), &t &
FRIE Gn223Arg S 54 5B A B4 %
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Study on the relationship between GIn223Arg variant in leptin receptor gene and obesity CHEN Zuo" ,
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[Abstract] Objective To investigate the association between GIn223Arg variant in leptin receptor
(LEPR) gene and obesity. Methods The subjects were from Yu county,Shanxi province, China. Data on
cardiovascular risk factors was collected with questionnaire and their GIn223Arg variants in LEPR gene
were genotyped. The relation between Gln223Arg variant in LEPR and obesity was analyzed. Results The
genotype frequencies of G. G, G. A and AA were 0.7679,0.2171 and 0.015 respectively and the allele
frequencies of G and A were 0.8764 and 0.1236. The distribution of genotype was in Hardy-Weinberg
equilibrium (P =0.934). The results of single factor analysis showed that the carriers with the Arg223
alleles had -higher weight (63.2 kg vs. 61.9 kg; P=0.0307) and body mass index (24.4 kg/m® wvs.
24.1 kg/m®; P= 0.0898) than those noncarriers of these alleles. Results from multivariate analysis
indicated that the carriers with the Arg223 alleles had higher body mass index (24.5 kg/m® wvs.
24.1 kg/m® ;P =0.0396) and prevalence of obesity (OR =1.30,95% CI:0.957-1.767; P=0.0935).
Conclusion These data indicated that GIn223Arg variant in LEPR gene was possibly associated with
obesity, respectively.
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RETEA,, A2 K 21K (leptin receptor, LEPR) %
HBREEPZ—, AHARAYUELHE LEBXH—
H ABEP 5 LEPR £ Gln223Arg 28 5 B K&
HE5BBHXE,

- MNE5FE

L.HARMEZ RETSMER TE"RHEIR
TR0 I P A B B RAG RT B B
" A & B A — 41 AN BE, 2004 SEHE 1T HH
fal REHREA, LA 2002 A, MFEXmAB R
#2100 A HFARHEER 1792 6, HENRE
M12 hE REMN B IKMARA . 21500 X g 8.0 45
M, R THIMRETF - 20C KBLBHRF

2.0 MR AR EEEAE R AREL T ES
EREFR ENFHEAERREADETR A
R B ir RER S MR L%, NERAEYH
BIARHAERERS TR, HENEGHE K
B S ERE ER R AENE, LR,
MmAR% A ik, BRESMRMANSEHRE
RAEMEYERE FRERABAENERSE
B>9OBUS0g) hEFRE ARBRA>46M
(230 ) HE R Z. BMI= K& (kg)/ 5 (m)?,
HE e A7 % X 9 BMI=>>28.0 kg/m?*™ . B1 F BMI
S5ERARAUXR  MEZREMMNMPRA=20
BB ERIENSRTEBER . BOESHKFUA
4 B (mets)™

3. H R RE R b AT 3R DNA, PCR Y™
B .29k B B GenBank AT, HALE K
A AR A B LR R B L PL:ACG
TTG GAT GAT GGG CTG AAC TGA CAT TAG,
P2: ACG TTG GAT GCA AAC TCA ACG ACA
CTC TCC, P3: GAA CTG ACA TTA GAG GTG
AC, PCR & M & %&: ddH,0 2.8 pl, 10X buffer

0.625 pl, 25 mmol/L dNTP 0.05 pl, 25 mmol/L
MgCL0.25 pl,P1.P2(1 pmol) 51 #1 4% 1.25 pl, DNA
(1 ng/pl)3 pl, hot star Taq B (5 U/pl)0.025 pl, 3t
8 plo 95C H A 15 min, 95T 20 s, 56T # k
30 's,72°C FEMH11 min, 3£ 45 MEIF, 72T KK LE 4
3 mino SAP 4k PCR =4 37C 30 min,85C K{&
S mino, & & :ddH,0 1.53 pl, hME buffer 0.17 pl,
SAP(1.0 U/ul) 0.3 pl, B 2.0 ulo A PCR:
94°C FAZAEME2 min; 94C 5 5,52C B k5,72C
FEMS s, 3t 60 MEIF, MR :ddH, 0 1.728 ¢l,
Extend Mix 0.200 gl, P3(100 pmol)0.054 pl, TSQ
(32 U/pl)0.018 pl, ZEFEBAWE B FEERT A
AR Sequenom MassARRAY RAK M EH £
A (SNP),o

4. BT BTR BOR BT RS, WBTE
RIEESLA T B E S, 6 SAS 8. 28T 4
Hat. EEERER ¢ BR, €& T
(z) 2 RBEEG)ER B KREKE: KR, 2
BZE 48 A GLM BEA logistic FA4 T, &
Hardy-Weinberg (H-W ) -4 16 3 5 A BF 53 B A< B 3%
R EE,

g R

1. — s AW s g3k 1792 ALK
hEH 715 A, &t 1077 A, GG.GA K AA W%
B RUSR 4 5 5 0.7679.0.217110.0151; G F1 A
o £ 3 PR A % 43 1 0. 8764 F10. 1236, SEE B R
NTEHE HW RE(P=0.934), B THRAFN
AA EERFAR(0.0151) WAL, Hlg AA EREELS
GARHBEH4it. B LHERBHEERFL
Gt BN (P=0.6462); BHER S8 KE &
HEHKE BRERLANE T (P<0.01);
BMI FAE B UM F & ¢ (P<0.01) (£ 1),

F1 BIRABE—REE

Lk B (n=1792) B (n=1715) Z#(n=1077) e PfE
EEB(AA + AG) 416(23.21) " 170(23.78)* 246(22.84) " 0.21 0.6462
SHNEEA) 0.1236 0.1252 0.1226 - -
H-W ¥4 (P &) 0.934 0.452 0,606 - -
ER () 53.1%£10.3 55.3+£10.4 51.6+9.9 7.63 <0.0001
BH (cm)® 160.4+7.9 166.8+6.2 156.1+5.8 36.61 <0.0001
hHE (kg)? 62.2+10.7 64.5+10.9 60.7+10.3 7.42 <0.0001
4919 3 (met) * 1.6+0.3(1757)* 1.6+0.4(692)* 1.5+0.2(1065) % 5.11 <0.0001
FE>9.0FE 550(30.69) " 338(47.27)" 212(19.68) " 153.75 <0.06001
HR>4.6FE 524(29.24) 289(40.42)" 235(21.82)" © 71.85 <0.0001
BMi(kg/m?)* 24.2%3.7 23.1+3.4 24.9+3.7 10.30 <0.0001
ABREE 270(15.07)* 54(7.55)" 216(20.06) * 52.50 <0.0001
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2. R [R) R 2 () A 6 BR R 9 L3R : GG T GA +
AA BZ IR ER S8 K ES R
SHTHEHEEX(P>0.05), #H ASMERE
MEESERT GG EEB(P=0.0307);BMI &
T GG HEHEE(P=0.0898); IEHBFRERT GG
EEM 2R THITFEX(P=0.1931)(F2),

®2 FREEEEEEXHERNLE

GA + AA

BR (aS076)  (nmaigy Clef P
%’&A%z 545(39.61) 170(40.87) 0.21 0.6462
ER(F) 53.3+10.4 52.4%9.9 1.60 0.1101
5% (cm) 160.3+8.0 160.7+7.8 0.95 0.3421
#E (k) 61.9+10.5 63.2+11.3 2.16  0.0307
K AEF (met)  1.6£0.3(406) 1.6+0.3(1351) 0.24 0.8125
F/>9.0WH 415(30.16) 135(32.45) 0.79 0.3744
BAE>4.6 FiH 411(29.87) 113(27.16) 1.13  0.2877
BMI(kg/ni®) 24.1+3.6 24.4%3.8 1.76  0.0898
i 199(14.46) 71(17.07) 1.69  0.1931

E:FE1

 3.LEPR %5 GIn223Arg £ 55 BMI % &
MEEEMT(E3): 5 GC BEMALL, B A%
PEREEEABERNBMI(P=0.0898) , ZHET
HithmBERER, ks FR EOESMERZ
B.ERABZEI¥E XL (P=0.0396), LIBMI=
28 kg/m® H Y15, BEAT IE B BB 2 logistic 18] I3 4
Mo GRFBW, E8 MR KT IE S AR R R IERE
R ST B R (P<0.05), i Gln223Arg &4
WA EE G %% X (OR=1.30,95% CI:0.957~
1.767,P=0.0935),

£3 G223Arg ZAEUEEMXER

A HEEHY

ﬁg}(zlf/)if? o AA+AG GG Ffi P
pRE: 24.43  24.08 2.88 0.0898
3] 24.45 24.08 3.44 0.0638
H5] + R 24.46 24.07 3.75 0.0528
e+ R+ ER 24.47 24.09 3.67 0.0555

Pegl+ 4ER + RT3+ RER 24.49  24.08 4.24 0.0396
wo®

BRZERBHKEAETZIEBEIE, Considine
4091996 4F ISR E A LEPR RRE AN B
FLHFER Gln223Arg B 7. BEEMREH, AR
Fhik 2 6 LEPR 3 Gln223Arg B REEW B %
RV REHRE WA A SMERNER
#40.44~0.50, WAL 40.10~0. 15,

(FRERLEUERBNLR, AAHRLE

WHAR—B, 1997 4 Matsuoka %" B 5% B 7%
LEPR # K GIn223Arg #4755 451 % 78 JE b 48 F0E AE
BELH 2 Bl 2 SR B Lo Gotoda %1 8 3
HEABHPRER GIn223Arg 5IERE B, H
REANBARS H-W F 4 (4’ =4.87,P<0.05),
Rosmond 21 #7851 5 M A S N EH
BMI F1 fE B R % (P= 0.142 71 P> 0.20), van
Rossum 21 B3/~ BA ) F 53 o v 4% 259 4% k1
mECEHEm2.6 ke) M 277 BHRERFREE,
HAF TR R, 4 223Arg % fr 25 1A 38 £ K
BR,HERERHEEERNE XM ERA LD
BEEW¥BEL EREERZEANKE/ERES
YR BA G B S, B A 5B 223Arg B
WERBRKEEINA S EEEMEE BEEA,
YEH AN 223Arg S A A REXT B R Z IR TIBRA
—EfEM.

BHXTZERSSHOE - LR, Z5E
FABEEBRBI BHR, RN R LZRE T ER
BE, WPE RS 2 WERREE R R EH
FHESTHESEEN XK, KAES" REEL
B KT — R PR EH GIn223Arg B RS
FEJoE A4 4 K

5 bk, W ) LEPR # A GIn223Arg R &
HHBMMEER AR PEEBMFRNEME
BREN S EMANER -, EFAMNMA
SNERFRABMTAMA. XTFZEEZEM
S5E-MER, SIATHERA B, NEHNN
REIJAHRKRE, FEARET A TREMEELZH
R BERR ER AOESSEMERMEE
WH—EEM, BERR M AR IERR
BB K AN A [R] , T S P A K 2 PR 5 L el I 45 B8
Hit, B TEAMRLALAR AR ENERRER
EPEBAMNS(EHEESERREE), XL
RN ERARNREHERE HW P, EEHE
HES EEEMENE RS EEFANEERT
il MEABRREEIR S, BEUHAHAR
BN, AR RER R I B 2 R 2 A M BUEREVE

AR LA BRI, BT
[SFULKHRAR, AENEEN 8% . HRH
REXRSBEREFEHE  FRRT—ENRE
BHEE, BEN EAERIFER, AENXRER
#EFIEER  RERCAEMRE. B TH L
HoBI 2 5, S AT I R X B AT 5 B R R R 4h
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