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3 A 2 ob gene)t 1 SWA AHEQ leptin & AALR 5o AW 559 wAlol dotn g A
Nen FELYAA AEAY F7H7) leptin &} FEF F7HAH0] B3 sHojglony o}y Ao B
T ohd @H7 wprt gl 29 AABRS5I) leptin o FES} Bl JAdE BRI o MM 2y
ol® §9lot A@do] A=A g E o}d] F&aA LA vyl gduk ol BAJEL FuBRiofy
leptin 9| FEo} AEAVFE7}t ojw @ APAYE 7hA=x 4o ko] ADR 4500 9] DEXA system & o} &
@ body composition & | &3lo] As AMEEZFE ol R9|7} leptin 55N ABUE A=A Yolum
Zh &k BE: 1999 1 98 797 R Bl FnE U S4gsHE Yoz FHA
leptin ¥} insulin activity & £330 ol 5o} st AAure $EE olws] $5lo] ADR 4500
¢] DEXA system & ©| 8@ body composition & Al9&l%ch. AH: B AHL 624 Ron leptin o H7F
TEE @A F4 asmpmL, A AP 11 Img/mL 2 AR AAM $A HEHGTHP<0.001). leptin 3 ¥ F
FAF(=0.573, P<0.001), FAY AE-E(r—0.608, P<0.001)2 A FBA7 QAon] A £ wEolA A1 9
AW ETHE abdominal obesity 7t @0l Koo AARTHE FAolA ARBAZE A JEIET. leptin 9
FE7t 10mg/mL ©] 4! hyperleptinemia & X< BAZH 10mgmL o)5k! FolH FEA €L 178me/d,
202mg/idl & FAH o2 polE HolA R2u} insulin activity ( 9.04 vs 6.50, P=0.04 ), +Z ALY EEE
(229mg/dl vs 194mg/di P=0.12 )& £} £ 2 WEFo] 25%E P& vt BAANE FHA ¥
o ol YUY insulin activity( 7.8 vs 3.7, P=0.04)7} ¥} on) FEFaALHESFE JA ¥4} ( 238mg/dl
vs 184mg/di, P=0.012). H&: A, HAAF AFIL leptin FES Bl UYYLoH MAW HREF
abdominal obesity 7} 4.5t AYWEEHT o 7§ ABVAE RRo0 Hyperleptinemia & ¥} $2t
ol A Hyperinsulinemia, DA W5 32| ABBAAE RAFUct o] insulin 99 leptin AFo] 2] dysregulation
ol A& HoAFm glon do v B #A4E Yioz AFo gesyn s,
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EAAGALZ Y] Fuy FHE Al Foj @ 256 FA(AY 47721194, MAFAS 248+29%g/mHE
ez 75g ATFEHE FAE A Wds AH(AY WD s 2089, WidF ol 239, Qedu| Ay
Fxt 259)8 H/HEHn, T8 Y3 ¥ Jd€d ¥=8 &35 HOMA(Homeostasis model assessment)d
o o8 d¢d B4 AEMHOMA IR)¢t #F el X5 (HOMA Acell index)$ #7139t wWalgid 23
Yoz HAH2E2HE ¥ & FRF8A AW BX e &3y e olys o

(1) & d4AdAH Fa HAEAHERSE Q¥ (r=-0255 p<0.0]), AUSs-4F92 955208 (r=-0.126,
p<005)s 4w FAZ AN, NAFA S, #2-gdo) Efu], Wt FBA gedFE, HOMA IR, HOMA
B cell index ¥ ¥ X WeEs} 4¢ FA Uct

(2) FohAL Aeie) wEl FTEINNE o, 4 WD5F(1599+524pg/ml), WFF Zol F(14.66+6.43pg/ml) R
dgeudy FuP(13.70£4.40pg/ml)te] FUHAEAHE FEE R ol fdUdd Y dEs2
diay FUHG2E2HE FHTE d%(r=-0221, p<001), THA Ad€d FE(r=0.152, p<0.05) R HOMA
[R(r=0.149, p<0.05)% 43¢ #AA7 Axn, Jdednd&y L. 4Pl E 2 (r=-0501, p<0.05) R -3y
A EWU|(r=-0574, p<0.05)9} 4 BA7 AU

(3) HOMA IR€ <3 (r=0.150, p<0.05), MAF X (r=0.171, p<0.01), & &-Pdo] F vl (r=0.138, p<0.05),
FE YHr=0489, p<0.01) ¥ $%7] E¢(r=0138, p<0.05)d 47 VA7 AN, KUH2E2HE o} 4
# BA 944

(4) 28 ALHAN HOMA IRe| 98¢ F+ d5E AYFAS (P=003, p<00l) R A(=006, p<0.01)
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