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H)gHe] SHEL AMNAZ R FutEAold AARAIF
(WHO)E 19963 A|A|2] Blgtl 7} sawich 2614 Sotaka
Ackz wEEA vwhe HAZs BARA $o shel #He
7t Hed wdwoletn P cKLim, Choi & Byun,
1998). 53] fvel 9449 Af BAEX Ko ©EH 2002
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Aol Beke §AAQ izl &34 Az EHHH
Pl & wAETtT dElA ol FE dleEs
HHE oyA] o)k A ouA T} HF ] g%
Uz AdFek 2n)9) Edygoez dEY, oyt 4
Hoj= FEE An7t AXEHE Al vwo] HA go
, B2 AHANAADT Holn oz Awlgdol v,
AgEAel o wjgto] LAYSHAl €k oI #ET A4
ofg} Qlofols F3 AFERE uTRe A 2219
A7y ARED glom, AF wiske FAAA ARl 2l
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T T
o83 (Bs-adrenergic receptor; f
Azpe] Hol7h T fFHaxtEA TAEE F3 Q) b
]‘Efil‘é FEAE O 9 A8 AL dAaT
Ao F2 g Aox gl glod, o fH¥4
o e4A  opnAkel  tryptophan©] arginine®E X 3E
Trp64Arg wWiol7} WAW3IE 7|zdjAbde Za9 BMI F7%
Z7] Insulin WYEY 9k, Insulin AZA Z7F, vlwE, 2
Yok So] whgslE AeE B HI YkCorella 5, 2001).
8, Leptine A|W23| ]7\1 TH]Q 677H«] opuf Ak
HEE o]Rojzl HFET TEEOZA %
vz HE&E A ‘3@% ‘3}% 742& °L34?<5| A
(Marzo 5, 2001), B24gAA Hw FA=e Edwo]
Leptin®] ZAA¥ o] u|2E F(ob/ob mice)ollAIA Tl
A, Insulin P& B, B|HEo] YRl o] FelA
Leptine FAAPS 7% ALgEe 9%¥4E V2 ASS
Z4g £ Qlgn Eﬂﬁ}l QITKFan, Boston, Kesterson,
Hruby, & Cone, 1997).
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BIEZE RMX & - 20 ME RAA PSRP0| S v(TloiY2 AIZHE 52

= SENE ¥ MMM ojx= &3

AE HELE HAFE ASZA oM 444 4,
27}, Sxo)H9  VLDL-CEjAle] A4,
HDL-C&] A3l & A2} o2 Uo7 tk(Ishii, 2001).
A7 HAold Al A FAFA Aol A
=% HZA 83 AT 2 F Fo2HE, LDLEEA
HE9 i ¥1 HDLEZYAHEY 557 94 Yehud,
7 % uNke] B MAES F/MAITL L
(Jones, Hunt, Brown & Norgan, 1986)3t3L It
e dA O 2 Z1e] s fFEFRozy @

BHQL &Rle] de) thRE AF7h AWHI glov off
= BESA A £e el Stk #HI prok=ddd
F&A FAZ t@gyol vitel B2 JTFE WXE F14
d QRIeR BEA I glo], ol 2L winte] #AHE fA
AAE 7H BlEAte} A 4L wRtAE S dder %
& MRl A Al H“ﬁﬂom E%%J ArT Z2
JFF Agsted nivtd AEe dabad FEE IYA4,
AT WakE %_0}%2_@1 Elkis %%iz} EA A - Fol
e i EEZRaP e Fol ¥ o ZEd
HRE A% AEFA gl V1x ARE At £ o
TE A&

A2l =5

¥ 47 FH vk fAA prot=ddy 44 £
Al 4R EA f - ol W 125 At $EEEIY
TRl Az F2e, EAAS AAFY A 9T
= BAste] A wekRke] 2kE SAE A% V12 ARE A
T golH, ol AT T HHE e 2k
 protEEE £EA FAA Wk

F oRNE £EZEad F o gaRd
Insulin)®ll "R AE HEeeh

© BotEAEE FEA A WOIE YT BE 12
F fAh FEEZETA 5 EAAZA(Total Cholesterol:
TC, Triglyceride: TG, High density lipoprotein cholesterol:
HDL-C)oll "= a3 HAFdh

o BrotEEld® FEA FHA Holrd AT wE

F e RO T AAFHAZ, A )°ﬂ

oIt

B AT pot=dl ™ FEA FAR Hojy g W
T(Variable Group: VG), fF-4AF ®olg 7HXA] gk S
2T (Normal Group: NG), TRIHE A 2 gk
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% e

2= (Control Group: CG)CIEF Astn, AT IS 24
7] At o e 7S dAEgith

o UAIZRA 328

A1 7 Wold, AT, HERTY eFZEIR 12T F
Leptin #H|F2 2fo]7t §l& Aoltt

Al 2 FPd: Wold, AT, dERTY $5ZEI¥ 12F §
Insulin EH] 2 z}o]7} 91& ZRolth

o YA

Al 3 b HoldE, AT, dERTY SEEEIY RF F
TC w82 Apol7h 9lg Zoltk

Al 4 7Pd: WolE, AT, dETY $FLRIY 2F ¥
TG 2|2 Aol7t g Aol

Al 5 7hd: Wold, A, dERTY $EZEIY RF §
HDL-C #8]3& 2|7t 9l& Aoltk

AT

A6 7bg: WolE, BT, dETY 2EZEIYE RF ¥
AFE Ael7t Q& Aolrh

A 7 7 Woli, AT, dETY] $FXEIE RF F
AA gL 2po|7h oS ZRolth

o1

ASICHAPRE

& A7 KA EAel AFshs 354 o] Fd o

21 7 A1

T3 AANH, AAFHOZE o] Qe
Bot=eidd 84 A2 egAds 2435 ¢Y
EAl 7EA WOl H(Trp64aTrp/G-G) 105, T8 B4

AARFAFEMY7E 30% o1l oA Aol 3

ey AT FEe e Z ogd ERAHA
H

QA e+ Akl 104, iz 108S 4

% Pﬂ%} AEA A 712H2003d 9€ 225 2003 129

B QAP

(nonequivalent

T ®olgelA 19g0] Eeta, HFAHoR & A
t EH’:;X}E 34013“1] 9%, A4l 104, dzTel 10

A EATEA BT dze JEEA
control group pretest-posttest design)® Al =% Tk

1109



4 o =
o = health scale UC-300, A&D Co., Japan)= 0.01kg TH7HA =
Akt SAX = FAS A7l 23] HHE A E o] Ho
o HoHHAL AE AMESH O, IN-Body 3.0 (AlZAk: Bio-space co. korea)
24A1ZF ool AdEd 2Folv d3ZE HAE AUHA s & o] g3t} AALEE FAsh
I, A A 2% g4 o|FoE FES FHFESE 3 12
A 3E F A 89ro] HAE My FAUAM ok ML 228 HX[EH
15emL AT AEste] EF Leptin, Insulin X FAXAE 7
AbstSith g DNA w45 ¢stel A8 3mLE A3t A SFIZEIHE Fd ujgojdEolr] dEe] %54
o potoEdd 8§34 gy oE4, 53] o] FA49 Aol w1, AXY FAE =
prot=dd® F8A fAA dFEAE #4387 8] A el el S5 Z5E Eded (299 Jaco-99008, Al
Y 3mLE EDTAV} HEH FHo| XHQ‘* S Aagy =5 3 ZFAL: Jaco fitness (Korea)] & ©|-§3t] 7] £55 308 &
Z313th Qiagen DNAE Holdl ¥ Protease, °l®E, DNA, ol F 4948 HAEon, omf FEE Ay ofnukse
Washing buffer, elution buffer &8 A&} =] el YAE 9 50%% 2AFACE T8n S5A] Qs Aukg =23
gf{Aol AX T Mixturedl. DNAS Foi3lgisd 44 7l(Heart rate checker: Pola System)E AME3le] &% AT &
(clean bench) <FollXl DNA FZo| HQst AkES A FABIES ATt &% ARE % AR HdATAE
FHo| FHojderh o] Rrulg x3E AI%EI DNA o] &3tol(%=T B A] Aek/H T Aeteobg Al A
productE HAEt= TARJY PCRHAFC] EFWH targer gene ey AEsgled, Hdidekrs 200-A7)ve] F4E o4
9t S%% DNA product® PCR lording bufferel] Astt}h skl % HEAYTE FRAFL JEn 2 A
2 dA"gl 23 DNA productE 2% L 4% agarose gel FELE AEHHRT 5-10E, +F5 F FELToE AEY
of BF ¥ AVYEE AAh wAFOE Geld 234A] 4 B ZELTE S1083F AAselch B S A
A AZ1YFS EWE, UV transilluminatiorol A band9] 4 AFAAA Ssto] £ A7are A 45 ste] AAI8
< &9 % Image analyser°ﬂ*1 Y, A% e & F o7 ooEd F ade % A 687 Fol vEhEE
A A AmE ARt dEskl: (ACSM, 1991) & A78] 571742 1272 AAsk3lth

Leptin S &A|o HA4 o] Astn thA] &
A7t Adshs PHS olgsto] ZAFUoH, AR Aok
Leptin Irma(#ZAk DSL, USA)OI$a, ¥4 M|+ Gamma
Counter(Z@": COBRA-5010 Quantum, #|ZA}:  LINCO
Reseach Inc, USA, 1999y AR&315itt

e Insulin

Insulin FAANE AAe] AT mXFdo] EAEA o 3
AAHOF vkt AEE olgdto] BTk AME Aok
© 2= Coat-A-Count AM2-8}91.2 ™, Gamma Counter
(2¥%: COBRA-5010 Quantum, A]ZAF LINCO Reseach Inc,
USA, 1999) ZA8|Z o] £-3)3irh

« 3X4

TCS TG FEr dAxs +47](Auto-analyzer Hitachi

7150, Hitachi Ltd. Tokyo, Japan)E o183l §AMoT 3

Insuling

_i_x%

3}913l, HDL-C &5& JAAE olgste] 7Ieh 28 A
A7 F AF el 0E HDL Fold axyle® F4ssin.
o AATY

AL o|Z A NAA ), Korea)® 0.lem ©H7HA E3

sk3ich AFE olF4 HMEZHE FUAFA(AD precision

1110

2 SPSS 10.0/PC H7|A|E o] &3}

ou, BATEA Fo5FE p<0.05E SFATE
A®, A2 Leptin, Insulin, TC, TG,
HDL-C, A%, A=A A A
(one-way ANOVA)C =
T R I = e

AFddon, Ak fo

Range Test(SNK-TEST)Z #43}%{th

AN SEY 25

tdzte] durd 543} Leptin, Insuling TC, TG, HDL-C,
Az, AAE TEHT st A Wo|, AAMT, ;Hz;L
o] FARE AT A= <Table 1>0 AAsIloH,
Ao sl FARCE FFt AolE KolA Ysith

tistzEssts| x| 34(6), 20048 108



HIEZE R F - 20 ME f44 2ESQHO0| Y HIT0fMe CAIXE S2E, EHXE ¥ MHFHol 0lx= &3¢

{Table 1> Test for homogeneity between variable, norma! & control group according to general characteristics of

subjects
VG NG CG

Items M+SD M2SD M+SD F P
Age (yrs) 39.13+ 2.10 40.12+ 2.53 41.00= 2.20 1.3474 0.2815
Height (cm) 156.88+ 2.03 156.88+ 1.81 157.50% 1.31 0.3431 0.7134
Weight (kg) 7538+ 2.20 73.63+ 2.07 75.63 1.92 2.2259 0.1328
% Body fat 33.00= 1.85 3425+ 1.69 34,13+ 2.10 1.0706 0.3608
Leptin 20.28x 0.92 20.24% 0.70 2023+ 0.66 0.0092 0.9908
Insulin 14.15+ 0.84 13.88 0.90 1421+ 1.25 0.3413 0.7147
TC (mg/d{) 208.87£32.19 181.75+19.56 198.63+28.35 2.4779 0.1081
TG (mg/dl) 82.50+19.60 87.75+36.65 85.25+34.26 0.0570 0.9447
HDL-C (mg/d¢) 48.88+ 6.49 50.13+ 6.88 49.50% 6.85 0.0688 0.9337

<note> VG : Variable Group, NG : Normal Group, CG : Control Group

HAIEE SEZ T Insulin BH[FE Aol7t gl& Folth g 4% A
23t Zolzl o)(F=36.257, P=0.000) Al 17142 A%
o A1 7P CWely, A, dETY EEEIW 125 HoAth AAF AF A HolTH AT dzaR
T Leptin ¥H[ZFE xo]7} 9lg Zolth g #A% A X2 I8 125 F {8 Insulin FFO] RSiTh
Fo% 2pol7b Qlof(F=23.510, P=0.000) A| 17Hd& #}#] gy Hol AT frogh ApolE RolR gttt
ot} AAEAZ Az wolZa AATOAM tRERT} <Table 2>,
TEEZZIR 127 & f25HA Leptin FFC] WTh 1
eiup ®olTa FdTE Fs AZolE HolA ATk HAX|E
<Table 2>.
o Al 2 JHd “Wol, AAE, diETY SFEIEIH 123 o Al 3 7Hd: “WolE, AT, Uxee ¥F ZEIHM 127

<Table 2> Change in insulin and leptin between groups
Experimental Period

ltems Groups 0 week 12 weeks F P SNK Test
M+SD M+SD

VG* 20.28+0.92 17.01-1.14 ,

Leptin NG' 20.24+0.70 16.89+1.31 23.510 0.000%** 2 : 2
CG: 20.23+0.66 20.10+0.95 :
VG* 14.1540.84 8.24+0.72 .

Insulin NG* 13.88+0.90 9.21+143 36.257 0.000%** g : z
CG 14.21+1.25 12.98+1.20 '

%% p<0.001

<Table 3> Change in blood lipids between groups
Experimental Period

ltems Groups 0 week 12 weeks F P SNK Test
MxSD MzSD
VG 208.87+32.19 201.38:18.30
TC (mg/de) NG 181.7519.56 219.38+22.43 3172 0.064
CcG 198,63+28.35 191.75+32.65
VG 82.50£19.60 96.25+11.59
TG (mg/de) NG 87.75+36.65 83.88+28.33 0.513 0.606
G 85.25:34.26 83.13+36.27
VG 48881 6.49 51.25¢ 851 .
HDL-C (mg/d?) NG® 50.13+ 6.88 6275+ 8.00 7.521 0.004+ v
CcG* 49,50+ 6.85 4837+ 6.19 '
** P<0.01

ChBtZt =53] K| 34(6), 2004 108 1111
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F TC #H|ZFL Aol7t Qg AolthE 4% 4 & £ 24 d7s =ostun g
93t Zo]7} QUod(F=3.172, P=0,064) A| 3 /M2 7|4y B AFoAE 12F $F 279 3 do|iat FHakd
% th<Table 3>. A EZT BT Leptin HH|EO] fojabA At A
o A 4 7H: Yol AN, URTY $F T2 2F ZA oA wEoRE Leptin A2, 28T, AL ZEE
T TG #uFE Aoz} & Flojvh g T4 A1 + o249 7I5E e AAEA AN 3}%‘—01]*194 98 744
2|3k zo|7t ¢lol(F=0.513, P=0.606) A 4 7}d-& 7|zt AL Bl SA4F, oux 2w, oUx FEL 2AS
A Th<Table 3>. v 988 dduMarzo F, 2001), ¥ AP A= £%9
o Al 5 7P “Wol, AT, dxTe &% TE2OY 12F AUA] EEYOF Leptin X #AE /AT Alsd

£ HDL-C #¥%& ztol7t A& Folth"E 4t A
F-2g AJo|7} 9lel(F=7.521, P=0.004) A 5 7}EL A X

9%ic RS

o exEggd 23 %

A WolTH PATAA HlET
#215H HDL-C E9ich 19

ool ANTE RAT AolE RolA] At
<Table 3>.
LM 7y
o A6 7HE: wold, AT, hEI &% Z2IY 12F
AT 20I7F & Rolth s THE 23} KT A
17} @ol(F=1.210, P=0319) A 6 7ML 71Z=A}
<Table 4>.
o A7 M o)y, AT, RIS &% ZEIY 12F
zﬂzl‘ﬂ%—ﬁ— Aol7k 9& Zlolth g B4 A3t /9
, P= =3
AFHT Ade AgTM dxze Boy, aela |

EL"M AT Hr} 29 |2
Aukgo] Wok<Table 4>.

= 9

H9E 0L o Z potmddd 84 5384 o
FAL BAslo] #lo|E 7k WHol i (TrpsdArg), Hol7b Sl
AT (Trp64Trg) 1 X TR Uro) 12571 $53
29 F gixd 3R g3 9 AxpAde #H3)
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N
30
_9_.
on
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Bernard &

th
F A 5 Al?ﬂ éﬂr #HZ Leptin TR 238
a7 vebgttn Byste] fidzaks thEv 2 dA7dne
A&k 2y Bigk $3 o4 g didoR 8F &858
538 Leptin T= 8l 3 o)zt gtk
(19998 A7d7 sl AWE ARE 71A S
FATANA 712k 5] Leptin FES AAE
@ ’6‘]—01(Ishii E, 2001), B AT7F 1273 A% &
e g/\ls} AN}E AR Hc}. a8 # AgtelA] wol
e 25 ETZ W F Leptin wH]Fo= A}ol7}
T IR S B3 Leptin Wl w7k §H4Y
- ek 4741%3101 59 At USe ¢ Atk
Hsueh 5(2001) Br-ol=ddd &A1 X242 wols}
=l ol X 9GS PPRA-,Y 1314 Wol7}t o)
A welnt e Fxo] {3t FrPL LA 21
Rk &, TrpedArg Holwto g #HE FLo= Z o
A Xz F3 Axz Agzhdd,

Hermardez

=
S

A [}
O]*‘ Uus}—c }\‘j

Al 0.
-

y)r
o-]

(‘-{O o,

Py

Q%
T
P
T

5ol

tio o4 N o

g 129 $FEZEIYE F golTdd FAATA diET
B} Insulin FH]&o] §-28H 7& stk ol Axt=
Sung¥} Park(1999)°] Insulin B]&EE Fud 34 79E o
Aoz Huiutre 0% AER 50%{} T 434 12 F
o Bz £EE AAE Insulin FE7F F-5HA ZH4aH

i

5
Atn @ ATARS AT, o)L
47} Insulin #H] A= FHAA7]3L

Fo) Agsto A9 Insulin FH] S o
ALE P UHEfendic, Kindmark & Berggren, 1991). 13114- Yook

<Table 4> Change in body weight and % body fat between groups

Experimental Period

ltems Groups 0 week 12 weeks F P SNK Test
M+SD M+SD
VG 75.38+2.20 75.63+1.77
Weight (kg) NG 73.63+2.07 74.00:1.85 1.210 0.319
G 75.631.92 76.38+3.00
VG 33.00+1.85 30.25+2.12 _
% Body fat NG® 34.25+1.69 30.63:1.41 30.390 0.000%* e
cG* 34.13:2.10 34.00£1.51 '
%6 p<0.001
1112 Cistzt=eltal x| 34(6), 20044 108
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=, EXNE & A~ Hol olX= &9

o

(2003)0] @ HEAS o 1657 FARRSER A
TS AN AFoA] Insulin 19 Wt glof B o
T Ak dAEA ggte
A SHE A FR 5
A7 e ok Ao
zEgy 8 %%*o%
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o
2
lo
it
5
é’
=
Sid
=
fo, o
o
1o
g

2 AzZrgvh a8l1 A3k py-o}
et o s gAE S dAg

9] Insulin AEEE = 8-S %‘?71'5}% 7o
2 gaA Slom, AT peot=aldd 8 fHAe] 64

HAol] 928 obn|1=AkQl Tryptophan®] Arginine® 2 X ghg
Trp6dArg HolE doz|m AFo] F715HA HL Insulino
g Aol A3, Iwd r|E¥el FrlkstA "t
(Liming <5, 1998). ©ol9} o] mfAAte Aol 22
Insulin & A-TollA ®Holr# AT Bl g
F o AtolellE Abolzh VR itk o]e$ At ¢
—3‘ Z% Insulin®] ®Wsloll= HIRE FAAY] f - Fol=
59 ARt S E & Uk

Tr2 A1 &% LPL(lipoprotein lipase)?) &A1& F7H47)
I HTGL(hepatic triglyceride lipase)®] &2 HstAIZI 02 A
FU2HES] A o)ghaEe FUEIT P&l AstE
TC7} #A(Ballantyne 5, 1982) ®th. 18y £ AToM TC
ERF SFEZIR F YUt Fo% AolE Heolx ¢
gt} o]# 8t A= Seo, Lee, Na, Kang¥ Kim(1999)0]
A EolA 1230 ZATAY HClEEYedE AAS dAF

FE7F st AR Adse dAsHH gkth
McNaughton$} Davies(1987)< 165 &< #d 1AM 70%
9 Hoekrr F 2§14 oejzd $E& AAE A3 P

=2
Y
o
N
P

[onnn

b, o2k A#el Aol EFAE, AW, VIR 7Y 4
olo= /\].Egl;].

—r%"ﬂ «16} TG 5% L.4‘:?4 %OJ% Aot Agxa
G #ul7h A3ty
A, AUAd B9 58 F7b I’H:f(Ballantyne =, 1982)°]
2t3l Sk 2y B el TGE i 125 SEEE
4 F guzel A9@ Aolg welx ek oled 23
oqld_o— r,}]/\]—oi a\;}])\]—/\/\tﬂ&g] 70% 7]—T:§ 8F
ZgTHe FNZ AR 41.6% A FAE
e A3(Wittke, 1999)9h= Aibet). oje(st ke Ade
Wood 5(1976)°] 2J3hd 1G] TE& 5%, 252%, 4
olg} FAZF ATk B ot —“é ATHAHE 50% F AE,

T 2o] FAFE oAEY 7 it v AoFE A4
o g8y ¥ A7Z3= Goodyear, Van Houten® Frosoe
(1990)0] AW d A4S oz 4€E7 Aret =

I‘.}i e
('N ofi
o L

CHetZt &85 K| 34(6), 20044 10¥

g AAE
x| ettt

B AFeM HDL-CE 127 &% 273 3 wlojfa 3
Aolld diar Bo fostAl Srlsksdth oled Avte
Whitehurst?} Menendez(1991)7} ¢! 158 ooz Hrojat
24859 70~80% AR F 334 2/E B¢ AAA of
E2ynEogN 5E AAE ZAI HDL-C F57F 98k
Z7hstdvhe Bagks g, IR e Apols dAIRE H
;:z;;} ]:)\l-h_ E_Oﬂr,], 01‘3’16} OEQ_ %_3} HDL-C _2-.7}L—_ ﬁl;‘d
Hol $%o| €4 Y LPLo] #43}He] Chylomicron, VLDL,
LDL 9] Z#AEHEo] HDLE AEH= H[Eo] F7HEHL
7+9] HTGL(hepatic triglyceride lipase)?] +%& Fa A<
O =Z & HDLY Catabolismo] %o}x]7] wiie] n|Edriy A
¥ ¢itkBallantyne %, 1982). I} Goodyear 5(1990)2
HY oS YOE 125 FRF A fAksA 2F oA
HDL-C &7} a3t Wgr it siqlch o3 Ax
9] AolE &FE EF HDLC ¥%9 /bt &% A
HDL-C §%, 849 32E, 59y, 7|7, W5, 3%,
AT 9, A 2 FA AR

Soll B2 JFEE 7] wEQA(Morrisom et al., 1996) ROZ

* TG FE g Wyl it d3e)

s ¢

F

Q-HOM Q%X@_ BE
o] Trp64Arg/G—A Hol7t %%% B @A H 9
XA &S & 4 ok

B dPFoM AFE 125 &% Z2I39 F HAdded {9
st alo|E HolAl skt ol#dt A:= Wilmored Costill
(1988)0] FoAdelA 6-8F3F oojRH] LFE A F
Aol FrolatA ZasGvts AFATekE Aozt glof o]
AL QAL EF5UE, 57174 Aol MEY ROE AR
"k Zev Han(1999)8] $49 o4 uldoe® faka, A
P, RS BFFHoE g AT e A
o {45t Aolrt gislvke Adel dAskith

g3 AAREE 125 FTEIP & dHolFa A4
X dxr B {YSA W HAE BT o
Shin(1992)8] AtellA 1257 fakh 58 HAAE Z3 A
Aol st 7radivhE Arel UXAElor, o]
try B5%9 S7i9 A NxdiAbel 2R
PhElo] AR o]l AstEWA dehe oz A
. 28 Liedman(1983)2 nvlgt B3 tidE 59 438
6572 fAataeEs AAE At AAEgol &
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The Effects of Aerobic Exercise on Hormones, Blood Lipids and
Body Composition in Middle-Aged Obese Women according to
B3-Adrenergic Receptor Gene Polymorphisms*

Kim, In-Hong"

1) Professor, Department of Nursing, Dongguk University

Purpose: This research was conducted to provide basic information about the effects of aerobic exercise on
physiological change in middle-aged obese women according to differences of p3-adrenergic receptor
polymorphisms. Method: Twenty-nine middle aged obese women with over 30%BMI were divided into three
groups according to [3-adrenergic receptor gene polymorphism{Variable Group(VG):9, Normal Group(NG):10,
Control Group(CG):10]. The VG and NG groups performed walking at 50% exercise intensity for 30 minutes a
day, 4 days a week, for 12 weeks. The data was analyzed using the SPSS program. Result: The level of leptin,
insulin and % body fat in the VG and NG groups was significantly lower than those of the CG after 12 weeks.
In addition, the level of HDL-C in the VG and NG was significantly higher than that of the CG after 12 weeks.
However, TC, TG and body weight between groups didn't appear significant at the end of 12 weeks. Conclusions:
Aecrobic exercise didn't cause differences in persons with differing B3-adrenergic receptor gene polymorphisms, but
aerobic exercise affected the physiological change in middle-aged obese women. The findings suggest that aerobic
exercise is a desirable nursing intervention for obesity control in middle-aged obese women.

Key words : Genes, Exercise, Hormones, Serum lipids, Body composition
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