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ABSTRACT

The Effect of aerobic Exercise on serum lipids

lipoprotein in middle - aged man

Kwang - youn, Wang
Advisor ; Prof. Yoon, Oh-Nam, Ph.D.
Major in Physical Education

Graduate School of Education, Chosun University

Got result following conclusion that execute staying power exercise for
4th 60minute8 week by VOZ2max's exercise intensity 609 to examine
closely to affect some 20 high school girl’s cholesterol dialogue of hole
to examine closely that staying power exercise program between 8
weeks affects some cholesterol dialogue of hole of girls’ junior high
school life rain.

1 ) Triglyceride cholestero (TG) training group keep in mind as
decrease and control group big change Reul look .

2 ) plaster panel ceiling earth albumen cholesterol(HDL-C) training
group keep in mind as increase, and difference that my group notes
did not show all.

Training ago ? Appeared high to keep in mind in training group
which increase in comparison between after two groups.

3 ) since that density albumen cholesterol(LDL-C) training group
keep in mind as decrease but my group increased to keep in mind

during same period all.



But, training ago ? Difference that keep in mind in comparison
between after two house bundles did not show.

It is aircraft between 8 weeks when synthesize conclusion of
something wrong, but execute staying power exercise program
regularly to high school girls rain, and could know when teacher and
parents of students do orientation and management with more active
interest as well as a student, that can keep shame of cholesterol of

hole to normalcy dimension..
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o1 dg](Thompson %, 1988 ; Brooks, 1984) 7+# 2 %8 53 T TGH
F& Astdvn B2 a5 (Kines, 1988 ; Tran %5, 1983 ; Wood, 1984)°]
Husta ok AFE £F FHY MFEL vkl JaH TG 55 v
dS W 100mg/dl olste] v wx WstE eI (Costill, 1986

Haskell, 1984). e} %% F2o A5 dual gust fas 33
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ol TGY #w=7F o t volA A ¢=t}(Zavaroni, 1981).
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u RusPon, AFF(19B)E 1253 FAFO 4 TG
7F AE i Ry gtk Ax EZAdgelsE 2FA dx 2§ §
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g4 F7tE % Z5odA AT F57F 2AH 3 TGEYH lipolysis=

MAE @ AW AHE Fd duxQoen FulA AgHT 8 0 IR
}.

¥ A5l e A TG WEFol AstdEvh(dAds, 1991
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A AL 7 AAT WAF(1992)= A A DA} T =29 Wstel]
gk AFANA TG, TCZ7F +59 9oz 74 H3lE woen HDL-Ce
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sta vk ®=9 HDL-C F%7F 10mg /dl 4 wste winie} A

2) %3 LDL-C
LDLel Z389 cholesterol® LDL-Colg} B2 dx & ZF P29 ok

70%e At Qe LDL-C7F 57k 4 $-o Ad#A A (CVD)e HAE
ol T93% ¥ A=z LA Utk

471 9% 9, Friedewald(1972)9] &4 {TC -(He°]-C + TG 1/5)})°o.& AAks}t

diff
N\

ol 244 By, Aw

_1

rlr
g
Il
o

5 0] k(o] d, 1991). 53 FHAH ATl A Huttuner(1979)= <+
d4 LDL-C7} Z43tE AL 8712% AXZolH 33 5 o] W

=
% volxvin stk #W &% Aol LDL-CY ¥E7t E9vhd &%

Berg(1980)= A 7-8 59 A3 24 AgAs vuids o A9

Z2ol A%7F 10720% A

iy

2

~

<

o

3T

, B
K

_OL

A

Assmann(1982)> A8 &l s TC
LDL-C <9 Astet 7bd #de] Zo. ¢fvstd LDL-C# { TC -
(HDL-C + TG 1/5)}°]7]
a0 75%  FolAl 12

N =2
Sl
o
2
w
o
e.
=
©
o
<
rlo
ofy
rT’
oL
D)
il
2
X
N
=
o>

Zb cycleerogometer +%& A7l A3 TCe
VLDL-CE ¥ o]z} gldoev, LDL-CeE #93% #as H wd,

HDL-CE= #93% #4A2E ®Hel vty HDL-CE #93% =7

i
i
s
o
f
oft R

=
i)
rlot
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=
o
i
rlo
Ho
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=
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32
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rlot
o
g2
=

_16_



3} TCE 8~9%, LDL-CL 6~7%, TGE 11.9%9 93 749 HDL-C2
105%9] §98 2712 wddx ®as g Gordon(1977)& 1Lo]-Ce ¥ =
E TC sZrt 238 #A4Fd 3o LHF FaHo] vt Husg

ol W Ude 9¥EE AT AFAL ddeolw A= AEte] A3}
sha AL WEAZTH(AE A, 1993). AAR DA AFdso| T 73}
E dusr] g E TCE 95 9% TQ3HAN, Bup FA#Q ov2
< HDL-C& %°lal LDL-CF<Fo]l AstHEe= 7142 LDL-CY A-A<
VLDL-C7} Zboll A @A wo] 3FAast7] wjZQld fFellA VLDL-C @4l A
olgtd VLDL-C ZHEo] LDL-C F&A7F A 350]  ho] A9
LDL-C A A7} @olA 7] wiioletal Al HTHFA 5, 1994). mtebA] % F

B2 37 AAAE FHE U4 xust Bastne, Ao O S sHE
3 FAAY 5o BF AQ ARsL FAPORA AT AR JF P &
gt FUZHE Ge ZolFoRA B BRAH, Ygvh o JAwA
Ao Wy dgatEE WS Fasdn @ & Ak ol F, 1995).

3) FEdxHE /HDL-C V&

Copper(1982)% 7539 <] JAE Aoz Ef=d &5 At A2 A
o #AAE B4 dFolA TC/HDL-C9 nHl&o] #4452 ZAZ(CAD)Y]
S EY] FABA VM =ow 7 FAT Wdor FFUASAERE
of A= 350]8, WA= 45¢]8t7F wbgrAsvhal ST
William -5 (1983)2 A2 Fozet wigtE AgE dido=z 3 dqolA
TC/HDL-C7} 5.20] 8t thar 1 318} o},

i)
>~
=
of
i
(2

Thompson % (1985)& &= TC/HDL-C 8¢9 =7} % apo b/av]y =7}
v #FEY Ao A FUHE YEUE =2 A7 ¥9a 5
U2 0] (1986)9] AT = 5ol dF ZU2HEY TGAE IA FF4

TGS a7k | @A, LDL-C #2433 HDL-c 5 7ha}o] A]
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ol A 2D A Az AWA] das 2o 2y o9

2o Fuaze) widdel HaNe b SAd oA AN E

i
fx

Aoskar ok a2 olfr= AT ol dol, AW, JhS, Ay, AAET,
K

al

uj & o] TtH(Grundy, 1986). ZLejuy @t SHA 7Hd Fag A5 5
IR = AWolal 2 FolAE AAEAR Fd e Eoletal FoH(H 3
1998). FHl &2 A5 AFA o] ZFuzE &) A FFEH7IE o
i, HE AL AA 2 2Ae] AR AEol A BEojA 7= S
53] Ao ZFElzHEo] Age] A FHsHE wEo 298 TS A
ot gk (Keys, at ac. 1965). Al 71el oA S5 = Fa2dE9 2 A
A ZFH2EE AAFY 30-40% Froz ATEHY F5 AR Alged w
2} zpol 7k dar, B oad AHT Sol AE We 0% A et dhv
(Byrne. 1991). Alxde] FAAAREC=A 1¥ =
oy &@F At A FARAY FAT 24 ZFHsHELS G dy A9
3ol Lipoprotein #HIE dF o HFY¥EY. Lipoproteine  FAF ol
Triglyceride, cholesterol-aster’} il w}FZZo] A45A0Qd AXA fg
cholesterol ¥ Apportion WA Apolipoprotein®] &t 2= wuldo] Zxnixu
31 micelle FEl = dFo] EA k(o] 7%, 1986). Lipoproteing ¢4 &
2]
2 BFLE=dY AAAY A$ VLDLLS #HA Lipoproteing 10%, LDLS

ot

P g Aol Ao wgl 19X ¥ (chylomicron), VLDL , LDL, HDL 2.

70%, HDL< 20%, ol ARt #9335 $2te] 4%+ VLDLe] 5%, LDL
< 82%, HDL213%, “<oletal @tk (Repka, 1987). Z#Hl®=ol= & 2tu



ol AWk aster 2% 3 cholesterol-aster A EIZ 70%, Y™ A 30%
+ free—cholesterol JEHIZ EAst=d o] UAE sl Total-cholesterol©]
gha gk

g3 U zdHES A" A wep 2 zolE veled Aok A
= ¢ 70mg/dle]l™ AFE=717bA] 100-150mg/dlE A o). P Al 20-404)

of 23 F7hst= 4ol oy 50t ol Feoll= Ak AT o2 304

o) Fol Frhgol AL U 9o FHETGE Wmg/d A% sk e
50018 AFeAL FART ¥ FEE 6004 FAGT 1 F 4R
i EH €74 Fole 10-25% A% F7FstH daloly &9 Folk 7
% me FEE FASE o7t wrku @k

Keys(1970), Kannel, at ac (1971), T°l 93 z Zz2"HE o] T4

o

st2 dojue oy 7Hx d3 W 7 fdEed 942 ded o]%
HDL - cholesterol CHD<| Z7he} #HHEGE AFA S wra iy, 2o XA

H AT A Cooper(1982) TAFs Ao wulal F#H o] P Fo2H

Iy
Mo

= 9 HDL-cholesterol®] %7} oW AAAo] 9Fo] FojEYL 3%

o1 E3] HDL-cholesterol % %o

=
rot
—
@]

e
=N
o

jo
<N
l¢)

w

28
@]

=

<N
off
bt
lo,
=
ru:{o
rlo
sl

A obgE HgE oy AFoA, HolaH I of&el A A AFAE

% o] HDL-cholesterolx| & 34 A 7] MDL-cholesterol VLDL -cholesterol

83l Triglyceride ¥ 58 Yot Fo=2A Fd HEH 58 w943
3}

Z3 9aE Awel dudon F8aes wAAA ol2n Yk

Ho
offt
_E,
il
of\
N
i)
off
ki
fo
lo
i
e
re

ol A Upton, at ac(1984)2 A7 dg



715 e AL oA FGAU A2 A2 drtdd e dHdA A
%2 v g Ay Triglyceride, Total-cholesterol MDL-cholesterols &+
FAA A o] F86A =91 HDL-cholesterol €271 & &
fAerol wokga Huspgon, Fdda 2493 Fdoa 3THE o=
1057 &9re dojzZu F9 g3E 243 Brownell, at ac(1982)2 79l
e P29l A9 Total-cholesterol, Triglyceride, MDL-cholesterol % &=+
A A28 H 2 (p<.05), HDL-cholesterol 5 %E F938A 743 x =
eroral oz} 7 $-i= Total-cholesterol®} HDL-cholesterol & %7} 2] 3}
7+ 239 o Trigly ceride® 238 9% Z712 el
ojeol = EE I HHEE W AUt oy Ay & M= AR A
ojgk A¥E vehla Ath(H I 1991, HF38] 1989, &A% 1987, at ac.

1998, Williams, at ac. 1986, nagao at ac. 1984). o] &3 &AA-& x| 4 o]

)
Mo
rE

A, oA, 49, A4, w, FD, £F Sl o8 g 0

) & (Levy & Frienib 1984, Willet, at ac 1983)¢]8}1 A& % g Ao}
Ao Add g5 AZdF=rt Foer AHdA A E Williams, at ac
(1986)F ° Aol A5 A do] TAASR Fogk Aoz Al gt
ek dFEAA FE A ol Hoh Z|ztel] A AT ATt

0% 9.

of

2
s

6. =& AAY

Bailey(1978) = <+ %< aerobic exercise stop and exercise short duration
exercise, low intensity exercise®Z ®= R/t AAWS AAS= vl dAE
8, A= & F(short duration exercise), =7, H Y X=(stop and go exercise)

Lo FaAn $EU A R $ERUE

o

ARXAEL, =317], Aol

’

9 22 FAa ol ¥ adHelda stwAM A= F 33 o), 70~

2

80%HRmax®| 72 A efofghtiar s gt
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ot B At Sl ARAAE f&) 249 T

ol
R

iy

2

PN
T

=

A
gk QA 2229 AXRES T AWSHH FA v AAL AAAE=
W37t glthar 9 v (Bailey 1978). Katch at ac(1983)2 B wke] <X A 9]

A= dAAJ] AT = Aol ofdE Fuiy = HIRAIZ 9

4

SO FUA olw MWAEFEE GAA FhE FuelAE Aol 2
e

Z3H Al A A "ol Z=7E 7
Ao F7} 27184 B2 s=

J= B B ARl mlel AR AR 22 719 A2 YA

(e3

dF HIAATE EEFFeR HAEZ vt AN T Aol F7HE

Aolnw Aolayolt} xow A AAYS =4 5 vk st

oy

=3 A Ao B3I o2 F2H(Wilmore at ac 1980 Bailey 1978 Fisher
Allsen 1978 Moddy 1969)E 2] Zal& 4ol AT 7] 22 {4k
52 FHEAHYeR s Aol A AW HTiAvE EF A AWA|F(Lean

doby mass)> F7IA71=d 2371 Aok s

<E 2> = AAdY 23 AZA AANNE

T BaA | AAESA (AL @A ABAG o | %

TC 175 145 - 199 200 200 - 229 | 230°]%
LDL - C 110 85— 129 130 130 - 159 | 160°]7%
HDL - C 48 40 - 64 skgk 40 36 - 39 350] st

TG 120 60 - 159 160 160 - 209 | 210°]7%

A T SU2HES ety U 2HE2 FHAsTt B
A Ass FustsE g ow 9 A (Brown & Goldstein, 1984;

Kannel, 1979), o= &% Ad3 37 A7 Axz AHH7] Wl 94



Fd~HE 7t2d LDLS Fd2HES oz Lwst= CADY 9F
A2 A gdow, A FH2HEY F BRAEZ AL 3
(Wood 5, 1984). 18]l HDL-CE =4 3 ZZ oA Zy2eH &S AA
gt AES sto] ZFHzEEo] AX FA4Y= S e AE8L st F
A 2dHZ0] Hliver) o2 Wty E AL F
24 CAD °|&E 3= 433 A (Gordon, 1977)7F & Ao = ¥ H o).
T A= 59 HDLE F 7HA $8¢ 7e& Fd et st
AA, HDL> s99 FFol] wts FAS Y 24 AW AdE9 4
qiatr] 9T AT Vg ReFo 9%Es g

el

=4, HDLE A% Hd=ol ARS o o)AS &7 2A4A 9T

HDL-CS} CAD®l %4 77 %340 wet Agua gejo] §as v
s

2 (National Cholesterol Education Program : NCEP)ollA dA# =1 = =
d2HE AdA= 200mg/dl olstel™, 200~239mg/dl= BA FA,
239mg/dl o]/ g A et k93, LDL-CY 7% %o+ 130mg/dl °]st&E
A A, 130~159mg/dlE A Al 4, 159mg/dl& A8 FXeta star o
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1T

AT AAA AFerE flan A1
A Td 94 208 ddew
2},

<E 3> 9AAY AAFH EA

Group Age(years) Body Fat(%BF) Weigt(kg)
Exercise Group
53.8+0.9 36.42+5.04 68.35+6.751
(N=10)
Control Group
53.8£0.7 35.78+4.56 67.89+7.25
(N=10)
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B!

80.2+27.32mg/dl= *+

o3
T

TARAAYTG) A3
ol 7 102.5+26.83mg/dIo] A %541 4]

1.

=
o

713HE 9 1051423110014 109.1427.22=

—_—
o

A7} JERT

1

o
w

973

[e]

o =

o
)

o
e

p—

X

jpuzel

Nfo

i
™

—r

~H

2

-0.1133
-2.3142%

Control G
M=+SD
105.1£23.11
109.1+£27.22
0.63712

M=5D
102.5+26.83
0.0005%

Exercise
80.2+27.32

al
=
e
P

Group
%

TG(mg/dl)
*xxP<(.001
ZY 2" E(TC) ¥s}

o

=

Items

#*P<0.05,

2.

il

)
o)
o

iy
o

Aol 7} vrEbTh
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<E 6> Jad TCY W3t
Group Exercise G Control G T
Item M+SD M=SD
) 166.9£16.90 183+19.11 -2.5858%*
TG(mg/dl) a 151+15.97 184+19.01
—4.3921 %
P 0/0001 53 0.9384
*p,0.05, **+xp<0.001
3 AWE v 2 2HE(HDL-C) ¥
T 22O A4 F e adE Ay S 4" EHDL-0O)2 ¥
ko]l kst fFojg WstE Boy, w4 JdS 22 7]E el
satglon fod At YeuA gt #d - F F ogute] ¥
Ae fol@ Aozt ey
<% 7> A9d¥ HDL-C9 W3
Group| Exercise G Control G T
Items M+SD M+SD
5l 39.9+5.12 42.9+10.29 0.2649
HDL-C(mg/dl) < 4594355 40.1£5.60
3.7448x
9) 0.0038x 0.2380

##p<(.01
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T Al A= Ady g 2HE(LDL-C)2 &4

+5 29 Ax T A
ko] 943416990 & FhAste] fofg WstE ROy, TA JEe 2
717k & ekol 109.2+20.987F R olekA F7F ¥k 28y, 89 A -3 F F
re] vl A= ol gk Apo]7b ypERUEA] gk
<% 8> Fv¥ LDL-C9 W3}
Group| Exercise G Control G T
Items M=SD M=+SD
=l 108£21.20 101.9+24.01 0.6561
LDL-C(mg/dl) <z 94.3+16.99 109.2+20.98
-1.6840
o) 0.0021#x* 0.0259%*

#p<0.05, **p<0.01
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ojth, AL duAderA FasH, WFEE FA=2AN AFH F

oA FwEth ool oA FA AW, = chylomicrone 2 F= 3t} ¥

|

st Aol AEH, mg Ao A FA AW do] oA deR
2= w] NEFA(Nonest Erified Fatty Acid)$} GlycerolZ E 3 o] & 5o
W oA Pdoer AgEa e NEFAE 7+4ol A thA] Triglyceride

HW olE WA T4 AWolgtal shH,
o] Aol AwrzAo| FH o AFHET aHy T T4 AWy TR
Hob HAAZF, Fo &
F 5 A8 7HH 236w Y. dF TGlriglyceride) 5 =2 A A
= P A= 45~145mg/dl, A= 35~200mg/dlE2 A4 A o]ste] HA T dA

How 2 gust glo, 4R ooz e AL BW ATy

rie

wdEHAds T3 2T AAVE dva doAg e, 1988). EF TGE &
Aol oA 7 2 GRS wred, AAA Tl o) dF TG7F 20~
60%7t4]  Zradts ol BHE AFoA  AAFHATH(Thompson %,
1988).Total cholesterol> HAF 7|7Fset AFdold FogAdL gloyt 71
B Kol 671E Fole Al H Abolel ool YAl FA H AT
ol W2 FFY cholesterols 7FZ thdAtell Al lojA AAA FHS EF
cholesterols=0] I A TS FX Zom ML 9lojx HDL-CY FA|
ARl 7ol o3 AYSs vdeErl ok A E AT Ade TGY F9g
S HQl Al A" HDL-Ce S717F dojwithar H gk Allisons
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