vl EtRl, Dlauls, €9, @3X2

01]57?5‘}31‘4(ng, Aubert, &
1998: Zimmet, 1992). $-=lvate] Zad
109 Afelell Aol 2ujd] ol2= FHES ioq aﬂzﬂ
4007t W ool FiW AL 9lom, thE w3

1|3 Fol 60Al ol EA w=
13.5%, <4z} =919 17.1%7} Dol o]g&o] 3l
(Cho & Kim, 2003). T3+ 20059 SA% @xel] <
Gl APRIQle] 4917 W o dimA<l

0 IO —
21@_}9_

=9 gl

BN
Im
, 1z
£l
%0
D

* 3 AT olgloiAttstal dyHe] Aol ) AU

*
*

T 20061 7€ 309 AAREY 20061 8Y

el A AFEE 2 o)EES TTMTIE
ofm], Fiw ZAol| A= AAdRlel HlF =
gl wel AdaFge] HErl 2~4n)
2tHHong, 2005). T3+ Gz tg
_._Hx—lp]—jr,]. Nuﬂg] Zﬂl%OIO]
o]thLee, 2006).
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=
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=
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g ol ooll
lo N
rlo
ro ko
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AT
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> px
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>
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SRR R
thateldel SlofupE, o

]
radical)7} /3= Xl‘ﬂal e s 2=X8E 5 A

ABAEY 2 FT)) 4 3t ¢14
tar Barskar itk (Park & Lee, 2003).

ol Fitst HEl A C, E 283 HEplER &
of ogk @akst ol Agel e 2=dd 5 UrkFrei,

1999; Lim, Kim, & Kim, 2006;
3k Aol EA8= 30070 olAke] EAE
2o weakE thabe] aut

Kim, 2002). %
g7,

FSollA AAAR 2ahE

olgtoizl et 7k vettfst Zu( A AR} E-mail: yangsj@ewha.ac.kr)
11¢ AAgkEd 2006 119
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A AgeteE whadlgo] Ei Ao Al f-8-gh
Aoz Huxa tHTossiello, 1996; Elin, 1988;
American Diabetes Association, 1992). X3 vl
Hlge 9= #xe  dF  FTFd2EHE(otal
cholesterol), /3 A|%(triglyceride), L[DL(Low density
lipoprotein) F#2HE S& W51  HDL(High
density lipoprotein) ZFH2HES dFAl7lE & A
AYGA T e o] PuA FHE o FuE U
Ebdti(Lal, Vasudev, Kela, & Jain, 2003).

v g-2uet 654 o] B =919 HIER] A A
HAEE Aun, o5 74.3%7F BHF oMl 75%
olgtz At siler, HER Ce Bk =99
31.9%7F B4F oMl 75% olsk= AHstL e T
i 91 aksl mjElql AdFEo] Axd AElelth
(Kim et al., 2003).

A27kA ol E @dsirleinl Fol & dge] W
shol] B9 A= 4F FPEHN Y rlavlg BEos
Ak Hgs} AHe] WMsE 2ARE AFe A o]Fo
AA ek wEbA 2 AT tiaEAR w=old AR
A28 ol o]FH] e =I5 Fow st
HIER T nfavlg Bl we 99 3 9 d3AE
Fx]e] Rsks S4ste] Baeqle] HlEkdd vvlE B

3 =

H oJqte] x4 e BAe thex 7t}

=]

D st vt vkl Bao] 9 1o 99
o HAlE makE SR
2) st wiEla vadle BFe] 9 x9le] EF
Ad s=el viAE Z3kE S
o. o5 2
1.7 M
B ATE P =9S ddeR 1253 PAst vl

R

7 e B8StEE 3 & d9, d5A4d 59
3= BAste] kel nelly) ol BE 5YE %
;I

Abelazl HlEsA R A% ¥4 7A|(unequivalent

control group pretest-posttest design® ATEH
UKFigure 1>, S#¥sE &8 veldy vlovle

L=
HZolm, FHMsE A AR(TE 99, FEUx

Group Pre test Treatment Post test
Experimental O X 0y
Control O O

Os(pre-test), Ox(post-test): serum level of fasting glucose,
total cholesterol, triglyceride
X(treatment): vitamin A, C, E, beta carotene, magnesium

<Figure 1> Research design

2. AT CHAH
= A7 AR MEA DT Bkl e5E Y
ERzAK] B 654 ol mAER thest ge J]F

FOI% 20l

2) A2 UL vk, Fd 5 IS JPRF
AE HEE Ho) g w9

3 W A wkn G BN TH I
110mg/de 17341 =81

|

W oQge] WE AV AYATE Fo AES
o Aol wEMA, AAY 08, FI5F 0=0.05
westel Cohenol ANE 48 olgdtollee, Im,
& Park, 1998) ®&e| A718 24 A3 4299 o)
AA7E Besigh aet X dpes geE 10%
sejsle] Ag 46, tE 468S A4 AT
A Sl 099 SJa) A5 fhol vk
Fol7t bed tAE AR shlch e
AT 18 A B A HEelRE Hels
A BE Qe AT Adgoz B+ ok A
3} e WAL D Bk 7
Rl od AU 0SS AEE 10015 1Y

ol o
tlo My

o]
22 EE

A, & AT A 24 14 WAE gUe
o A% Gt wEst vk B 9
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W 5 ZF 9ol AlQHo]
of Hoalx] ke 129o]

(e}

T =1
Ae]Eo] 340Ut B A AEe MEA DT BA
2:9] IRB %¢1-& wo} 25U},

1) @2k}t viep 3} vkl B
AFTAA 1277 A ek vkl
1~23] 2AF § 1257 H&ahes A wmsqich *Ml
14‘]0“}\1 75]./\].51_ o:]ook_]_}a‘;‘_ 1; y_g]. x%ok U] /\]—}‘ZI—_QL
S = Z(Hathcock, 1997) £ AFelrE HED A
e} 2" (beta—carotene), WIEF] C, B[EM E, w»}
TdlE T 4% st AYARE BESIGIT kst
HIER B3 A7 A" dle] 19 d%h d%

sted BIER A 600pg(3=7¢l 19 AH=F 700ug), WE
k29 1.2mg(3=<l 19 A4F 7IE ¢l HERL C
60mg(F=2l 19 AFZ 70mg), HIEH E

d 1d A 10mE ATE BT Folssith B
el tisidE A7 A" = 1Y

7150l Qlof =] dgATelA ddxdel fra
Foz AAIE Akl adleg 1,100mg 2oF AAE 1
2 oJAbe] Aol whel BT BESisiTh

B ML Sl 03 B e

(e
j
AL oo oft

Wel wehst gl R
olsol e, Mg 0% T T

r1r
>,
a
Mo

D AT oA 54

FLNEE ke vIHARARS], v=mTEA g,
T3 937t =910 G AEE AdHAE] ¢

AJelzrzets] %] 41188 A53%, 2006

a  70¥¥F  Nutritional Screening Initiative(NSDE
AREBIGITE B ETE F 107 S¥ge® FAEY e
v, F A47F 0~282 9% 4%, 3~582 IF IY
A, 682 vw§ FF FEer EHETHWhite et
al, 1992). & =79 AIEE Usls So=:s
85%, WHAEE 36%%U A
and Nutrition Board, 2000).

(2) AAZAF

AT gl digk AAASE B
(BMI: Body Mass Index)& AF&E3F3ith BNH%EL
ofrlol A o] AW ARt FHE whet v
HAE BFE oRrol-EE YA HWATS(WHO
Western Pacific Region, International Association
for the Study of Obesity, 2000)2] 7]%& AH&3l3d
o AAFE BMIK18.5, AAHE BMI 18.5~22.9,
A0S BMI 23~24.9, 19bA4] ®IgE BMI 25~29.9,
27 wlwk BMI>302 EH3hith

B3l AQYAS

rﬂzt

1o 1

ek WEgtEAE 428 H|(Hico)®  10%-3E
FEfell A gk AR %Xéé}“ L FHE 1Y

NEERE R EREE

e weplsh vhoige] wE EakE S4a)
3 10417F 2 Fole AHste] BAGERA|E o] 83}
o FRUY, FRAZHEA} FAAY 5 LA

5. Xtz =7

AFFH 717Ee 20059 69H-E] 2005 10971A)
2 AR AL ARAR], ARRRAF o2 AFE 719s)

sau}.
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Zrrol A9 -EXH X*“J @” HFA| 29
3k Bl paired t-test = ARSI

. A7 Aot

—_

AT OHARREel A HAof et SA

7y

83.8%, 79. 4%olu1 AE e 7 oo BT Z2Es]
w2 9= A7 47 35.1%, 35.3%°10th A
&3] 51.4%, ﬂ&?/] 70.6%7F A7E §lo] :gx}
ARE &R0, ¢ @ §EL 509 ~107HaQd A S
7} gl 51.4%, diETo] 46.9% 1%

olgat ol APTH T AT B 2
Sa Aol Qglort A Al AR

AR FA% Aoz YEith

17.6%°1™, SF&2 AT 31.4%, dE=T 11.8%
olt). AAFAS] oJFt 1, 29A HREES AL
45.9%, WZET 55.9%°]oH, NSIZAF] <3t JF

$- flEte] wlgo] ATt 59.5%, R 55.9%°]
Atk A gzl FEEHoR zale] AHEHA
Rrha AT 57.6%, NET 68.8%

¥ oAt A9t daiel ANTed 54 2 elgirh AyaEE ww, Ao}
A AR AFE <Table 1>3 2l tiixte] A4 AT T FAEAVE U B AT 66.7%,
BYE ATy Uxd BE5F o7t 42 75.7%, 67.6%¢1", Z=#EAL> A7t 47.1%, 44.1%, AFH
82.4%% UFE ﬂ"lﬁ}i’ o, Hit AH A g 747y 11.8%, 5.9% oIt I s X33
73.84, thiET 73.941010E. ASAEE AT of thekdt 853 dAwow <d XsofE H&&e Ay
Z BT 2 Y olsib g ol A7t 86.1%, Wz 91.2%°]1 Tt Table 2>.
<Table 1> Comparison of sociodemographic characteristics between  experimental group and
control group (N=71)
. . Exp#(n=37) Cont*+(n=34) 9
Characteristics Categories No.%) No.%) X p
Gender Male 9(24.3) 6(17.6)
Female 28(75.7) 38(82.4) 0474 0-569
Age 65-69 9(24.3) 11(32.4)
70-74 14(37.8) 8(23.5)
75-79 8(21.6) 8(23.5) 1.856 0762
80+ 6(16.3) 7(20.6)
Education Elementary school 31(83.8) 27(79.4)
Middle-High school 5(13.5) 6(17.6) 0.240 0.887
College 10 2.7) 1( 2.9)
Marital status Married 13(35.1) 12(35.3)
Not married 102.7) 0o .0) 0.937 0.626
Others 23(62.2) 22(64.7)
No. of persons 1 19(51.4) 24(70.6)
in household 2 13(35.1) 6(17.6) 3.150 0.207
=3 5(13.5) 4(11.8)
Pocket money <50,000 Won 11(31.4) 13(40.6)
50,000~100,000 18(51.4) 15(46.9) 1.966 0.742
>100,000 6(17.2) 4(12.5)

# Exp: Experimental group, Cont: Control group
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<Table 2> Comparison of health behavior and chronic diseases between experimental group and
control group (N=71)
Health behavior & Catesories Exp(n=37) Cont(n=34) 9
Chronic diseases 8 No.(%) No.(%) X P
Smoking None 25(69.4) 25(73.5)
Yes 6(16.7) 6(17.6) 0.443 0.801
Stop 5(62.5) 3( 8.8)
Alcohol None 22(62.9) 29(85.3)
Yes 11(31.4) 4(11.8) 4.547 0.103
Stop 205.7) 1( 2.9)
BMI* Low weight 2( 5.4) 1( 2.9
Normal weight 11(29.7) 7(20.6)
Over weight 7(18.9) 7(20.6) 1.765 0.779
1st Grade obesity 15(40.5) 15(44.1)
2nd Grade obesity 2(5.4) 4(11.8)
NS Good condition 4(10.8) 4(11.8)
Moderate risk 11(29.7) 11(32.4) 0.093 0.955
High risk 22(59.5) 19(55.9)
Subjective Healthy 14(42.4) 10(31.3)
health condition Not healthy 19(57.6) 22(68.8) 0871 0443
Disease Dental problem 24(66.7) 23(67.6) 0.008 1.000
Osteoarthritis 16(47.1) 15(44.1) 0.059 1.000
Heart disease 4(11.8) 2( 5.9 0.731 0.673
Cataract 4(11.8) 2( 5.9 0.731 0.673
Chronic gastric disease 3( 8.8) 3(8.8) 0.000 1.000
Medication Yes 31(86.1) 31(91.2)
No 5(13.9) 3(88) 0443 071
* BMI: Body Mass Index #% NSI. Nutritional Screening Index
oy go] Agary YFxvte] A% 2 AW #d 5 ety olely] dgre A¥F 131.7mmHg/81.6mmHg,
4 wxel va Aol7k giglont Sl A A izt 129.6mmHg/82.7mmHge] 3 %iaﬂfkeﬂi
T3} gEwe] BE B4o] BAMeR FAW oz & U 2055ngd, DL 2089mgdiolen]
ERST AR L AT 152.5mg/dl, 2T 169.8mg/deo] ]
Age dxve) 99, 99 2 AFA4 0@
3) TEAFY EA A oA ARwry txate] FAXNLE sHS
Agws dave A% A FHA 99 £579% oz vk
7} olk7]E]t, FX A W4 Wi sFA HAAR
E <Table 3>4+ 7E‘D} A8 A TuA 9 A9 2. gitst vlEtelnt olau & 25 50t A4

<Table 3> Comparison of glucose AC serum lipids between experimental group and control group

before intervention (N=71)

Blood Pressure and Exp(n=37) Cont(n=34) ;

Serum Lipid M(SD) M(SD) P

Glucose ACx 134.7(31.7) 138.4(27.7) -0.392 0.696

Systolic BPs# 131.7(18.0) 129.6(13.0) 0.539 0.592

Diastolic BPxx 81.6(10.6) 82.7( 9.8) -.463 0.645

Total cholesterol 215.5(46.4) 208.9(48.0) 0.720 0.474

Triglyceride 152.5(81.8) 169.8(82.3) -0.626 0.533

* AC: ante cibum

«x BP: Blood Pressure
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D gel w3}

7t

Aoz F2]3k 2jo]E Holx| gskti<Table 4>.
aeu Afw iz A oA FA dFe
TEA] o] Aolrt YEA| paired t-testS AT
A7, AP E FA A 134.7mg/deld FA F
125.0ng/d0= 9.7mg/d¢ 7ZHadtglom] EAMoZ o
3 2pol2 YERAQIEH=2.773, p=0.010). ¥hd Uz
ToME FA4 A 138.4mg/deel A S ¥ 130.0mg/de
B FAHCR Fol3t ApolE RolA| FTiKTable 5>.

o] ztel7b UEAE Fetalr] s AP
FAAS A H Aoldl et t-testE AAT A,
AP 17.2mg/dl,  DERT

7.81mg/de, FAAES AFTelA 5.0mg/de, HE
A 7.6mg/diR2 AEI 2tk dFEAEL2 BAH
o= folgt zfolE Holx] ghokti<Table 4>.

Zeut AT gz AeA e FA A5 dF
A Aol zFo)7} QlEA paired t-testE AAZE Ay} E
ZY e A= A A 215.5ng/del ] F

FEUzHES

o o

¢

<Table 4> Comparison of glucose AC and lipid

A F 198.2mg/de= 17.3mg/dee] #AidGow FAH
o8 foF AeolE:  YERHATHE=2.930, p=0.00).
Hh ool A A 208.9mg/dedl e A 5
201L.Ing 02 SAH R 23 WHslE Holx| i)
o, A Aol FA A 152.5mg/deell A
A 5 147.6mg/de, HERTNAE SA A 169.8mg/de
oA EFA T 162.2mgdE JER} EAHoR Holgt
Z}o]& HolA| FUTIKTable 5>.

V. = o

B dAgellA] 6541 o] Al2W Fm =lelAl it
s} vlERIS ntavlS 1257 BEd adE X
sl A} xzazie] T4 F-o 93 d5Ade]
apolg AR A3 FAXSR {3 AolE HolA
gskty 2y AdaelA A deol vjs FA F F

A @9 FEUzEE FAVE frelsA gaEgle
W, dizwolAs #o3 WskE RolA| gsdth

& A7l e wstel FAde] Wt e
T e 8]dE wiAleky] sk A 3/8ERE e
oy mladlg T& HEI B AT uidelA A9
ARG Bd AT gzae] dukAel 547 54,
=7, AT, FEADE, FU4d A,
AE 7, dEHSON, FEVEUT oJEd S
g s AAF A B S43 Zlos Yelkt

s} WERI Bl

re
re
-4
i
i
il
>
&
fz
(2
o
2

profile between experimental group and control

group after intervention (N=71)
Exp(n=37) Cont(n=34) .
M(SD) M(SD) P
Glucose ACx 9.7(18.8) 8.3(37.0) 0.176 0.861
Total cholesterol 17.2(34.8) 7.8(34.8) 1.106 0.273
Triglyceride 5.0(82.6) 7.6(90.0) 10.125 0.901
* AC: ante cibum
<Table 5> Comparison of glucose AC and lipid profileWbetween pre—intervention and post—intervention
(N=71)
Exp(n=37) Paired t-test Cont(n=34) Paired t-test
Before After . Before After .
M(SD) M(SD) P M(SD) M(SD) P
Glucose ACx 134.7(31.7) 125.0(34.7) 2.773 0.010 138.4(27.7) 130.0(42.2) 1.275 0.212
Total cholesterol 215.5(46.4) 198.2(35.1) 2.930 0.006 208.9(48.0) 201.1(38.5) 1.269 0.214
Triglyceride 152.5(81.8) 147.6(73.3) 0.351 0.728 169.8(82.3) 162.2(87.6) 0.473 0.640

*AC: ante cibum
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< BES% & FHA e AT A A
134.7mg/deollA] FA ¥ 125.0mg/dlZE  9.7mg/dl A

stoith Al2¥ da® IAE gdoR HER EE 30

A BEFI Skrha, Sindelka®} Hilgertova(1997)2]
Aol Q1Ed Zgo] FAEHASS Hasiglar, H]
E{l

cs 4T7P H%ifl k9} Lee(2003)9] 04? 14

3laL 44140] ‘ﬂ’i‘.ﬂi E} TAE %743}% 54
U A5 AAS Fof WAl ateEe] s
ZF= av= YephdtiHamilton, Berg, Mcintyre,

Mcphaden., Reid, & Dominiczak, 1997; Fletcher

& Fairfield, 2002).

3 Gl Al nadleS 19 600mg® 1253k
Fol3k i (Vasudev, Kela, & Jain, 2003)$} 1¥
41.4mmol(1,598mg)®  30¥7F  Fod AH(Lima,
Cruz, Pousada, Rodrigues, & Barbosa, 1998)°l4]
5 Al ddo] foladl AastA gL Aor Hilst
IoJvk 2Ev ekvlgS 1,100mg Tl gk 2 ATl
M TEAl 9ol RFosHAl FRAEIGith wlvlE

3L

N

=93t 8% 3IvHMooradian, Failla, Hoogwerf,
Maryniuk & Wylie-Rosett, 1994). vwladl%9] =
T g “’“*]ﬂ“i ey FH) H

FRAPE 5 AEY EE AF sl FEs
P I I PP

313kal YrkMin, 2004; Lima, Cruz, Pousada,
Rodrigues, & Barbosa, 1998; Kumeda & Inaba,
2005). Lima 5(2005)¢] A7olA @ gApe] 25~
8% AwtvlgdEAd, 5o ddol & xdHA
¥ i, dxIIMAEHET Be Hleud
3t A EF mtdlg w7 Stk
ol vl ddxd 9 9 s oY
43 g E B S ik

B AT Aol st wekla vladles
I %% J2ElEo]  215.5mg/dlolA]
198.2ng/dt= 17.3mg/dl Tasidty. dud 825 1)
GO 453 @rksl vEl Eob WIEICE RFE &
FZFE = EZo]  209.9mg/dol A 172.5mg/dbE THAS)

%0,

ol
-

4o H o

2

I

i
o

T
ol

AJelzrzets] %] 41188 A53%, 2006

ArkE= A (Kang & Kim, 1999) ZAyte}l B AF-dx
7b dREke] ksl BERRIS] HFo] i o FEFY~
HES UFEs 5 X429 wsl J&s niigs
AL SR s ok ksl HERRIS] A AdgiAL 2}
|5 B, kel vjenl As 27 o] AHRt Alshg
ik

ke 4 Wstel] g B3, AE9; AE Ao
AHE719] AARbeS ATAIA ALE BEel] F2g o
s EH’/KMethn 1984). WEF] Ei= st

wol gl EmdEa BESAPN Beo] Qe Eas
doliss RS, olEe Af/E AAS e Fz
B3 mwu st died 2 @ & 94e

itetEe] Absbr)el ukgste] zpdle] stslEWA At
715 FEH3A 7t Combs, 1992).
T3 A2y Jdud IxE e RE vlavlg 600mg
& Foslel g% FFezEEo] #aFdvE A
(Lal et al, 2003), W& wlavlge] dFses 34
A Z(hyperlipidemia)? #lAE3 FPFS FEAIX
Th= dA74(Yokota, 2005) A¥= miulge] dE5A4
i Wl JgE vHitke RS AN Foh —5—61
FTEH~HES T4 T 5 e 93
o= dyl d#A glo] F4ts} vigl 9l
S g didxte] Haldgadstoze] A3 2 ARG
z.%i*l%l T o gk
AT AfollA] At} HlERI whavlEg B
= i AT SRS 152.5mg/deoll A 147.6mg/
7 wskE YehdA] etk ol Yun e
oo ® 453 ks mEll E¢} HER C, 21#al
vl BE § S A WEE Holx| ok
th= Farvid, Siassi, Jalai, Hosseini¥ Saadat
(2004)9] A7 Aol dAEdch 2y A28 dx
WoERE gde® mladle 600mes Foste %
A o] aditiar(lal et al, 2003) Hildhs
5 kst vielle] BE $ FgAe] wWale did
AL HoFil YA gty 1 BRER wiadlg BFo
FAA] WA= el digk o Ze] e At d

F

i

K

;
41
E
%
S

olde] Ay AIE Fe] & o, T =90S o
o= g st vkt vkl e 3 A g9
3} ET FEUSHEES FaATIA B AR vk
o, AglM A Aol vis) A4 ¥ w5 Al d
37 T T sHEC] ad ZoR Yehyth w
ghx] ksl wERls ol BEe A 9als
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W 0lEe] g9xd, mAgy 9SS ggd 9y
Z Aol Zed = e odu JE FAE HdE" 2
a7F gtk Qo] ey wulgd BE3A 5482 A
Ho] F7lekEE on FE ARS FX87] 9 =
g3t ¥ AAOTHKIm, 2002). weta B d74
= Freels ez dutsl veily mug B3

AT A= o] FdEFo] P

2
=
o
o
jud
=
i
z o
fz

r o
1o
d
o
of\
2
oL,
e

kel FAloll o] E Aol

2 ATE A2Y P =98 der 1257 ¥
g el vhdlge S8eles @ § 99, 9%4
Ao Wsks wAste] atst wEws vl B
ads dotual vies dxw AF A

Al 5=E] A

AtRE 2005 699 20051 10974 3
onf, A DT Hilke S5¥ HERAAS] gl
PreQloR At 379, & 3479 AnE AT
AU R shgla, A 1273 1d 1723 H]
EfRl A 600pg, WIEFEZE 1.2mg, RIEF C 60mg, W]
el E 14.9mg, AbSobdlE 1,100mes AR HE
st A3 SAoR sl viadls A
HE A% F, 589, FEUsHE S9ATE 54

sk 8 AEE SPSS Win 12.0 23S o
|3t WA Eom, AT dzte] 24 A
X°- testeh t-test, AHTI hxe] FA AF 3o
Wzl dF2|de] W= t-test, paired t-test® %
3kl

oZi
flo

O.u

AR foldt ApolE HolA] gFTh :LEM AE
Tl A FEA o] FAl A 134.7mg/deol A FA
- 125.0mg/dtE 4319l o (p<0.05),
< A A 215.5mg/delA SA F198.2my/de=E 17.3
mg/de 2 tHp<0.05). $HH AFTFUolA A
< FA A zpolE YERIA otk

ool AFANE Fste] FAakst HENWIF nlvlE
3o FEIYGY HF FFYUAHEE U2AIIA E
st oy, AgwelA FA e nlE FA
g9 dF FFdzEEol Aad ez eyt
wEbd B Apdse g gie s abka) vet

T2 =HE

aslel i 4 4 Aol

L g9z g3 Wd & i G S
o, %, AR oFEEE Fol vid A 2
AN} ol WE FAlSE, APAR 3t &
AAFE AF 200 99 5L EPE FF A}
2 a3,

2. GAhIE vl o) F WSl damsh
Auik A%HEA FF A7 Basht,

3. @splEk} ol ol F @F Fashlek
ookl swe] wael e 99 ga GdE
Ashe Aol Basi,
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- Abstract -

Effects of Antioxidant Vitamins
and Magnesium Supplementation
on Fasting Blood Glucose and
Lipids in Patients with Type 2
Diabetes

Yang, Sook Ja*

Purpose: The purpose of this study was to
evaluate the effect of antioxidant vitamins and
magnesium  supplementation on fasting  blood
glucose and lipids in patients with type 2
diabetes. Methods: This study is a unequivalent
control group pretest-posttest design. Seventy-
one subjects with type 2 diabetes who were
recruited from home visiting clients of a public
health  center,  completed the trial.  The
experimental group entered a 12-week treatment
period with antioxidant vitamins and magnesium
and the control group with no antioxidant
vitamins and magnesium. Results: Serum level
of fasting blood glucose decreased from 134.7mg/
de to 125.0mg/dl and total-cholesterol decreased
from 215.5mg/d¢ to 198.2mg/d¢ in the experimental
group. No changes in fasting blood glucose and
total-cholesterol ~ were  demonstrated in the

control  group.  Conclusions: A  short-term
supplementation ~ with  antioxidant vitamins and
magnesium can reduce fasting blood glucose and
total-cholesterol in patients with type 2 diabetes.
The continuous effect of this supplementation
and the beneficial effect on the prevention of

diabetes complication still needs to be demonstrated.

Key words: Antioxidants, Vitamins, Magnesium,

Fasting blood glucose, Lipids
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