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<Table 1> Baseline demographic and clinical data of

the intervention and control groups

Intervention group

Control group

. 2
Characteristics (n=29) (n=21) t/x D
Age (years) 46.21 9.1 47.0£ 9.0 0.27 0.782
Gender
Male/Female 10(45.5)/12(54.5) 9(42.9)/12(57.1) 0.02 0.864
Body mass index(Kg/m®) 247+ 2.9 23.6+ 2.5 -1.28 0.205
Systolic blood press(mmHg) 114.6+10.8 106.0% 5.2 -1.32 0.206
Diastolic blood press(mmlg) 78.5+10.7 79.6+ 9.2 0.32 0.747
Diabetes duration(years) 5.0+ 6.3 8.0+ 4.7 1.72 0.09
Diabetic treatment method
OHA+ insulin 2(9.1) 2( 9.5)
OHA 8(36.4) 12(57.1) 0.143%
Insulin 5(22.7) 6(28.6)
Diet only 7(31.8) 1( 4.8)
Glycosylated hemoglobin(%) 8.3+ 1.7 7.8+ 1.0 -1.04 0.303
Fasting plasma glucose(mg/dl) 153.9+26.7 143.1+24.7 -1.29 0.205
2-hour postprandial blood glucose(mg/dl) 261.0£78.8 238.2477.6 -0.84 0.402
Data are means * SD/N(%). *Fisher's exact test. OHA, Oral hypoglycemic agent.
2ol aloit D RS, FHEY AF 200 99
F3}E A= high presswre liquid chromatography
2) il dEYS T Y (Variant 1IBid-Rad, USA)®, &% d3 4} 25 2
FA7E fEF A9 BEuE 15dd 3 e Azt "3E glucose  oxidase(HITACHI 7600,
B 712 Aol LW Aol $F, HERNE FUA  Japan o ST
s 2 RS fASIEYE Falel wesiginh @ R 4R 20 BEE 9HAAAE 7%
U 2 AFRY FHolA s wSE-S A% B A Ad 9L 80-120mg/dl, 25 247 Ad
star Aol A} Fojdste] £k WAIXE B $x) g2 160mg/dl olst= 45} Tl American
7F Foidskel 4 QIEelA AR alsuES Diabetes Association, 2002).
E 5 A sieltk sl A wAIAE o] 8% uL
U4 4 JEYe NE wS W8S 804 olul= 5. AR ey
s Qokste] ) ANl FojdstE Btk wils =
89 9% FTEIHGo] 110mg/dl olste]ar, F2H9 & AG2E Aol Al Ae] EA 3 el dial] A
o]l 140mg/dl °l&k A$E= AFdHE FAFES o F wes BE dvre ARy 548 AL
WEETE A dE H g e Foo)Aol dIdEYHS wSsglth dxjelA
7-8%, =gl  111-180mg/dl, 29l ddo] S 31RO 29 ol FAsk 17Ul 3 FHo] o
141-250mg/dl & 1714 27 o<l A9 o], & JEsHAl shlaL, 15793t 2zt JiQl Hdel tigh w
T 9 gy e 78S B Al AAE0 o] S B ATde] FoolAeh Foidst £ wAAE
U geames ddxde] HX @ral, FEame] I B3k 1ol 1 3ME AAEITE Gk AL,
23 AHFsdNLTt 8o, FEIGe] 180mg/dl IHIG F A% 241 g9 ug AA d 9 e
o, 729 o] 250mg/dl ol’ht okE WOl 2 % A= AL Aol A Calgha Kol st
THE e 31 T2l uliEaul dEelel Al o= Al ste] 4 Bl AsishielA Ao HAS )
skl Fzte] S FAsFT L] AF 77 Bk =

29 %XM Uil Al St sk
SFaL, AT} ol ARl Q&
= %—5}6}9‘;5}
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YETe BAAUD 2-3AE) W TS gE
stel o A wotow], #4 Y W] we W
e WA gt

A= SAS Z=ZI3W(version 6.12, SAS institute,
Cary, North Carolina) & o]&3}e 433t UE
Yl Y WS AA A ATy gxzae] EAxfolE
unpaired t-test 1} Fisher's exact test® AR
oh BV B wg AAES 38 & AdEed gz
7ol 9 W3E paired t-test, unpaired t-test
2 X7 test® HABACH

et Agael A4d A 8.3%1M HE 370
0% 72319 2 K (p=0.005),

4 5 7 I Esie
7.9%0NA 7.8%= ¥ AF foje Aelzp fldrh
AF AF W3 AxE AdTo]l 1.3% Zasida
22 0.1% #aste] F & k) foldk Aolz) 9l
2ATHp=0.013).

AE A ATy gFxToA] dA sz = A

& 7% ol3Rl #Al HlEE A7 0% AR, WS 370
4 T AFLS 455%% HETY 14.3%HY =T
(p=0.026)<Table 2>.

FHETS Aol AF A 153.9mg/dlolA AH
5 1449mg/dl & ThA A, RS 143.1mg/dldl
A 150.2mg/dI2 T Z7FEgoy F ool AE
A Fogt zol7h gl H¥ A% WE A=
Aol 124mg/dl AEa, UlEFS 7.9mg/dl

<Table 2> Effect of the intervention on glycosylated hemoglobin levels

HbAic Subjects with HbAic <7%
M£SD n(%) X
Intervention Control Intervention Control (p)
group(n=22) group(n=21) group(n=22) group(n=21)
. . 0 0
1.7 +
Baseline 8.3+1.7 7.9+1.0 (0.0) (0.0) 1495
10 3 (0.026)
+1.0° +
After 3 month 7.0£1.0 7.8£0.9 45.5) (14.3)
Difference -1.3+1.9° -0.120.7°
from baseline
t'(p) 3.12(0.005) 0.70(0.489)
'(p) 2.62(0.013)

t%, paired t-test. t°, unpaired t-test. c,d, Significant difference each other.

<Table 3> Effect of the intervention on fasting blood sugar

HbA;c, glycosylated hemoglobin.

FBS Subjects with FBS <120mg/dl
M+SD n(%) X
Intervention Control Intervention Control (p)
group(n=22) group(n=21) group(n=22) group(n=21)
. - 7 4
+ +
Baseline 153.9£26.7 143.1£24.7 (31.8) (19.1) 0.92
7 4 (0.337)
+ +
After 3 month 144.9£34.9 150.2443.5 (31.8) (19.1)
Difference -12.4426.1 7.9443.2
from baseline
t(p) 1.97(0.066) 0.82(0.421)
'(p) 1.76(0.087)

t%, paired t-test. t°, unpaired t-test.

FBS, fasting blood sugar.
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Frelglont ko] freold Apolrt gisiek

A% A AYE dETel AA B F

AT 8.3%% o Gl 433 FErt ofd Aoz

uay R,

o] 120mg/dl ©]3}el A} n]&L 7}zh 19.1 BoAtola 370 Fob QEY Wi S A
BO)AANE, WS 3D T E T RE o ws) Az}, AP WA A 8.3% ] nS A 3714

7} 191t Table 3>.

3. Bk us VHE = AT 2417 EYH b A 2-370E et HAHd g9 24 g
S gk slm= gAMLY WS F 7.0%=

A5 22 E e AFare] AF 7 261.1mg/dlel Aae AL WSS AASI QE Bt ddo] A
Ao F176.8mg/dlR A3 a(p=0.021), o FEo® fA ® Ag ougt). olAlzkAe] M AT
278 238.2mg/dIolA 261.7mg/dIE thi ZF7}elY ANE 7+3A SHsAs Astus sto] Wik
oy Ay AT fogk Zolrb ATk .5 27t oAl HasiitkE A7 (Piette, Kraemer,
W3l A= A%go] 75.2mg/dl AR, dERTS Weinberger, & McPhee, 2001; Kim & Oh, 2003)
25.9mg/dl Z7Fstel F T 7k §9l3k xbol7} YAtk 7b dii-Eeldck. Fodst Ex4 wWARY {4 QlEd
(p=0.005). S 53 uHe Asws Bok wsxd GFelA Az
AF A AATH Tl AA Ap F AI24] BAAR ARZE Aa1, gxl JelAE St AEw
rdwo] 160mg/dl ©lskel #xF vl&-e 77t 31.8%, AlZbll AEWES B 5 e Aol Y W
28.6 %oIRQAT, W MY Fol] AITL T2.7%E szl d9 w93 ws WbHow Fuxst Fat
ko] 42.9% B} E=3THp=0.047)<Table 4>. WAL &4 EUS o)) B 2= 9= AL ZHE

V.

i
o

BRNANA A A=4-6%0]2L, T TRt A
de] HxAE %ol AL} 7%

FTEIAGS AgTolA] WSHAPH 153.9mg/dlol A
W AA Y T 144.9mg/dIE . AR,
O

Fat WHAAH 143 1mg/dlellA wS Al 371

Jo 2

E 35 3 150.2mg/dIZ Tha Z7lelgiont ART, gRT ®
o+ A= 150mg/die]a, 9% H$- 210mg/dl= FollA G wg A T o3k zjol7) fIith FE A
FetENAT 1% SVl wet HadERE 30-35 e 7Rl 17 e 521 Aol whet Wbt Alst
mg/dl7} 7 &t} BN E TRE A A of, 77t ddzd et it dAHE dESHA
n A daAgE o]  TAELS HAOtKDCCT, 1993). 53l7]  w&oll(Avignon, Radauceanu, & Monnier,
2 A7 didRtel Hit et dix2d 7.8%, 4 1997) A3 & d3le] 54 23z nasplds 3

<Table 4> Effect of the intervention on two—hour postprandial blood glucose

Subjects with 2HPPG <160mg/d!

2PPHG M£SD 2
n(%) X
Intervention Control Intervention Control )
group (n=22) group(n=21) group (n=22) group(n=21)
. 7 6
i + 78.8° +
Baseline 261.1+ 78.8 238.2177.6 (31.8) (98.6) 304
. _ 16 9 (0.047)
¢ +
After 3 month 176.8% 82.1 261.7£75.8 (72.7) (42.9)
Difference. ~75.24107.5° 95.9466.3°
from baseline
t(p) 2.62(0.021) 1.46(0.166)
'(p) 2.99(0.005)

t*, paired t-test. t°, unpaired t-test.  c,d, Significant difference each other.

2HPPG, two-hour postprandial blood glucose.
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- Abstract -

Effects of Internet Diabetic
Education on Blood Glucose in
Hyperglycemic Patients

Kim, Hee-Seung*

Purpose: The purpose of this study was to

% College of Nursing, Catholic University

Aelzrzets|x] Al178 A3Z, 2005

evaluate whether the effect of the Internet
diabetic education on plasma glucose in people
Method: A

randomized design with control and experimental

with hyperglycemic diabetes.
groups being assessed pre— and post-intervention
was used. Twenty-two patients were randomly
assigned to an intervention group and 21 to a
control group. Participants were requested to
input the blood glucose level weekly in
http://www.biodang.com by cellular ~phone or
wire Internet for 3 months. The researcher
sends optimal recommendations to each patient
using short message service(SMS) of cellular
Results:
Patients in the intervention group had a mean

phone and wire Internet weekly.

decrease of 1.3% in glycosylated haemoglobin
(HbAic) levels and those in the control group
had no significant difference. There was a
significant mean change in 2-hour postprandial
blood  glucose(2HPPG)  for  the
group, with a mean change of -75.2mg/dl. The

intervention

mean change in the control group was, however,

not  significant.  Conclusion:  These findings
indicated that a web-based intervention using
SMS of cellular phone improved HbAjc and

2HPPG.

Key words : Internet, Education,
Hyperglycemia, Diabetes, Blood
glucose
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