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The Hypoglycemic Effect of Supungsunkihwan on Impaired
Glucose Tolerance & Mild NIDDM Patients
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Purpose : Impaired glucose tolerance (IGT) was standardized in 1979 by the National Diabetes Data Group and the World Health
Organization as a risk factor for type 2 diabetes, replacing groups such as ‘borderline’ and ‘chemical diabetes. The main clinical significance
of IGT is as a risk factor for type 2 diabetes and as a risk factor for cardiovascular disease and as a component of the metabolic syndrome. In
1997 the American Diabstes Association(ADA) was proposed the new classification and diagnostic criteria for diabetes, which is strict with the
diagnostic baseline of Diabetes from 140mg/d! to 126mg/dl. And if s main purpose is to prevent chronic complications by early diagnosis and
treatrments. In the ariental medicine, Supungsunkihwan has been used in treatments of Diabetes including IGT & NIDOM, however there is not
enough studies about the its objective hypoglycemic effect. so in order to investigate whether there is hypoglycemic effect of Supungsunkihwan,
clinical studies were performed with IGT and mild NIDDM patients.

Methods : Prior to the study, fasting blood sugar{FBS) and postprandial 2hrs(PP2hrs) glucose were checked. In addition, ECG, cholesterol,
TG, HbA1c levels were measured, and the clinical characteristics of patients that can be influence to the blood sugar level such as age, gender,
rest type, diet type were surveyed. Supungsunkihwan was administered for 7 days, and FBS & PP2hrs were measured again after the therapy.

Result : PP2hrs glucose levels were decreased by the administration of Supungsunkihwan. And it s hypoglycemic effects has the correlation
with age. That is, the more age increase, the more hypoglycemic effect decrease.

Conclusion : Supungsunkihwan has hypoglycmic effects on IGT & mild NIDDM patients and it is more effective when administrated to young
patients relatively.
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Table 1. The Galenical and Botanical Names of Supungsunkihwan.
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Galenical name

Oriental herb Botanical name gm
EFfF Plantago asiatica L. Plantaginis semen 8
it Prunus humilis BGE. Pruni semen 3
TE%b Areca catechu L. Arecae semen 8
Wz Cannabis sativa L. Cannabis fructus 8
T Cuscuta chinesis LAM. Cuscutae semen 8

£ Achyranthes bidentata BL. Archyranthis bidentatae radix 8
L% Dioscorea japonica THUNB. Dioscoreae rhizoma 8
R Cornus officinalis SIEB. Corni fructus 8
Ev% Citrus aurantum L. Aurantii fructus 4
Wik Ledebouriella divaricata Ledebouriellae radix 2
B Angelica pubescens MAXIM. Angelicae pubescentis radix 12
= fji A Bombyx mori L. Bombyx batryticatus 1;
REE Morus alba L. Mori ramulus -




E @2 sHogen, 8¢ qig
273 WAe dAZEe] g &
T 12909 om, AREA o] 9l
£ #A= 15900 BAERL F
4% €39 ¥ 1A F dE ¢H
A 2 A4 e BddAo) 5B 3
iAol 14509, gutdo} 73 7
wAo] 1290} tTable 2).

2. ERERA Fo{0l [E gHs
BRBRAC) Wee Feigas %
% Ty g3 X E%E
BEF AP S BAERA F44 T
8o 128.31+31.7704] A,
JBE G Bl 121.00+35292 724
dgod AR FoAL .,
A3 A7 e 211.26+62.900) 4
BRJEE I E9F% 181.57+65.42%
Fo5HA 248 THP<0.05)(Tab. 3,
Fig. 1).

ofE - AT - 7IE - olF - ekl - ot

3. MY oz orENE] AlAEE
BYAHE S4R ey
Aote] Ampi

92§l S8 e 43
19 ERAREIL A,

39, émaﬂa; ge29E,

Aﬂﬂﬁd

m)-

[\&}
=
r\l
m?i.
oxl Oﬂ

ofN rg
. oX. gﬁ.
{

2 2k of

Fpeast TedT Aos et
. HehH EVERAS 93l ¥a%
2e 8R4 $98 43 2

7} Ae A2 YehdrhFig. 2).

F2F 287

V. % &

W 2% & ol ( impaired glucose
IGT)S TEEZ 7|
(impaired fasting glucose : IFG)& 7
A5t el 308 Uehie golz
X WA FTRRIAARIA 2
]7}3 aﬂz } I59 =57} 141~
19mg/dlg 9 dZomH, TEIET
Foje FEEA T FE7} 11~
125mg/diY “ﬂ% 4=t Wds%
oo} FEEFPNE ZE FFY T
04 AdAd F slod, dedAY

o].g_a]%az—_ }:]]U =3 :l-y_zx-lzlacl-a:l
% 9 AHDL-2d2¢|2833 ¥
ob]- Zo] B o2 Yl ¢dsdA
15528 daso A 23
o 4¥Az 2YTh: B
dlsie 27 WsPels
LFERIELREERES:

tolerance :

ool
ok

=

o
s
rir
por

Table 2. The Clinical Characteristics of IGT & Mild NIDDM Patients according to Patients’ Chart.

Case Gender Age ABR*or Diet Cholesterol Triglyceride HbAlc
BR*#*

1 Male 61 ABR GDD#** 222 134

2 Male 60 BR GD#*** 253 132

3 Female 74 ABR GD 111 50 .
4 Female 67 BR GD 162 248 6.0
5 Male 59 ABR GD 166 95 .
6 Female 64 BR GDD 207 253 .
7 Male 60 BR GD 208 226 6.3
8 Female 80 ABR GDD 308 108 .
9 Female 48 BR GDD 136 ' 112 53
10 Male 48 BR GDD 292 181 4.6
11 Male 61 BR GDD 178 154 6.5
12 Female 71 BR GDD 210 112 8.4
13 Male 46 BR GDD 168 110 55
14 Female 62 BR GDD 225 152 6.4
15 Male 42 BR GDD 152 113 5.6
16 Male 57 BR GD 242 158 49
17 Male 38 ABR GDD 171 298 6.2
18 Female 39 BR GD 214 154 7.2
19 Female 72 BR GDD 194 137 8.1

* ABR : Absolute bed rest
##% GDD : General DM diet

## BR - Bed rest

=ev% G : General diet
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Table 3. The Change of Blood Glucose Level according to the Administration of Supungsunkihwan on IGT & Mild NIDDM Patients.

Case Pre-administration Pre-administration Post-administration Post-administration
1 136 176 123 128
2 9 160 103 108
3 95 186 93 205 -
4 111 186 119 147
5 103 123 81 17
6 105 186 101 173
7 118 188 106 143
8 114 172 93 179
9 109 163 93 109
10 108 204 101 123
11 105 205 115 224
12 165 261 151 249
13 177 408 190 274
14 145 203 146 274
15 97 214 97 146
16 136 216 110 163
17 135 207 138 138
18 194 245 113 21
19 187 314 21 339
Average 128.314+31.77 211.26462.90 121.00+35.29 181.57+£65.42

* Pre-administration FBS : The fasting blood sugar of pre-administration of Supungsunkihwan.

** Prg-administration PP2hrs : The postprandial 2hours blood sugar of pre-administration of Supungsunkihwan.

*** Pre-administration FBS : The fasting blood sugar of the after 1 week’ s administration of Supungsunkihwan,

+ post-administration FBS : The postprandial 2hours blood sugar of the after 1 week' s administration of Supungsunkihwan.
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Fig. 1. The Hypoglycemic Effect of
Supungsundihwan on IGT & Mild
NIDDM Patients.

* P<0.05 comjpared to preadmini-
stration of Supungsunkihwan.
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Fig. 2. The Correlation of Hypoglycemic Effects of Supung sundihwan and Age.
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