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The Frequency of Anti—GAD Antibody in Non—obese, Adult—onset Type 2 Diabetes in Korea and
Clinical and Biological Characteristics According to Anti—GAD Antibody
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Chul Woo Ahn, Bong Soo Cha, Sung Kil Lim, Kyung Rae Kim, Hyun Chul Lee
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- Abstract -

Background: Some of the characteristic features of diabetes mellitus in Korea are
that 70-80% of patients are non-obese or adult-onset type, and type 1 diabetes
is very rare. Occasionally, autoantibodies o glutamic acid decarboxylase (GAD)
are found in typical, type 2 diabetes mellitus patfients (T2DM). The role of the
aufoantibody to GAD in T2DM is unknown. The aim of this study was fo
determine the clinical and biochemical characteristics between GAD-positive
and GAD-negative non-obese, adult-onset diabetics in Korea.

Methods: A cohort of 428 type 2 diabetes patients was included. The measured
auftoantibodies to GAD were measured, and the C-peptide and HbAIlcC levels,
anthropometric data (weight, height, body mass index and waist circumference),
blood pressure and lipid profiles compared between the two groups.

Results: Compared to the antibody-negative group (n=374; 87.4%), patients with
the anti-GAD antibody (n=54; 12.6%) had significantly lower C-pepftide levels and
were significantly younger. The anti GAD-positive group had a lower BMI, more
frequently needed insulin supplements, and a lower prevalence of hypertension.
There were no significant differences in gender and family history of diabetes
between the two groups.

IX}: 2004E 43 109, MAXX}: Z==0|, YU2|=0|CHstm

4ok 2003 128 8L, S
8 SoMmSA Tl A0 o8 AIMEIS,

=
‘2 o7 rjpgnEsets| Al

_66_


https://core.ac.uk/display/225375402?utm_source=pdf&utm_medium=banner&utm_campaign=pdf-decoration-v1

drinking problems at an early stage. We suggested further studies on developing
a new program in order to intfervene diabetics with alcohol drinking problems
effectively (J Kor Diabetes Assoc 28:~, 2004).

Key Words: Alcohol drinking problems, Diabetes self-care, Male diabetics
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Table 1. Clinical Characteristics

Negative Patients

of GAD-ADb Positive and GAD-Ab

GAD-AD positive

GAD-ADb negative

Number

Sex (M/F)

Age at study (years)

Age at onset (years)

History of diabetes (years)
Family Hx of DM (%)
Fasting C-peptide (ng/mL)
Anti GAD antibody (U/mL)
Postprandial C-peptide (ng/mL)
HbAc (%)

Number of insulin treatment (%)
Body mass index (kg/mz)
Waist-to-hip ratio

Number of hypertention (%)
Total cholesterol (mg/dL)
Triglyceride (mg/dL)
HDL-cholesterol (mg/dL)

54 374
25/29 209/165
48.2+14.3* 52.1£12.6
40.0+11.0* 44.4+10.9
6.0+8.1 7.4+6.2
25 (46.3) 187 (50.0)
1.1+£0.6* 1.4£0.7
23.34+7.94* 0.70+0.18
1.3+0.4* 2.6+£0.7
9.8+2.9* 8.8+2.8
39 (72.2)* 116 (31.0)
20.2+2.4* 21.9+1.9
0.83+£0.04* 0.89+0.05
17 (31.5)* 176 (47.1)
180.1+£51.6* 199.1+43.9
118.0+98.6* 169.9£132.4
55.2+18.9* 44.1+£13.3

Values are the mean+SD except for the frequency data.
* significantly different from GAD Ab negative.
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HDL-ZFal=el & A vehdo) (Table 1).

Table 2. Clinical Characteristics of Insulin Use Group and Insulin
Non-use Group in GAD-Ab Positive Patients

Insulin Use

Insulin Non-Use

Number

Sex (M/F)

Age at study (years)

Age at onset (years)

History of diabetes (years)
Fasting C-peptide (ng/mL)
Postprandial C-peptide (ng/mL)
HbAc (%)

Body mass index (kg/mz)

Anti GAD antibody titer (U/ml)

39 15
18/21 /8
44.1£2.1% 53.5+3.9
37.5+2.8% 43.1+3.7
8.5£0.8% 57+1.7
0.93+0.52* 1.52+0.69
1.31+0.49* 1.89+0.51
10.442.4 9.6+3.7
19.4+2.8* 22.3+3.4
30.5+10.3* 6.0+1.8

Values are the mean+SD except for the frequency data.

* significantly different from Insulin Non-Use Group.
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sHe ERFECAA APARA Sk7L 20 717kl 2
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