AA 7184 AHEA

Pa kslaA

Shis
R
olr

Neutrophil Apoptosis and H:O» Release by LPS in Diabetics
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and the cell viability.

different between groups.

Background : Bacterial infections in diabetic patients are an important cause of increased morbidity and mortality.
It has been reported that bacterial infections in diabetics showed more impaired PMN functions such as reduced PMN
respiratory burst and decreased microbicidal activity in inflammed tissues. Also, apoptosis(programmed cell death) is
postulated to be a key mechanism for neutrophil elimination. It is very important that PMIN apoptosis keeps the balance
from an area of inflammation. Actuallly, as little was known about PMN apoptosis and respiratory burst in diabetes,
we investigated PMN apoptosis and hydrogen peroxide production after endotoxin exposure.

Methods : Peripheral venous blood samples were collected by routine venipuncture from healthy volunteers and
diabetics to harvest neutrophils. We respectively measured the PMN apoptosis, the production of hydrogen peroxide,

Results : Normal neutrophils showed a tendency to decreased apoptosis after endotoxin treatment. In patients with
diabetes, PMN apoptosis was significantly decreased compared with healthy controls. In addition, the LLPS-induced

neutrophils in diabetics demonstrated more decreased apoptosis. However, the production of hydrogen peroxide was not

Conclusion : These observations suggest that the decreased PMN apoptosis in diabetics with endotoxin exposure may
also affect the increased susceptibility and severity of infections. (Tuberc Respir Dis 2004 57.250-296)

Key words : LPS(lipopolysaccharide), PMN apoptosis, hydrogen peroxide, Diabetes.
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Table 1. General characteristics of study population

Sex Healthy subjects Diabetic patient
M=4 F=1 M=3 F=2
Agely) 275431 534488
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Glucose(mg%) %2+108 306.5+826
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Figue 1. Momphologic feature  of  apoptotic  PMN
(arrow)
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Table 2. Ex vivo, Apoptosis at 3, 20hrs in normal control and diabetic PMN

PMN Apoptosis(%)

Time after endotoxin

Healthy subjects

Diabetic patient

ETXH) ETX+) ETX) ETX#)
3hrs 179427 146423 126423 10.1£1.1%
20hr 36324 B7+23 215433 198424+
* p=0.046, Normal vs DM
+p=0.005, Normal vs DM

40
|:| Normal control 50 D Normal control
B oiabetic pati B oiavetic pati
iabetic patient iabetic patient P<0.001
0 P=0.169 P=0.046 40 P=0.06
30
20
20
@ 10 %
: . 3
a a
o o
Q Q
< 9 < 0
ETX(-) ETX(+) B ETX(-) ETX(+)
Figure 2. Comparison  of  neutrophil  apoptosis  between normal  oontrols  and  diabetic  patients at 3 (A)

and 20 hours (B)
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Table 3. Hydrogen peroxide release at 3hrs, 20hrs in normal & diabetic PVIN
HO, (x 10"MACP cells)

Time after
endotoxin Healthy subjects Diabetic patient

ETX) ETX#) ETX) ETX(+)
3hrs 1.92+037 2061045 2311061 1.812043
20hrs 1401025 2524059 2158021 322+062

Table 4. Viability at 3, 20hrs in normal & diabetic PMN

PMN viability(%)

Time after ) - )
endotoxin Healthy subjects Diabetic patient

ETX) ETX#) ETX) ETX(#)
3hrs 96.4+251 974+19%5 98.3+2.36 975173
20hrs 97.8+335 93.8+7.43 9754265 9651252
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