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Table 1. Subjects

Number of Case

Leprosy
T-type 11
L-type 31
Control 22
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Table 2. Serum Lipid Peroxide Level in Leprosy Pa
tients & Controls

Number of Case Serum Lipid Peroxide Level

(nmol/ml)
eprosy 42 3.2629 +£1.613
Control 22 2.1136 +0.838

Mean +SD P<0.05.

Table 3. Serum Lipid Peroxide Level in Male & Female
Patiens

Number of Case Serum Lipid Peroxide Level

(nmol/ml)
Male 33 2.9685 +0.915
Female 9 4.3422 +2.2885

Table 4. Serum Lipid Peroxide Level in T-& L-type
Leprosy

Number of Case Serum Lipid Peroxide Level

(nmol/ml)
T-type 11 3.0591 +1.639
L-type 31 3.3352 +£1.625

Table 6. Serum Lipid Peroxide Level in T-type Lep-
rosy & Controls

Number of Case Serum Lipid Peroxide Level

(nmol/ml)
T-type 31 3.3352 £1.625
Control 22 2.1136 +0.838
Mean £5D  p<0.05.

Table 7. Serum Lipid Peroxide Level in Duration of
Disease

Duration Number of Case Serum Lipid Peroxide Level

(Year) (mnol/ml)

Table 5. Serum Lipid Peroxide Level in T-type Lep
rosy & Controls

Number of Case Serum Lipid Peroxide Level

(nmol/ml)
T-type 11 3.0591 +1.639
Control 22 2.1136 +0.838

10> 4 2.7875 +0.3137
10- 19 10 3.3390 +1.2228
20-29 6 3.2733 £0.9772
30-39 15 3.6607 +2.3834
<40 7 2.5643 +0.5620

Table 8. Serum Lipid Peroxide Level in Each Age Group

Age  Number of Case Serum Lipid Peroxide Level
(Year)

40> 4 4.0050 +1.1179
40-49 5 3.5760 +1.4231
50 - 59 12 3.3775 +2.4410
<60 21 29814 +1.1135
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= Abstract=

Serum Lipid Peroxide in Leprosy Patients

Yong Ji Rho, MD; Eui Soo Park, MD; Joon Young Song, MD

Department of Dermatology, Keimyung University
School of Medicine, Taegu, Korea

Lipid peroxide 1s metabolic products of unsaturated fatty acid which functions, in vivo, are detoxification,
drug metabolism, production of prostaglandins and microcidal action. If lipid peroxide increase in serum
which causes variable metabolic disorders by impairement of organ cell membranes. But several enzymatic
systems prevent high accumulations of lipid peroxide in serum.

In this study, we have examined serum lipid peroxide concentration by using Yagi’s method in 31 le-
promatous leprosy patients and 11 tuberculoid leprosy patients. As normal controls, 22 healthy persons
have been selected.

As the results, Values of lipid perxide in leprosy patients superior to normal controls statistically(The
values are significant only in lepromatous leprosy, not significant in tuberculoid leprosy patients.) We also
found that sex, age, duration of disease had not affected the lipid peroxide levels. These results suggested
that the type and severity of leprosy may be related the level of lipid peroxide. Now we present a paper,
serum lipid peroxide in leprosy patients, with references.

Key Words: Leprosy patients, Serum lipid peroxide



