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Table 1 MDA concentration and XO activity in different

groups
Group name MDA/(pmol-g™) XO/(U-g™)
Normal skin group 0.8213 +0.0864 9.6087 +2.2813
Hypertrophic scar group 1.1390 £ 0.1067"  12.6690 + 2.2640"
Keloid group 1.1900 £ 0.0748"  12.7880 + 2.3794"

P < 0.05, vs normal skin group, x * s.
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Table 2 Antioxidase activity in different groups

Group name CuZn-SOD/(U-mg™) CAT/(U-g™) GPX/(U-pg™)
Normal skin group 20.60 + 5.56 4431 +£11.03 2.40 +0.64
Hypertrophic scar group 31.65+2.21" 2529 +6.02" 2.13 +£0.68
Keloid group 3436 £5.01" 25.48 +£9.47" 1.87 £0.55

P < 0.05, vs normal skin group, x + s.

Table 3 CAT/CuZn-SOD and GPX/CuZn-SOD activity

ratios in different groups

Group name CAT/CuZn-SOD GPX/CuZn-SOD

Normal skin group 2.2425 + 0.6278 0.1213 + 0.0530

Hypertrophic scar group 0.8050 + 0.2092"  0.0680 + 0.0244"

Keloid group 0.7450 + 0.2535"  0.0580 + 0.0286"

YP < 0.05, vs normal skin group, x =+ s.
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Table 4 Epidermal cell layer and dermal fibroblast

density in different groups

Group name Epidermal cell layer Dermal fibroblast density

Normal skin group 43 +1.1 76.00 +26.17
Hypertrophic scar group 8.0 + 1.4 225.14 +53.44"
Keloid group 8.9 +1.3Y 277.29 +58.76"

P < 0.05, vs normal skin group, x * s.
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Fig. 1 Epidermal cell layer in different groups
Hypertrophic scars and keloids show an increased thickness of the epidermis compared with normal skin. (a) Normal
skin. (b) Hypertrophic scar group. (c) Keloid group. HEx400.
Fig. 2 Dermal fibroblast density in different groups

Hypertrophic scars and keloids differ from normal skin by dermal fibroblast density. (a) Normal skin. (b) Hypertrophic

scar group. (¢) Keloid group. HEx400.
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The Changes of Main Oxidase and
Antioxidase Activities in The Pathological Scars

LI Wei-Ren”, CEN Ying?", LIU Xiao-Xue?, LI Xiao-Hong?, ZUO Feng-Qiong?
("The Affiliated Hospital of Guiyang Medical Collage, Guizhou 550004, China;
2West China Hospital of Sichuan University, Chengdu 610041, China;
MWest China Hospital of Pharmacy Sichuan University, Chengdu 610041, China;
YCollege of Pre-clinical and Forensic Medicine, Sichuan University, Chengdu 610041, China)

Abstract In order to study the changes of main oxidase and antioxidase in the pathological scars, the tissues of
hypertrophic scar (10 cases), keloid (10 cases) and normal skin (8 cases)were obtained. The concentration of
malonaldehyde (MDA) and the activities of xanthine oxidase (XO), copper, =zinc-superoxide dismutase
(CuZn-SOD), catalase (CAT) as well as glutathione peroxidase (GPX) were detected by spectrophotometric
method. Compared with normal skin tissues, the concentration of malonaldehyde and xanthine oxidase activity
were significantly higer in pathological scars (P < 0.05), SOD activity were higher, CAT activity was decreased
remarkably in pathological scars than that in normal skin tissues (P < 0.05). And the activity ratios of
CAT/CuZn-SOD and GPX/CuZn-SOD were obviously reduced (P < 0.05). However, no significantly differences
were observed in the decrease activity of GPX. Differences in above-mentioned indexes all were not remarkable
between hypertrophic scars and keloids. These data suggest that the changes of XO, CuZn-SOD, CAT and GPX
activities may be a reason resulted in an increase in the level of reactive oxygen species in pathological scars. In

the alternative of antioxidants, CAT may be more reasonable.

Key words hypertrophic scars, keloids, xanthine oxidase, antioxidase, malonaldehyde

*Corresponding author . Tel: 86-28-85422201, E-mail: gz Iwr@163.com
Received: January 9,2007  Accepted: April 2,2007



