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Fig.1 In situ hybridization of asiaticoside—treated hypertrophic scar showing weak
TGF*B1 mRNA expression in the fibroblast cytoplasm (Original magnification: X200)
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Fig.2 In situ hybridization of non—asiaticoside—treated hypertrophic scar showing
strong TGF—B1 mRNA expression in the fibroblast cytoplasm (Original magnification: X200)
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Fig.3 In situ hybridization of asiaticoside—treated hypertrophic scar showing strong
TGF*B3 mRNA expression in the cytoplasm of the loosely aligned fibroblasts (Original

magnification: X200)
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Fig.4 In situ hybridization of asiaticoside—treated hypertrophic scar showing weak
TGF*B3 mRNA expression in the cytoplasm of the densely distributed fibroblasts (Original

magnification: X200)
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Tab.1 Results of image and statistic analysis of
TGF-PmENA, MMPS/TIMPs and type [ and I collagens

PU (asiaticoside PU (non-asiaticoside .« P
group) group)

MMP, 127242773 14.4042.53 1.35 =005
MMP, 49.60+4.23 47.29+4.57 1.11 =005
TIMP, 31284521 24.642+4.16 2.8% <0.01
TIMP: 62.584.77 60.08+3.87 1.15 =0.05
I Cellagen 4.52+0.73 3.62+0.61 281 <005
I Cellagen 2.93+0.71 2.37+0.68 150 =005
TGF-B, mRNA 11.20+2.39 8.04+1.36 345 <001
TGF-B. mRNA 66.15+4.84 69.53+4.31 1.56 =0.05
TGE-f-mBNA 18.57+2.60 22.03+3.27 248 <05
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By independent-sample ¢ test
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Fig.5 Immunohistochemistry of asiaticoside—treated hypertrophic scars showing weak
TIMP, expression (Original magnification: X400)
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Fig. 6 Immunohistochemistry of non—asiaticoside—treated hypertrophic scars showing
strong TIMP, expression (Original magnification: X400)

K7 SR [ RRERIE, KRR ED, #5355
Fig. 7 Immunohistochemistry of asiaticoside—treated hypertrophic scars showing small
amount of type [ collogen in tidy alignment (Original magnification: X200)
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Fig.8 Immunohistochemistry of non—asiaticoside—treated hypertrophic scars showing
profuse and disorderly aligned type I collogen (Original magnification: X200)
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