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Mpyrrha Induces Enhanced Keratinocyte Growth Factor
in Scald Burn Skin of Rat
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The present study was conducted to determine whether skin spread of Myrrha has an effect on the cell regeneration
as well as wound healing following dermal scald burn injury, keratinocyte growth factor (KGF) level was analyzed
immunologically in conjunction with the histological changes occurred in skin tissue.

The KGF contents in Myrrha skin spread group, which shows cell regeneration ability in skin tissue after burn,
increased after 5 hours. After 24 hours,'the content of Myrrha skin spread group is noticeably higher than at 5 hours
postburn. After 72 hours, KGF was decreased compared to at 24 hours postburn. Acceleration effect of KGF production
in Myrrha skin spread group was high. Together with the result of histological changes, skin spread of Myrrha reduced
protein degeneration and edema in dermis, and induced proliferation of epithelial cells. _

The data suggest that Myrrha has accelerate cell regeneration and wound healing in case of scald burn skin by
spreading of paste.
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Fig. 1. Levels of KGF in the skin of postbum rats and the
changes of KGF levels by skin spread of Myrrha. Data are ex-
pressed as meantS.E. The numbers of determinations are in the
parentheses. My: Myrrha
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Fig. 5. At 24 h postburn skin, Masson's trichome. Epidermal

Fig. 2. Normal skin tissue in rat, Masson's trichome stain, scale
detachment (arrow) and dermal edema (*) were shown.

bar=100 um. Tissue structure was intact. Epidermal cells and der-
mal fibroblasts were stained to red color, dermal connective tissue

was stained to blue. E: epidermis, D: dermis, HF: hair follicle, K:
keratin

Fig. 3. At 5 h postburn skin, Masson's trichome stain, scale
bar=100 pm. Shrinkage and necrosis of epithelial cells, edema (*),
and dermal heat degeneration were shown. E: epidermis, D: dermis

Fig. 4. At 5 h postburn skin applied with Myrrha, Masson's
trichome stain, scale bar=100 um. Epithelial cell injury and der-
mal heat degeneration was decreased compared to at 5 h postburn
group. E: epidermis, D: dermis

Fig. 6. At 24 h postburn skin applied with Myrrha, Masson's
trichome, scale bar=100 pm. Tissue structure was intact except to
dermal heat degeneration. E: epidermis, D: dermis

Fig. 7. At 72 h postburn skin, Masson's trichome. Epidermal
detachment showed in basal layer (line arrow) of epidermis, and
epidermal cell growth was abnormal because of nuclear arrange-
ment of basal layer (white arrow) was not observed.

Fig. 8. At 72 h postburn skin applied with Myrrha, Masson's
trichome, scale bar=25 pum. Epidermal cell proliferation and cell
growth were normal. The nuclear arrangement (white arrow) was
clearly observed to keratinized stratified squamous cell layer. E:
epidermis, K: keratin
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