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Skin Spread of Rhubarb Mixed with Olibanum and Myrrha Decreases
KC Level in Skin and Serum Following Scald Burn Injury

Jin-Yong Choi' and Byung-Soo Kang

Department of Herbology, College of Oriental Medicine, Dongguk University, Kyongju 780-350, Korea

The present study was conducted to determine whether local production of neutrophil chemoattractant cytokines
preceded the influx of neutrophils following dermal scald burn injury. In order to inhibit the influx of neutrophils, we
induced scald burn injury on dorsal skin of rats (TBSA 15%) and spread Rhubarb (R. undulatum L.) and complex

(Rhubarb+Olibanum+Myrrha) on scald skin in rats.

1. Levels of dermal KC, the indicator of skin inflammation, caused by burn gradually increased 5 hours, 24 hours
(p<0.001) and 72 hours (p<0.001) after the burn occurred. After 24 hours it occurs, KC in skin was decreased by both
skin spread of Rhubarb (p<0.05) and complex (p<0.05) compared to scald burn group. After 72 hours, KC by skin
spread of Rhubarb and complex was significantly decreased (p<0.01), and the inhibition effect of KC production by

complex is higher than by Rhubarb.

2. KC content in serum was increased (p<0.01) at 24 hours after burn injury and comes down back to the normal level
after 72 hours. At 24 hours postburn, both Rhubarb (p<0.05) and complex (p<0.01) skin spread decreased KC in serum.
The inhibition effect of KC production by complex skin spread group is higher than by Rhubarb skin spread group.

The data suggest that the KC production effects by Rhubarb skin spread group and complex skin spread group are
high. Especially the endurance of the effect by complex skin spread group was longer than by Rhubarb skin spread
group. The inhibition effect of KC production by complex skin spread group increases more than by Rhubarb skin

spread group as time passes.
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Fig. 1. Levels of PMN chemokine, KC, in the skin after bum
injury and the changes of KC level by skin spread of Rhubarb and
complex. Data are expressed as meantS.E. The numbers of de-
terminations is in the parentheses. ***p<0.001 from normal skin,
#p<0.05, ##p<0.01 from burn injured skin. Rh: Rhubarb, Cpx:
Rhubarb+Olibanum+Myrrha
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Fig. 2. Levels of PMN chemokine, KC, in the serum after burn
injury and the changes of KC level by skin spread of Rhubarb and
complex. Data are expressed as meantS.E. The numbers of de-
terminations is in the parentheses. **p<0.01 from normal skin,
#p<0.05, ##p<0.01 from bum injured skin. Rh: Rhubarb, Cpx:
Rhubarb+Olibanum+Myrrha
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Fig. 3. Protein concentration in the serum after burn injury and
the changes of protein concentrations by skin spread of Rhubarb
and complex. Data are expressed as meantS.E. The numbers of
determinations is in the parentheses. *p<0.05 from normal skin,
#p<0.05, ##p<0.01 from burn injured skin. Rh: Rhubarb, Cpx:
Rhubarb+Olibanum+Myrrha
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