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The effects of Gamisipjeontang-gamibang
on injured tissue after burn elicitation

Hee-Young Kim - Seung-Ug Hong

Objective : The purpose of this study is to examine the effects of Gamisipjeontang-gamibang(GT) on an
experimental burn elicitation.

Method : The absorbance of the photo cell mixed with GT at the Abs 560 mm was measured after
irradiation for 1 min, In order to know the antioxidant effect on skin cell of mice after burn elicitation,
superoxide dismutase(SOD) activity was measured,

Also, in order to know effects on the skin regeneration in the burned mice, we counted the eosinophil in
blood from animals via cardiac puncture and observed the histological structure in the epidermal basal layer
and the dermal section on the 3rd, 7th and 14th day after burn elicitation, We also studied changes in
angiogenesis in the capillary surrounding the basal layer and dermal papilla. The changes of HSP70
distribution and changes of p53 positive reaction were observed to investigate the changes of the stress in
the skin as well,

Result : The results indicated that GT has a significant impact on the antioxidant effect on skin cells of
mice after burn elicitation by increasing SOD activity in vitro test. GT seems to decrease MIP-2 which
induces neutrophil infiltration and promotes the angiogenesis dose-dependently. Furthermore, GT decreased
HSP70, the expression of which was induced by elevated temperatures, and p53 which induce a apoptosis
after stress.

Conclusion : GT can be applied to burned skin through its antioxidant effect and skin regeneration

property.
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Ao  ARgSE  mf929 RAW 2647
macrophagest Korean Cell Line Bank (KCLB;
Korea)oAl F<Jatgict. M 37¢C, 5% CO,
incubatoro|X] 10% Fetal Bovine Serum (Sigma,
USA)o] +r¥® Dulbecco's modified Eagle's
medium (DMEM, Sigma)g ARE-3s}o] 8sl st
QAIAE 3 AR 100 unit/nl penicillin,
100 wg/ml streptomycin (Gibco/BRL, USA)S #
7Fst et

3) Duoderm® Az

2174 119 duoderm CGF (Convatec, USA)
g s FL g A8 717t ¢ Dl #
HA AT
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Table |, The Amount and Composition  of
Gamisipjeontang—gamibang.

Iiiigzl Scientific Name Anz;mt
HIG Astragali Radix 6.0
g Rehmanniae Radix Preparat 40
10 Angelicae gigantis Radix 40
JI Cnidii Rhizoma 4.0
A% Ginseng Radix 40
A% Poria 40
H75 8 Paeoniae Radix Alba 40
Hilt | Atractylodis macrocephalae Rhizoma | 4.0
Bl Citri Pericarpium 4.0
Ry Linderae Radix 4.0
HkT Schizandrae Fructus 4.0
FEL Cinnamomi Ramulus 4.0
HE Glycyrrhizae Radix 4.0
& HE Lonicerae Flos 40
L) Forsythiae Fructus 40
E Zingiberis Rhizoma Recens 3.0
KHE Jujubae Fructus 20
A Angelicae dahuricae Radix 20
Total amount 09.0
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chemokine?] macrophage inflammatory protein
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Imk-2 k)i FEE9] superoxide dismutase
(SOD) activity= 1 mg/miol|A 16X1,7%, 2 mg/ml
N 24+1.3%, 4 mg/miolA 31£1.8%, 6 mg/ml ol
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56-1.3%% ZAEATt (Fig. 1).
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Fig. 1. The anti-oxidant effects of GT
The SOD ability of GT dose-dependantly increased.
Abbreviation:  SOD,  superoxide dismutase GT,
Gamisipjeon-tang
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Fig. 2. The decrease of eosinophil in GT at 7 day
after burn elicitation,

The number of eosinophil in DC and GT noticeably
decreased than BT and these decrease had
probability in P<0.05 of test.
Abbreviation: NOR, No treated mice; BT, Burn
eliciated mice; DC, duoderm CGF-treated mice after
burn elicitation; GT, Gamisipjeon-tang treated mice
after burn elicitation.
* P (005 compared with BE.
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ZHct, 28U DCEE GTHo| Hlg] 43 A 2" AR UrE}kkE}(Table II, Fig, 4 - A),
Aol 7|AH &4fo] FAEITHFig, 3). 3 3P A 3 1494 ZAEHE E¥XE BE

Fig. 3. The cure effect of GT for burn caused histological skin damages (X40).

A, morphology at 3 day after burn elicitation,

B. morphology at 7 day after burn elicitation (arrow, epidermic hyperplasia).

C. morphology at 14 day after burn elicitation (lower square box, semi-thin section, x1000).
The burn caused damages in DC and GT were repaired than BE as time goes.
Abbreviation : EPI, epidermis; DER, dermis.

Other abbreviation same as Fig. 2.
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Table Il. The image analysis of angiogenesis in GT at 14 day after burn elicitation,

Group
Antibody
NOR BE DC GT
Angiogram 1282460 32660+751 8029+307 3590195
MIP-2 259+10 3708+89 185283 681420

(image analysis for 200,000 particles / range of intensity : 80-130)

Abbreviation : MIP-2, macrophage inflammatory protein-2. NOR, No treated mice; BT, Burn eliciated mice; DC,
duoderm CGF-treated mice after burn elicitation; GT, Gamisipjeon-tang treated mice after burn elicitation.

* P (0.05 compared with BE. #, P (0.05 compared with DC,

ot D E

Fig. 4. The Mitigative effects of GT at 14 days after burn elicitation,

A. Inhibition of angiogenesis (x4). The external distribution of capillary (arrow) were increased in burn
elicitated mice, but decreased in GT,

B. Distribution of capillary (Wright's stain, x400). The distribution of capillary (arrow) in dermal papillae were
increased in BE, but decreased in GT.

C. Decreased MIP-2, The macrophage inflammatory protein (MIP)-2 positive reacted cell (arrow) in GT
remarkably decreased (MIP-2 immunohistochemistry, x400).

D. Inhibition of skin stress by Gamisipjeon-tang. The heat shock protein 70 (HSP70) positive reacted cell
(arrow) in GT remarkably decreased (HSP70 immunohistochemstry, X400),

E. Inhibition of apoptosis inducer by Gamisipjeon-tang. The p353 positive reacted cell (arrow) in GT remarkably
decreased (p53 immunohistochemstry, X 400).

Other abbreviation same as Fig. 3.
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Table lll. The image analysis of epidermal damages in GT at 14days after burn elicitation,

. Group
Antibody
NOR BE DC GT
HSP70 126£6 1854+60 75711 327+8"
P33 188£9 526197 2276424 885+20

(image analysis for 200,000 particles / range of intensity : 80-130)

Abbreviation : HSP70, heat shock protein 70,
Other abbreviation same as Table 1I.
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