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Anti-vitiligo Effects of Kebai Particles on Leucoderma in Vitro and in Vivo
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ABSTRACT: OBJECTIVE To explore the anti-vitiligo effects of Kebai particles in vitro and in vivo and evaluate the safety
of Kebai particles. METHODS The effects of Kebai particles on mouse melanoma cells B16f10 proliferation in vitro was
tested by serum pharmacology method. Long term toxicity test were carried out to evaluate the safety of Kebai particles. 50
guinea pigs were randomly divided into 5 groups: normal control group, model control group, high, middle and low dose group
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of Kebai particles(9.04, 4.52, 2.26 g-kg™'-d™"). The experimental vitiligo guinea pig model was prepared by 7% H,0, for 50 d.
Melanin distribution in skin and cholinesterase(CHE), monoamine oxidase(MAO), malondialdehyde(MDA) and tyrosinase(TYR)
in blood were determined. RESULTS The results of serum pharmacology experiment showed that medicated serum
significantly promoted the proliferation of B16f10 cells in vitro. Long-term toxicity experiment results indicated Kebai particles
exhibited no effect on viscera weight of SD rats. Animal experimental data showed that the serum level of MAO and MDA
significantly increased in model control group(P<0.05), while the serum level of CHE and TRY significantly decreased in model
control group(P<0.01 or 0.05). Compared with the model control group, high dose of Kebai particles significantly decreased the
serum content of MDA(P<0.01), high and middle dose of Kebai particles significantly decreased the content of MAO and
increased the content of CHE(P<0.05). CONCLUSION Kebai particles show good anti-vitiligo effects, its main mechanism
may be related to decrease the contents of serum CHE, MAO and MDA and promote the proliferation of melanocytes.

KEY WORDS: Kebai particles; vitiligo; serum pharmacology methods; animal model
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Tab. 1 Effects of different concentration of Kebai particles
containing serum on the proliferation of BI16F10 cells in
vitro(x £ s, n=4)

A BRGNS oD {t *ﬁxﬁirﬁﬂ *E%J‘ﬂﬂiﬁx\f
T/ % MU B ER/%  BRALEhZ/Y%
25 E XA 1.13£0.05 - -
40 1.40+0.05" 24.68 -
LT HE AL 20 1.40+0.02" 24.46 -
10 1.22+0.02 8.34 -
40 1.57+0.04"? 39.18 10.42
e, k2 20 1.52+0.14" 35.20 7.94
10 1.42+0.05"% 25.87 13.93
40 1.76+0.12"» 56.22 20.19
PR 2 20 1.86+£0.16"2 64.94 24.54
10 1.53£0.16"? 35.53 20.06

e S A AL, VP<0.05; 5 EX AL, PP<0.05,
YP<0.01.

Note: Compared with normal control group, "P<0.05; compared with
serum control group, 2P<0.05, ¥P<0.01.
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Fig. 1 Therapeutic effect of Kebai particles on the skin of guinea pigs with vitiligo
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Tab. 2 Effects of Kebai particles on serum contents of MAO, CHE, MDA and TRY in guinea pigs with vitiligo( x £ s, n=10)
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Fig.2 Pathological sections of rat’s liver tissue(HE, 100 X)
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