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Effect of X nglong Pingchuan recipe on interleuk n-5 and the

nflammagen related to oxygen free radical n asthmatic mice
FENG Jun-tao, LUO Bai-ling' , HU Chengping, PAN Pin-hua
(Deparment of Respiratory M edicing Xiangya Hospital, Central South U niversity, Changsha 410008, China)

Abstract: Objective To observe the effect of Xinglong Pingchuan recipe (XLPCR) on interleu-
kin-5 ( L-5), superoxide disnutae (S0D), glutathione peroxidase (GPx), and malondialdehyde
(MDA) in mouse asttma models, and o explore its mechanisn in treating asttma M ethods The
mouse asttmamodelswere established by sensitization and challenge with ovalbumin (OVA). The asth-
ma model was treated with XL PCR At last, the number of white blood cells and eosinophil was counted,
and the concentrations of inflanmation factors such as L-5, SOD, GPx, and MDA in the srum or the
lung tisaue of each mouse were detected Results Campared with the astmatic group, the number of
eosinophil in the XLPCR group decreased significantly (P <0 01); the concentration of L-5 in the
XLPCR group significantly decreased in the serum or the lung tissue (all P <Q 01); and the concentrar
tionsof SOD and GPx in the XL PCR group increased (P <Q 01 and P >0 05, regectively). On the
other hand, the concentration of MDA in the XL PCR group was significantly lowver than that of the asth-
matic group (P <Q 05). Conclusion XLPCR might inhibit the aiwvay inflanmation by decreasing the
L-5 level and adjusting the balance of oxidants/antioxidants
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Fig. 1 Bronchial-lung tissue of asthmatic group ( HE x 100) Fig. 2 Bronchial-lung tissue of Xinglong Pingchuan recipe group ( HE x
100)
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Fig. 3 Bronchial-lung tissue of treated group with dexamethasone ( HE x  Fig. 4 Bronchial-lung tissue of matched control group ( HE x 100)
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