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Effects of Liangxue Jiedu Lishi Fang ( ) on Peroxisome Proliferator-activated Receptors in

Psoriatic Lesions of Mice

LI Xue' XIE Xinran® LI Ningfei’ MENG Yujiao’ WANG Mingxing® REN Pan’ ZHANG Lu’ ZHANG
Lei* LI Ping'

(1. School of Chinese Medicine Beijing University of Chinese Medicine Beijing 100029; 2. Beijing Research Institute of Chinese
Medicine Beijing Hospital of Chinese Medicine Capital Medical University; 3. Beijing University of Chinese Medicine)
ABSTRACT Objective To explore the potential mechanism of Liangxue Jiedu Lishi Fang (

LJLF) in treating psoriasis. ~Methods Fifty BALB/c mice were randomized into control group model group
methotrexate group as well as Chinese medicine high and low dose groups. Group except for the control group was coa—

ted with 5% imiquimod cream for 6 days to establish a psoriasis model. Chinese medicine high and low dose groups
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were respectively given oral LJLF 42 and 21 g/( kg * d) methotrexate group was given methotrexate tablets 1 mg/( kg °
d) by gavage and the model group and the control group were given 0. 4ml distilled water once a day for 6 days. On
the 7th day the changes of the skin lesions were observed; the morphological changes of the lesions were observed by
HE staining and the thickness of the epidermis was measured under light microscope; immunofluorescence method was
used to detect the number of proliferating cell nuclear antigen ( PCNA) mitotic cell nucleus mitotic cell ratio and
the expressions of cortical protein peroxisome proliferator activated receptor o ( PPAR-at)  peroxisome proliferator
activated receptor y ( PPAR—~y) and peroxisome proliferator-activated receptor 3/8 ( PPAR3/8) in skin lesions. The
mRNA and protein expressions of PPAR-a«  PPAR-y and PPAR-3/8 in mouse skin were detected by real4ime PCR
and western blot respectively. Results The mice in the model group had squamous skin scales deep erythema and
thick infiltration. Compared with those of the model group the lesions of each treatment group significantly improved.
Compared with those in the control group the epidermal cell layer in the model group was thicker the number of mi-
totic nuclei and the mitotic cell ratio significantly increased. Compared with those in the model group the expressions
of PPAR-a« and PPAR~y protein increased in methotrexate group and Chinese medicine high and low dose groups
while the expression of PPAR{3/8 decreased and the mRNA levels of PPAR—y and PPAR-{3/8 in methotrexate group
significantly decreased so as the PPAR43/8 mRNA in high and low dose Chinese medicine groups ( P <0.05 or P <
0.01) . Compared with the high dose Chinese medicine group the expression of PPAR-8/8 mRNA in the low dose
Chinese medicine group significantly decreased ( P <0.01) . Conclusion LJLF could regulate the expression of
PPARSs in the skin lesions of psoriatic mice and thus inhibits the excessive proliferation and differentiation of epidermal
cells  which may be one of its mechanisms in the treatment of psoriasis.

Keywords psoriasis; Liangxue Jiedu Lishi Fang ( ) ; imiquimod cream; peroxisome proliferator acti—

vated receptor
( © 2017 05 -31; © 2017 -09 - 12)
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Analysis on Chinese Medicine Syndrome and Treatment of 9 Severe cases of Human Infected Avian Influenza
H7N9

LIU Yong LI Jike YE Qing CHEN Hong WANG Yuelian LI Yuelin

( Chengdu Public Health Clinical Medicine Centre Chengdu 610066)

ABSTRACT Objective To explore the Chinese medicine syndrome of patients with severe human infected avian
influenza H7N9 and to examine the effect of Chinese medicine syndrome differentiation and treatment. ~Methods
Clinical data of 9 patients including clinical symptoms and characteristics of tongue and pulse with severe human in—
fected avian influenza H7TN9 were collected from April 1st to May 7th om 2017 in Chengdu. The Chinese medicine
syndrome features were explored. The uses of prescriptions and herbs in Chinese medicine syndrome differentiation
and treatment were calculated. At the same time the clinical effect was examined. Results Dampness and phlegm
were the main pathogenesis in 9 patients some patients with deficiency and blood stasis. As for treatment dissipating
dampness and expelling phlegm methods were commonly used. Huopo Xialing Decoction ( ) and Dayuan
Yin ( ) were the basic prescriptions to modify. Patients with Qi and Yin deficiency should be treated by benefi-
ting Qi and nourishing Yin methods at the same time. Patients with blood stasis should be treated by dissipating
phlegm and dredging collaterals. The use frequency of Fabanxia  Rhizoma Pinelliae Preparatum  Fuling Poria
Gancao Radix Glycyrrhizae  Houpo  Cortex Magnoliae Officinalis  Chenpi  Pericarpium Citri Reticulatae
Kuxingren semen armeniacae amaraee  Huoxiang Agastache rugosus  Zhebeimu  Bulbus Fritillariae Thunber—
gii  and Chishao  Radix Paeoniae Rubra was high in the prescriptions. In 9 cases 6 patients were cured with virus
nucleic acid turning negative and the other 3 patients died. ~Conclusion In patients with severe human infected
avian influenza H7N9 dampness and phlegm were the main pathogenesis with deficiency and blood stasis. The
methods of expelling dampness dissipating phlegm benefiting Qi resolving stasis and dredging collaterals were
mainly used which might be effective.

Keywords avian influenza; H7N9; Chinese medicine syndrome; syndrome differentiation and treatment
( © 2017 -06 - 14; : 2017 -08 - 08)
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