201545 H Hh [ LA PR 2 A May, 2015
¥ 258 HsH CHINESE JOURNAL OF COMPARATIVE MEDICINE Vol. 25 No. 5

\%\%v%
=3 £|:

K%\%\%v

R BRI N A 58 g b e
BRSSP

T O#LEXW L URE KEEL R A, Faae W R

(1. g P EE 2 R VG R EE A 2408, K1) 410208;2. ﬁﬂﬁﬁﬁﬁi%ﬁ%ﬁ*&ﬁ)ﬁil&%,&w 410005 ;
3. NRERE, Kb 410005 ;4. 55 £ 25 K# 5 —MHE BEBE , Kb 410007)

[HE] BHM ESTFEAFA P E « HUSIE" AR & o g8 M i /N ek /0 14 98 A1 J8) I i /N 9 20 1) K B
B, Fik SRA SD KRB L S5 20% TRk 2 ORI IS I 159 1: 4R BE 0 S b SD R BRIl /AR MLV ( APS)
JE ST TR BRIBE R I/ A DD P S A TR BRI 9 48 A2 K B A v R R o I 5 B 5 B e i A L )
nWIZs- R (5-HT) K, S8R BIH KR RIESR)E 2 ~6 h WIRF B Yok B3 ETh B 4 RN E

S ANGERIT 30 RIDBHERBL ML (P < 0.05) ;AN LG b i /INIEC S5 R AR , B 52 1542 200 M 5 o 2 i D>
(P < 0.05) ; KGRI T X 5-HT BK B EER (P < 0.05) . 458 FUR T8 Pk ML/ IV 20 1 s s ok
SR IES, SR IEA PRI T« S B SUR & e P i/ INIR s> P S0 9m BRU& A SR8 PR 2,

[ K88R) BRS80S0 5 VAR ; K AR 7Y

[HFESHES] R332 [ XEkERIREE] A [ XEHS)1671-7856(2015) 05-0013-07

doi: 10.3969. j. issn. 1671. 7856. 2015. 005. 004

Establishment and evaluation of heat sheng model of rat
primary immune thrombocytopenic purpura

NIE Tian',JIANG Wen-ming' ,PENG Su-juan’* ,ZHANG Min-yu’ , YANG Lin*,LI Shi-neng' ,HU Ni'
(1. College of Integrated Chinese and Western Medicine, Hunan University of TCM , Changsha 410208 , China;
2. The Second Affiliated Hospital , Hunan University of TCM, Changsha 410005, China;
3. Hunan People' Hospital , Changsha 410005 , China ;4. The First Affiliated Hospital ,
Hunan University of TCM, Changsha 410007 , China)

[ Abstract] Objective To establish a rat model at the same time in accordance with the “hot sheng syndrome” of
traditional Chinese medicine and primary immune thrombocytopenic purpura of peripheral blood platelet reduction.
Methods  Using back multi-point injection of 20% dry yeast suspension on SD rats and 1:4 dilution of rabbit anti SD rats
platelet serum ( APS) by intraperitoneal injection to establish a primary immune thrombocytopenic purpura “heat sheng” rat
model. And observing rats of TCM syndrome characteristics, hemogram, myelogram and serotonin (5-HT) level of the
temperature regulating center in thalamus. Results After injection of 2 h ~ 6 h temperature and daily water of the model
group rats increased significantly,toe purper showed in fourth day of modeling and intestinal mucosal bleeding in thirty day

of modeling( P < 0.05) ; Platelet count in peripheral blood decreased significantly, bone marrow megakaryocyte number
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reduced significantly( (P < 0.05) ;5-HT level of the temperature regulating center of brain increased significantly( (P <

0.05). Conclusions The study of the primary immune thrombocytopenic purpura heat sheng rat model of combination of

disease and syndrome reflected basically the pathological characteristics of purpura caused by “heat sheng” in primary

immune thrombocytopenic purpura rat mode.
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