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Change of MicroRNA let-7b in Serum of Rats

with Heat Acclimatization/Heat Stroke and Its Significance
LI Teng-da',GU Ming-li* , DENG Shun-jiang' ,SUN Yi',
ZHANG Wei-wei' sGUO Jie' ,LIU Yun' . HUANG Yuan-lan’, QIAN Cheng® ,DENG An-mei'
(1. Changhai Hospital Af filiated to Second Military Medical University, Shanghai 200433, China;
2. No. 455 Hospital of PLA,Shanghai 200052, China;
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Abstract: Objective To explore the change of microRNA let-7b in heat acclimatization/heat stroke rat models and its rela-
tion with HSP70,1L-6 , TNF-a, TGF-8 and I1.-12,and analyze its clinical significance. Methods 60 male rats with almost the
same anal temperature, weight,and weeks”age were selected from Laboratory Animal Center in the Second Military Medical
University. They were randomly divided into control, heat acclimatization, heat stroke groups averagely. Heat acclimatiza-
tion/heat stroke rat models were built in hot climate simulated animal tank, blood was collected from cordis apex and serum
was separated. Real-time fluorescent quantitative polymerase chain reaction (qQRT-PCR) was used to test microRNA let-7b
in serum, enzyme-linked immunosorbent reaction (ELISA) was to measure the protein level of HSP70,1L-6, TNF-a, TGF-f
and IL-12 in serum. Kruskal-Wallis H test was used to analyze quantitative data in the three groups,Spearman rank correla-
tion coefficient was used to reveal relation between two variables in heat stroke group. Results M values of miRNA let-7b in
control, heat acclimatization, heat stroke groups were 0. 99,1. 04 and 1. 93 separately, Q values were 0. 30,0. 25 and 0. 44 (y
=38.95, P<{0. 001) ,separately, with statistical significance. The results of pairwise comparison showed no statistical differ-
ence in control and heat acclimatization ( P=>0. 05) , but there were differences in control and heat stroke, heat acclimatization
and heat stroke groups statistically ( P<{0. 05). Spearman correlation analysis showed that in heat stroke group,let-7b was
positively related with HSP70, TNF-a and IL.-6 (1, =0.579,0. 498 and 0. 609, P<0. 05) with statistical significance. Conclu-

» EETHE973 7% (2013CB531606) . % H R BF 2 542 (81471605,81401358,81501397,31500721,81501398,81302579,81273282,
81202353) , Iif§ HH B ik 4x (SHDC22014014) , b i 0 & BF 5 3 4 (D14017) , 42 BA R F 5 4 (BWS14J023, 12MA056,
15ZD009,15XD007) , 3 % % 4: (MJR20150019) ,
EE R MR (1990 —) , &, ML 4 £ 5 N FRRP G RENS L Tel: 18302192042, E-mail; tengdali@smmu. edu. cn,

A WIHT (1983 —) , 2o Ky 5 44 i, 32 2 ]\ 0115 PRAG 3512 B T.4F . E-mail : mingligu@126. com, LR 55 —1E & ,
1BIEE  ABLAH 4o, #4Z . E-mail : amdeng70@163. com,

B B, o, FIRE  E-mail: giancheng824@126. com , 3 [A] i iHAE & .



20 B 96 B 2 2

¥32% 2 201743 H

J Mod Lab Med, Vol. 32,No. 2,Mar. 2017

sion miR let-7b might involve in the pathology of heat stroke,it provided a potential biomarker for monitoring patients in

high temperature and humidity clinically.
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