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signaling pathway on myocardial ischemia-reperfusion injury in SD rats. Methods

50 healthy male adult SD rats

were randomly divided into 5 groups, model group(to make ischemia-reperfusion model by suture method), sham
group ( thoracotomy without vascular ligation) , the low, medium and high dose leptin pretreatment groups (20,50,
100 pg/kg,n =10). After ischemia for 30 minutes and reperfusion for 24 hours, then to observe the pathological
changes of cardiac HE staining in rats; using ELISA to test serum interleukin-6 (IL-6) , tumor - stimulating factor-
o (TNF-a) and mitochondrial permeability transition pore {( mPTP) ;to test the expression of Bcl-2 and Bax apop-
totic proteins by Western blot method. Results Compared with the model group, pathological characteristics of
sham group and leptin preconditioning groups were improved ; IL-6, TNF-a, mPTP and Bax expression was signifi-
cantly decreased (P <0.05) ; in leptin pretreatment groups, Bcl-2 expression was significantly increased, especial-
ly in high dose leptin group( P <0.05), and there was no obvious dose-dependence. Conclusion Leptin relieve
inflammation and inhibite mPTP, up-regulate the expression of Bel-2 and down — regulate the Bax, thereby protecte
cardiomyocytes and mitigate damage on MIRI.
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EHEYRARE R F]) ; TRIzol 57 (€ E Invitro-
gen 2 &) ) ;Revert Aid First Strand ¢cDNA Synthesis Kit
(%M@ Thermo 4% ) ; SYBR® Green Real-time PCR
Master Mix X7 & ( H 4 TOYOBO 2A8]) .
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0.45) 4> FEHIZH (5.20 £1.79) 4y MK E 40 (2. 00 =
1.87) 4y, SXFHRLL PR & 4H s, B4 CCR6
WA A ENE  ERERIT¥EN(F =
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Q-PCR ML 4 R4/ B E SRS T IR
At 4+ CCR6 mRNA FIEE A& A /K&, 1l
CCL20 mRNA FKiFKFRRLABA S, HEARKZX
158, CCR6 YEN CCL20 fyME— Rl RS2 &, W&
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CCL20/CCR6 AIfE & SEHIME 1 T A H L F ke
MR AR MR SR R, R
— M.
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ning of memory B cells is essential for their ability to mount a recall

Effect of simulated weightlessness on the expression of

chemokine CCL20 and it's receptor CCR6 in lung of rhesus monkey
Xu Chongyu', Wang Ping', Chen Yang’, et al
(' The 306th Hosptial of PLA Cinical College of Anhui Medical University ,Beijing 100101 ;
2Dept of Respiratory and Critical Care Medicine, The 306th Hosptial of PLA, Beijing 100101 )

Abstract Objective To investigate the effect of simulated weightlessness on the mRNA and protein expression of
chemokine CCI20 and it's receptor CCR6 in lung of rhesus macaque. Methods Fifieen healthy young male rhesus
monkeys were randomly divided into 3 groups: control group, simulated group and recovery group. HE staining was
used to observe the histopathological structure changes of pul-monary tissues. And the mRNA and protein expres-
sion of CCR6 and CCI20 in lung tissue were detected by immunohistochemistry and quantitative real-time PCR( Q-
PCR). Results Compared with the control group, histopathological examination revealed alveolar septal thicken-
ing, and alveolar and interstitial lymphocytic infiltration in simulated group and recovery group, and the pathologi-
cal changes in recovery group were lighter than those in simulated group. The expressions of CCL20 mRNA in simu-
lated group and the recovery group were higher than that in the control group, but there was no significant differ-
ence; the expression of CCR6 mRNA in simulated group was significantly higher than that in the control group and
the recovery group( P <0.01), but there was no significant difference between the control group and the recovery
group. Immunohistochemistry results showed that CCL20 and CCR6 were expressed in the lung tissues of each
group, but the expression of CCL20 was weak. The positive cells were found mainly in the cytopl-asm of bronchial
and alveolar epithelial cells and vascular endothelial cells. The protein expression of CCL20 and CCR6 in simulated
group were significantly higher than that in the control group and the recovery group( P <0. 05). Conclusion Me-
dium or long term simulated weightlessness can induce the destruction of lung tissue structure and infiltration of
lymphocytes, and it can also significantly enhance the mRNA and protein expression of CCL20 and its receptor
CCR6 in lung tissues.

Key words simulated weightlessness; rhesus macaque; lung; CCL20; CCR6



