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qRT-PCR #% A H1 Western blot £ ARAGM T #EE 400 Kvl. 3 Fl TNF-o | IL-6 fFRIXEM ., R Kvl. 3 IL-6 , TNF-«
i mRNA FHXF A B 7E SHR 41 (3. 139 +0. 305 3. 015 +0. 423 2. 586 +0. 284 ) # WKY 21 (1.002 +0.075.1. 014 +
0.195.1.003 +0.097) F}-& (P ¥ <0.05) ; 78 CsA FHi4L (1. 643 £0. 125.1. 515 £0. 152 1. 606 = 0. 064 ) Fl VIVIT
FiZH (1. 780 £0. 236 1. 638 +0. 168 1. 676 +0. 166 ) 5 PLA £ (3. 148 +0.250 2. 809 £0. 307 2. 649 £0.299) & T
B (P 34 <0.05) , Kvl.3 IL-6 TNF-o (1)K FIAH R 23K B 7E SHR 41 (0. 796 = 0. 153 0. 907 0. 153 ,0. 719 +0. 033)
& WKY £1(0.391 £0.075.0.359 =0.066.,0.351 =0.036) F- & (P ¥ <0.05) ; 4 CsA T4 (0.425 +0.078,
0.464 0. 147 .,0. 423 +0.092) F1 VIVIT FHi4l (0. 573 =0.073.0. 617 £0. 067 0. 504 0. 097) %% PLA 41 (0.914 =
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Effect of CaN/NFAT inhibitor on Kvl. 3 potassium channel of T lymphocytes

in spontaneously hypertensive rats
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Abstract: Objective To investigate the the inhibitory effect of calcineurin ( CaN)/nuclear factor of activated T cells
(NFAT) inhibitors-- cyclosporine A ( CsA) and VIVIT on Kvl. 3 potassium channels of T lymphocytes in spontaneously
hypertensive rats (SHR). Methods From January 2017 to December 2018 ,5 groups were set up with 10 rats in each
group. The specific groups and the number of rats after entering the experiment were as follows ; the purchased 12-week-old
healthy male Wistar-Kyoto ( WKY ) rats were into WKY Group (n =3) ; purchased male SHR of the same age were divided
into four groups,the ones without treatment were SHR group(n =6) ,the ones given with normal saline ,CsA and VIVIT
respectively were PLA group (n =6),CsA group (n=5) and VIVIT group (n =4). After corresponding intervention
lymphocytes were isolated, qRT-PCR and Western blot were used to detect the expression of Kvl.3 potassium channel,
TNF - and IL-6. Results The relative expression levels of Kvl. 3,IL-6, TNF-ao mRNA in SHR group (3. 139 +0. 305,
3.015 +£0.423,2. 586 +0.284) were higher than those in WKY group (1.002 +0.075,1.014 £0.195,1.003 +0. 097)
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(all P<0.05);but those in CsA intervention group (1.643 +0.125,1.515 +0.152,1.606 + 0.064) and VIVIT
intervention group (1.780 +0.236,1. 638 £0. 168,1. 676 0. 166) were significantly decreased compared with PLA group
(3.148 £0.250,2.809 +£0.307,2.649 £0.299) (all P <0.05). The relative expression levels of Kvl.3,IL-6, TNF-o
protein in SHR group (0.796 +0. 153,0.907 +0. 153,0. 719 +0. 033) were higher than those in WKY group (0.391 +
0.075,0.359 +0.066,0.351 £0.036) (all P <0.05) ;but those in CsA intervention group (0.425 +0.078,0.464 +
0. 147,0.423 £0.092) and VIVIT intervention group (0.573 +0.073,0.617 +0.067,0.504 +0.097) were significantly
decreased compared with PLA group (0.914 £0.171,0.921 +0.138,0.774 £0.070) (all P <0.05). Conclusions

There are many activated Kvl. 3 potassium channels in T lymphocytes of SHR. Two CaN/NFAT inhibitors--CSA and VIVIT

can inhibit Kvl. 3 potassium channels.
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