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AR RE Y AL ), SR FHSEI 98 M ha S i 5f — A S B (RT-PCR ) S 85 H 5 38 BN R i 56 (Western
Blot) Rl L 453838 cavl.2, cavl.3 W3, 2R T8 E NR1, NR2 W3, K Na'/Ca® 2840fA (NCX) A mRNA
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3.56+£0.65;cavl.3 [ (JKE(H ):2.63+£0.40,2.64 +0.39,2.68 +0.39, NCX 7 [ (JKFEE(H ):3.27+0.48 ,3.34 048,
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[Abstract] Objective To investigate the effects of lentivirus—mediated heat shock protein 70 (HSP70) gene on
voltage—gated calcium channels on the cell membrane of pheochromocytoma cell 12 (PC12 cells) induced by ischemic/
hypoxia and its mechanisms. Methods PC12 cells at logarithmic phase were collected, which were challenged with
hypoxia for 6 hours and reoxygenation for 12 hours to stimulate the nerve cells suffered ischemia/reperfusion pathological
process in vitro. PC12 cells were divided into non—infection group, infected by lentivirus containing green fluorescent
protein (GFP) without HSP70 gene lentivirus control group (GFP lentivirus control group), and infected by lentivirus
containing HSP70 and GFP gene recombined lentiviral infection group (HSP70 recombined lentiviral infection group).
Real—time fluorescence quantitative reverse transcription—polymerase chain reaction (RT-PCR) and Western Blot were
used to determine mRNA and protein expressions of L—type voltage—gated Ca’* channel subunits cavl.2 and cavl.3,
receptor gated channel subunits NR1 and NR2, and Na*/Ca™" exchange (NCX) in PC12 cells. Results After being
challenged with hypoxia/reoxygenation, the mRNA and protein expressions of cavl.2, NR1 and NR2 in the PC12 cells
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were significantly lower in HSP70 recombined lentiviral infection group than those of GFP lentivirus control group and
non—infection group [cavl.2 mRNA (27**): 3.13 +0.46 vs. 5.12+0.52, 5.13+0.66; NR1 mRNA (2°**): 1.61 +0.44
vs. 3.23+0.82, 3.31 £0.78; NR2 mRNA (27**): 2.09+0.41 vs. 3.91 +0.64, 3.88 +£0.62; cavl.2 protein (gray value):
2.82+£0.39 vs. 3.98 £0.23, 3.96 £0.24; NR1 protein (gray value): 1.84 +0.35 vs. 2.79 £0.21, 2.86 + 0.23; NR2 protein
(gray value): 0.87 £0.24 vs. 1.57+£0.31, 1.33+0.44; all P < 0.01]. But there were no statistical differences in the
mRNA and protein expressions of cavl.2, NR1 and NR2 between GFP lentivirus control group and non—infection group
(all P > 0.01). There were no statistical differences in the mRNA and protein expressions of cavl.3 and NCX among
non—infection group, GFP lentivirus control group and HSP70 recombined lentiviral infection group [cavl.3 mRNA
(27%%): 4.82+0.32, 472 +0.36, 4.82 +0.29; NCX mRNA (27**): 3.49+0.78, 3.47 £0.71, 3.56 £ 0.65; cav1.3 protein
(gray value): 2.63 £0.40, 2.64+0.39, 2.68 +0.39; NCX protein (gray value): 3.27+0.48, 3.34+0.48, 3.31 +0.42;
all P > 0.01].
cavl.2 and receptor gated channel subunits NR1 and NR2, which may protect PC12 cells from the injury caused by

Conclusion Exogenous HSP70 affects the expression of L-type voltage—gated Ca®* channel subunit
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ischemic/hypoxia.
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=1 SMEYE HSP70 EREELXHE / E8 PC12 4ifE L B55EETE.

S EEETE R NCX mRNA FIE AR EHEZMmM (x «s)

S mRNA ik (2724%)
4159 it
(4L) el ? cawil.3 NR1 NR2 NCX
E[BRan:) 9 5.13+0.66 4.82+0.32 3.31+0.78 3.88+0.62 3.49+0.78
GFP P29 2% HRZH 9 5.12+0.52 4.72+0.36 3.23+0.82 3.91+£0.64 3.47+0.71
HSP70 T4 18 e 41 9 3.13+0.46° 4.82+0.29 1.61£0.44% 2.09+0.41% 3.56+0.65
F Al 38.921 0.324 16.990 30.723 0.152
P 0.003 0.491 0.007 0.005 0.784
] REAEL Rk OKEE)
ZH 51
(L) cavi2 cavl'3 NR1 NR2 NCX
E[BRang:) 3 3.96+0.24 2.63+0.40 2.86+0.23 1.33+0.44 3.27+0.48
GFP P29 2% HRZH 3 3.98+0.23 2.64+0.39 2.79+0.21 1.57+0.31 3.34+0.48
HSP70 T4 18 e 41 3 2.82+0.39% 2.68+0.39 1.84+035% 0.87+0.24 3314042
F At 28.880 0.023 27.521 11313 0.032
P 0.005 0.821 0.007 0.008 0.694
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