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Establishment of stable cell line expressing HBx and induction

of endoplasmic reticulum stress by HBx
Lu Peng' > Jiang Tongcui' > Chen Lu'? et al
( 'School of Basic Medical Sciences *Biopharmaceutical Research Institute Anhui Medical University Hefei 230032)

Abstract Objective To establish the cell line stably expressing hepatitis B virus X protein ( HBx) by transfection
of HBx to HepG2 cells and to investigate the effect of HBx on ER stress and proliferation. Methods HBx gene en—
coding fragment cloned from HepG2. 2. 15 cells by RT-PCR was inserted to pcDNA3. 1 vector to construct the pcD-
NA3. 1-HBx eukaryotic expression plasmid and established the stable cell line after G418 screening. Cell prolifera—
tion was determined by MTT method. The expressions of UPR genes were detected by PCR method. Results The
HepG2s cell line tably expressing HBx was obtained. Overexpression of HBx up-regulated BiP PERK ATF6
XBP1 and MANF and down-regulated CHOP. The cell proliferation was enhanced in the HepG2s cells tably ex—
pressing HBx. Conclusion Stably expressing HBx induces ER stress by differentially regulating UPR genes and
promotes the cell proliferation.
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1 AP (x%s)
APF( bpm) TP( mV) MDP( mV) APA( mV) Vmax O( mV/s) Vmax 4( mV/s)
251.99 +29.99 —47.08 +7.30 -54.09 +8.81 56.28 +10.70 2281.20 £1 160. 14 94.76 +30.67
264.41 £30.55" -45.31 £8.05 -53.82+7.81 55.45 +11.54 2419.34 +1187.99 125.02 +31.05"
252.66 +30.19 -45.47 +8.35 -52.86 +8.60 55.04 +11.14 2 240.61 =1 103.24 90.85 +22.83
1" P<0.05
2 AP (x%s)
APF( bpm) RP( mV) APA( mV) Vmax O( mV/s) APDs( s) APDygy( s)
258.87 +47.96 -67.89 £6.98 77.81 £7.00 19 451.79 +1 751.19 0.184 +0.01 0.588 +£0.02
273.21 £41.49" -66.67 +8.23 77.96 £5.59 18 508.33 +2 332.69 0.176 +0.01 0.543 +0.02"
262.40 +49.04 -64.93 +7.76 76.96 £6.21 19 239.58 +1 551.30 0.173 £0.01 0.544 £0.01
1" P<0.05
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Changes of electrophysiological profiles of rat myocardial cells

after perfusing with Gastrodin
Wang Fei Wei Kai Shen Bing et al
( Dept of Physiology School of Basic Medical Science of Anhui Medical University Hefei 230032)

Abstract Objective To record the myocardial cell bioelectric activities and explore electrophysiological profiles
of Gastrodin on rat myocardial cells. Methods Sinoatrial node cells and atrial myocytes isolated from 50 SD rats
were used in this study to characterize the effect of Gastrodin on their electrophysiological profiles with intracellular
recording approaches. Results In the present experimental conditions the bioelectric activities of sinoatrial node
and atrial myocytes were truly recorded and we found that Gastrodin significantly accelerated AP frequency and
Vmax 4 of sinoatrial node cells and shortened APDy, of atrial myocytes. Conclusion The experimental conditions
of recording the bioelectric activities of myocardial cells in vitro are relatively mature. Gastrodin can affect the elec—
trical activity of myocardial cells in vitro and the effects of Gastrodin may be related to inhance the permeability of
T-Ca’" channels and promote the opening of K.
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