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Effect of EGFR gene knockdown on invasion and migration of

hepatocellular carcinoma MHCC-97H cell line
Zhang Chuanhai' , Gui Yang1 ,Guo Fenglin2 , et al

(' Dept of General Surgery, *Dept of Anesthesiology, The Affiliated Provincial
Hospital of Anhui Medical University, Hefei 230001)

Abstract

carcinoma cell by epidermal growth factor receptor gene. Methods

Objective To investigate the effect of RNA interference on the invasion and migration of hepatocellular
The expression of EGFR and p-EGFR was de—
tected by Real+ime PCR and Western blot. Cell scratch and Transwell were used to detect the invasion and migra—
tion of MHCC-97H cells. Lipofectamine 2000 was used to transfect MHCC-97H cells. Results EGFR and p-EG-
FR were significantly decreased in EGFR siRNA group compared with the normal group ( P <0.05) . Meanwhile,
the invasion and migration of EGFR siRNA group were significantly decreased ( P <0. 05) . Conclusion Interfer—
ing with EGFR can reduce the ability of invasion and migration of MHCC-97H cells and reduce the distant metasta—
sis ability of MHCCO7H cells.
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The role of store—operated calcium entry and sodium calcium

exchanger in carbachol-induced tracheal smooth muscle contraction
Yan Dejun', Yin Sheng', Ding Shenggang’, et al
(' Dept of Physiology ,Anhui Medical University , Hefei 230032;
*Dept of Pediatric, The First Affiliated Hospital of Anhui Medical University , Hefei 230022)

Abstract Objective  To investigate the role of store-operated calcium entry ( SOCE) and sodium calcium ex—
changer( NCX) in the contraction of tracheal smooth muscle induced by carbachol. Methods Isolated tracheal
rings of mice were used to observe the effect of NCX blocker KB-R7943, voltage-dependent calcium channel bloc-
ker nifedipine and Orail blocker BTP2 on carbachol-induced tracheal contraction. Results KB-R7943 and BTP2
were significantly inhibited the cumulative mouse tracheal contraction induced by carbachol and carbachol-induced
SOCE-mediated tracheal contraction, whereas nifedipine did not significantly affect carbachol-induced tracheal con—
traction. Conclusion  Both NCX and Orail contribute carbachol-induced contraction of tracheal smooth muscle.
Orail mainly participates in the initial phase of contraction. NCX is mainly involved in the continued contraction of
the late phase. Orail-mediated calcium intracellular flow may be a prerequisite for activation of NCX, blocking
Orail also led to late NCX-nduced contraction blockage and they both are involved in mediating cardbo-induced
contractility.

Key words tracheal smooth muscle; NCX; SOCE; carbachol



