5523 4% 5 7 W hEEEMRIEE Vol.23  No.7
2014 47 A Chinese Joumal of General Surgery Jul. 2014

A d0i:10.7659/).is5n.1005-6947.2014.07.011 « B EHHEFFT ¢
L hitp://www.zpwz.net/CN/abstract/abstract3954.shtml

KIBREEE 0 X A AT B 71

HER, GHE

(P RFME_ER MM, HE K9 410011)

wm E By #idhRE S HepG2 I /KEIEHE H 9 (AQP9 ) By RIKMEL G H Xt HepG2 A IR T F5
AE IR 520
Fik: HepG2 41 Z ARRIAL RS (0. 250, 500 pmol/L MR AL FEE, AgNO;+500 pmol/L JHIFRALFE ) |
JH Western blot I AQPY 5 B3k, i i S i S5 45 45 I 41 ML iE A2 e g o
HR: MRS, HepG2 4 AQPY & (1R AM M, AT AR ok, H 2wk EMREME (3
P<0.05) , IR I A 1E F Bk 990 56 45 7 /Kl 38 2R FL I TR AgNOS T
L% W& HepG2 ANMEMIEREBE ) 5 H AQPY FKIkF 36, AQP9 &Ikl =1 40 1) 1258 71 5
[FREL@EMRIRE, 2014, 23(7):921-925]
KR W, AN KO IE 8 R 95 ANHIE B
RESES: R735.7

Effect of aquaporin-9 expression on migratory ability of liver cancer cells
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ABSTRACT Objective: To observe the influence of aquaporin 9 (AQP9) on migratory ability in liver cancer HepG2 cells
through induction of its expression by oleic acid.
Methods: In HepG2 cells following different treatment (treatment of 0, 250, and 500 pmol/L oleic acid, or
treatment of AgNO,+500 pmol/L oleic acid), the AQP9 protein expression was determined by Western blot
analysis and cellular migratory ability was measured by scratch assay, respectively.
Results: After oleic acid treatment, the AQP9 protein expression was significantly up-regulated in HepG2
cells, and their migratory ability was significantly increased, which all presented a concentration-dependent
manner (all P<0.05), while, these effects of oleic acid were abolished by pretreatment of the aquaporin
inhibitor AgNO;.
Conclusion: The migratory ability of liver cancer HepG2 cells is associated with the AQP9 expression, which is
the higher the AQP9 expression, the stronger the migratory ability of the HepG2 cells.
[Chinese Journal of General Surgery, 2014, 23(7):921-925]
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Figure 1 Western blot analysis for AQP9 protein expression
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Figure 2 Cell migration ability measurement
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