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Abstract

AIM: To investigated the role of Raf kinase inhibi-
tor protein (RKIP) in the adhesion of hepatic stel-
late cells (HSCs) to extracellular matrix (ECM).

METHODS: HSCs (LX-2 cell line) were cultured
and infected with an adenovirus vector carrying
RKIP (RKIP-AD) or the control adenovirus vec-
tor (GFP-AD). Green fluorescence was detected
under an inverted fluorescence microscope to
assess the infection efficiency. The number of vi-
rus particles required was calculated as the cell
count x multiplicity of infection (MOI). RKIP
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protein expression was investigated by Western
blot. Infected cells were adjusted to a density of
1x10° cells/mL, plated in dishes cultured with
matrigel, type I collagen, and fibronectin. LX-2
cells were cultured for 1 h in a humidified atmo-
sphere of 5% CO, and 95% air at 37 'C. The cells
were fixed in 4% paraformaldehyde and stained
with crystal violet. Cells in each field were
viewed under light microscopy and positively
stained cells were counted.

RESULTS: The infection efficiency of RKIP-AD
or GFP-AD reached 80%-90%. Adenovirus-me-
diated gene transfection at a MOI of 5 was em-
ployed for subsequent experiments. In the RKIP-
AD group, RKIP expression was significantly
higher than that in the control group (3.47 + 0.02
vs 1.74 + 0.13, P < 0.05). RKIP overexpression
reduced the number of HSC adhered to matrigel
(80 £14 vs 152 + 4, P < 0.05), type I collagen (70 +
13 vs 138 + 36, P < 0.05) and fibronectin (133 + 27
vs 276 £ 106, P < 0.05) compared to the control

group.

CONCLUSION: RKIP overexpression inhibits
HSC adhesion to ECM.
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