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Effects of modified acidic fibroblast growth factor

on the proliferation activity cultured hepatocytes in vitro
Xu Yaling' Huang Ju’ en’
('Dept of Health Assessment of Medical College Guangxi University of Science and Technology Lizhou 545006
*College of Life Science Guangxi Medical University Nanning 530021)

Abstract Objective To explore effects of modified acidic fibroblast growth factor ( MaFGF) on the growth of hep—
atocytes cultured in vitro. Methods Hepatocytes of SD rats were isolated cultured in vitro and subculture for three
generations. After being identified the cells were used in the experiment: (1) Hepatocytes was observed by inverted
phase contrast microscope; (2) The experiment were randomly divided into control and experimental group MaFGF
with different concentration were added into the culture medium of hepatocytes after 24 48 72 h  the mitogenic
effects were measured by the MTT test; (3) The MTT test was used to detect the effects of MaFGF on the prolifera—
tion of the hepatocytes in 24 h. The growth curve was plotted. Results (1) MaFGF potentiated the proliferation of
hepatocytes  which was no significant effect with dose increased. The proliferative rate of 24 h were higher than that
of the other time points ( P <0.05) . there was statistical difference between the MaFGF group( 4. 68 x 10 > ~7. 80
x 10 mg/L) and the control group ( P <0.05) . However the mitogeoic activities of each MaFGF group were in—
significant; 2) Four days after MaFGF( 6. 24 x 10 > mg/L) added into the medium the population of the hepato—
cytes was larger than that of the control ( P <0.05) . The number of the hepatocytes incubated with MaFGF ( 12. 4
x10*) was 2. 1 times as large as the control( 6 x 10*) in the 10th day( P <0.05) . Conclusion MaFGF has a
certain role in promoting the proliferation of the hepatocytes at the appropriate concentration and time. However the
effects don’ t have concentration dependent manner.
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Effects of PAF on extracellular matrix

secreted by mesangial cells by PKCB 1 pathway
Xiao Yanhua He Xiaoyun Han Qing et al
( Dept of Endocrinology Affiliated Hospital of Guilin Medical University Guilin 541000)

Abstract Objective To investigate whether platelet activating factor( PAF) regulates extracellular matrix( ECM)
secretion in high glucose( HG) and lysophosphatidylcholine( LPC) environment by PKCB [ pathway. Methods
Human glomerular mesangial cells were divided into six groups: normal control group PAF group PAF +
LY333531 group HG + LPC group HG + LPC + PAF group HG + LPC + PAF + LY333531 group. ELISA assay
was used to detect Fn Col [V content in supernatant of each group. Real-time quantitative PCR was used to deter—
mine the expression level of PKCE I mRNA. Results Compared with normal control group the expressions of Fn
and Col IV and PKCB I RNA in other five groups were significantly increased( P <0.05) . Compared with PAF
group the expressions of Fn and Col [V and PKCB [ RNA in group PAF + LY333531 were decreased( P <
0.05) and the expressions of Fn and Col IV and PKCB I RNA in groups HG + LPC and HG + LPC + PAF were
significantly higher than those in group HG + LPC + PAF + LY333531( P <0. 05) . Conclusion PAF can stimulate
the secretion of Fn and Col IV by promoting the expression of PKCB I in the high glucose and high fat environ—
ment. When the LY333531 is added the secretion of ECM is reduced and the PKC@ I inhibitor may have protec—
tive effect on the kidney.
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