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Abstract Objective To probe into the correlation between P-gp170 expression level of peripheral blood mononuclear cells
( PBMC ) and intracellular dexamethasone( Dex ) concentration by testing P-gp170 expression and intracellular Dex concentration at
different time point, in order to analyze the role P-gp170 may play in SRNS and the mechanism involved. Methods 24 children
with NS without any glucocorticoid treatment bhefore admission were chosen as subjects, namely SSNS and SRNS, and 10 healthy
children serving as control. High performance liquid chromatography was used to test intracellular Dex concentration at different
time, namely 0,12,24 and 36 h, and Western blotting assay was adopted to test P-gp170 expression level of peripheral blood
mononuclear cell membranes, and correlation analysis of Dex concentration and expression of P-gpl170, then regression analysis on
those having correlations were performed. Results  Intracellular Dex concentration of children with SSNS varied with different
time, the longer the period of time cells cultured, the higher the Dex concentration, and a significant difference was found between

each time point according to statistics( P <0.05 ), and there was also notable difference between SSNS group and control group
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(P<0.05), and intracellular Dex concentration of children with SRNS varied with different time as well, but there was no
significant difference between each time point statisticallyl P >0.05 ); No change was found in P-gp170 expression level of PBMC
of healthy blank control at different time, thus no significant difference was found between groups according to statistics( P >0.05 );
P-gp170 expression level of PBMC of Dex groups in SSNS decreased by and by, with a significant difference between different time
point statistically( P < 0. 01 ); P-gp170 expression level of PBMC of Dex groups decreased with time passing by, and with a
significant difference between different time point statistically( P < 0. 05 );there was significant P-gp170 expression level of each
time point( P <0.05 );No change was found in P-gp170 expression level of PBMC of children with SSNS at different time( P >
0.05); P-gp170 expression level of PBMC of SSNS Dex groups decreased with time passing by, with a significant difference
between different times statistically( P <0. 05 );P-gp170 expression levels of different time points were all higher compared with
healthy Dex control( P >0.05 ); P-gpl70 expression levels of PBMC of SSNS Dex groups were all higher than those of SSNS blank
control( P <0.05 );No change was found in P-gp170 expression level of PBMC of children with SRNS at different time( P >0.05 );
and there was a significant difference of P-gp170 expression level compared with healthy blank control statistically( P <0.05 );No
change was found in P-gp170 expression level of PBMC of children with SRNS Dex group at different time( P > 0. 05 ); and
statistically there was a significant difference of P-gpl170 expression level compared with SRNS( P < 0. 05 ); P-gp170 expression
levels of different time points were all lower compared with SRNS blank control( P >0.05 ) and P-gp170 expression levels in Dex
group of different time points were all lower, a significant difference were found between groups according to statistics( P >0.05 ),
No change of P-gp170 expression level of peripheral blood mononuclear cells of children with SRNS in Dex group were found at
different time compared with SRNS bank control( P > 0. 05 ); A negative correlation was found between intracellular Dex
concentration and expression of P-gp170 of Dex groups in healthy control,r was —0.852, —0.794, —0.847 , respectively( P <
0.05 );and the same was between those of SSNS, r was —0.728, —0.785, —0. 842 ,respectively( P <0.05 ); No correlation was
found between those of SRNS according to statisticas( P > 0. 05 ). Conclusions (D Expression of P-gp170 was found both in
children with NS and control with the later higher than the former, thus P-gpl70 may play different roles physiologically and
pathologically in NS children. (2Mechanisms in some children with SRNS may attribute to up-regulating the expression of P-gp170
primarily, while others developing SRNS may resulting from a large amount of GC administration during a long period, which was
the mechanism of second GC resistant, GC administration may lead to higher expression of P-gp170 in cell membrane, a large
amount of GC administration during a long period clinically may result in GC resistance by way of up-regulating the expression of P-
ep170, consequently an inhibition of GC from outside into inside of the cells. @ Up-regulating the expression of P-gp170 was one of
the markers of GC resistance in NS children.
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Fig2 P-gp170 expression in SRNS at different time point

Notes: A:blank control, no difference was found in P-gp170 expression
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#&1 SSNS.SRNS WHERWREFRDIFFAER PBMC ERE P-gp170 Rix(x +5)
Tab1 P-gp170 value at different time point of the experiment in children with SSNS and SRNS( x +5)
T SSNS(n=16) SRNS( n=8) Control( n=10)
dexamethasone Blank dexamethasone Blank dexamethasone Blank
0 6.32£0.73 5.83+1.28 16.24 £1.68 17.08 £1.54 3.93 £0.37 3.78 £0.86
12 10.71 £0.67 6.02+0.94 18.47 £0.84 15.12£0.94 8.92+1.38 4.02 +£0.94
24 8.74 £0.54 5.79+1.14 18.05 £1.34 17.41 £1.16 6.47 £1.05 4.21 £0.76
36 6.02 +0.43 6.25 +0.67 17.07 £0.97 16.34 +0.23 5.26 £0.95") 4.13+0.97
16.351 7 1.256 4 3.4122 1.465 7 14.122 4 1.275 8
P <0.01 >0.05 >0.05 >0.05 <0.05 >0.05

Notes: compared with 0 h
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