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[ Abstract] Objective To test histone deacetylase 1( HDACI ) expression of peripheral blood lymphocytes in
children with primary nephrotic syndrome , to explore the role of HDACI in PNS with Glucocorticoid resistance .
Methods 54 cases hospitalized were chosen as subjects ,who were divided into two groups ; SSNS(25) ,SRNS(29)
according to their response to GC during follow -up. In SRNS group , subjects were divided again into 2 subgroups,13
cases in CTX treated group and 16 cases in untreated group ,and 10 healthy children serving as control. Collected
peripheral blood and isolated lymphocytes , Western Blot and RT-PCR methods were adopted respectively to test
HDACI protein and mRNA expression. Results HDACI expression could be found in all the groups ; Before GC
treatment , SRNS group HDACI protein (0. 4224 + 0. 0084 ) and mRNA (0. 5596 + 0.009 ) expression were both
significantly lower than those in SSNS group (0. 6755 +0.0105,0. 7682 + 0. 0003 ) and normal control (0. 5067 +
0.0145,0.6703 + 0.0011 ), difference was statistically significant ( P < 0.01 ), and HDACI1 expression was
significantly higher than those in SSNS group and the normal control , there was significant difference according to
statistics ;after GC treated , HDACI protein (0. 3536 +0. 00411 ) and mRNA (0. 5587 + 0. 0008 ) were both lower in
SRNS group than those in normal control and SSNS group , the difference was statistically significant (P <0.01) ;
HDACI protein (0. 6385 +0. 0074 ) and mRNA (0. 7633 + 0. 0007 ) expression in SSNS group were both higher than
those in normal control (0.5067 + 0.0145,0.6703 + 0.0011 ), significant difference was found between them
statistically ( P <0. 01) ; HDACI protein (0. 4965 £0. 0153 ) and mRNA (0. 6766 +0. 0010 ) in CTX group were both
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lower than those in SSNS group , while higher than those in SRNS group , and the difference was statistically significant

(P <0.01),but no significant difference was found between CTX group and normal control , and there were

significant difference before and after GC treatment in each group . Conclusions Different HDAC1 expressiones were

found in PNS children with different GC response ; GC treatment may affect the expression of HDAC1, CTX

administration may also affect the HDAC1 expression.
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