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Abstract: Though the role of DNA methylation for brain-derived neurotrophic factor (BDNF) in PFOS-induced
neurotoxicity has been confirmed, the other related molecular of epigenetics in PFOS-induced neurotoxicity in as-
trocytes is needed to be explored. In the present study, the model of PFOS exposure with 0, 25, 50, 100 wmol-L"

for 24 h was built through primary cultured astrocyte from Wistar rats. And the main molecular in epigenetics, such
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as DNA methyltransferase (DNMTs), histone deacetylase (HDACs), small ubiquitination (SUMOs) was evaluated.
Then the cell apoptosis was detected by Hoechst 33258, the content of HDACs was evaluated by ELISA kit, and the
gene expressions of DNMTs, HDACs and SUMOs were detected by real time quantitative PCR. The results showed
that PFOS (=25 pmol-L™") could induce apoptosis in the primary cultured astrocytes (P<0.05), increase the content
of HDACs (P>0.05). Further analysis showed that PFOS (=25 wmol-L™") significantly increased the expressions of
DNMTI, HDACI1/2/4 and SUMO-1 mRNA (P<0.05). The expressions of DNMT3A and SUMO-2 mRNA were also
increased in PFOS (=50 wmol-L") exposure group (P<0.05). And there was an increase trend for DNMT3B gene
expression (P>0.05). Generally, the results showed that PFOS could influence the epigenetic modification in astro-

cytes. The present study might give a clue for the mechanism of neurotoxicity induced by PFOS.

Keywords: PFOS; astrocytes; epigenetics; neurotoxicity
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Table 1 Parameters of the primers for RT-qPCR
BEH 4P bz 7IRe3 A5’ -3")
Gene name  Accession No. Sequence (57-3")

GAPDH NM_001289726.1-F GGCACAGTCAAGGCTGAGAATG
NM_001289726.1-R  ATGGTGGTGAAGACGCCAGTA

DMNTI NM_053354-F AAATCCGTCTGTGGAAGGTG

NM_053354-R GCGGTAGAAAAGCCAATGAG

DMNT3A NM_001003958-F  GCTGAAGGAGAGGGAACTGA
NM_001003958-R  TGCCTGGAAGGTGAGTCTTG

DMNT3B NM_001003958-F = TGCGGTAAGAAGAACCCTGT
NM_001003958-R CTGATAGCCGTCCTCATCGT

HDACI™ NM_0082282-F GTGAGGACTGTCCGGTATTTGATG
NM_008228 2-R  GATGTCCGTCTGCTGCTGCTTATTG

HDAC2 NM_008229 2-F AGCCCATGGCGTACAGTCAA
NM_0082292-R  GGATGACCCTGGCCGTAATAATAA
HDAC4 NM_2072252-F CACCGTGCCCAGCACTCCAG
NM_2072252-R GGCCTGTGACAAGGGGCGTC
SUMO-1 ~ NM_009460-F CCAGGAGGCAAAACCTTCAAC
NM_009460-R CACTGCTATCCTGTCCAATGAC
SUMO-2  NM_133594-F GGGACAGGATGGTTCTGTGG
NM_133594-R CAAACCCTGCCGTTCACAAT
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