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Tab. 1 Primers for vector construction

Gene strand Sequence (5°23’)
Forward AGTCTCGAGATGACATTCTACAGTCCTGCTG
R Reverse GCAGAATTCTCACTGAGACTGTAGGTTCTGG
Forward CCAGAATTCGGACAGACTACAGAGATGGTC
ERS 3-UTR
Reverse ACGGGATCCGATGACATAGCTTCAAGGAAG
Mmu-miR-21 Forward ATACTCGAGGGTTACTCTAGGGACCCTTGG
9-2 Reverse TACAAGCTTGCACGAACCACATTCGGGTCC
Gprl7 Forward CAAGAGCTCAGCTTCCTCACCACCTAGACA
promoter Reverse ACAGCTAGCAGGCCACTGAGTATCACAGA
Olia Forward ATACTCGAGTTATGGACTCGGACGCCAGC
19

Reverse ATGGTACCTCACTTGGCGTCGGAGGT




1.2.3 MR MR &2 E T

A8 F DU R R S HE R AR & (Promega) X268 G S BEVE AT o0 br,  HARAESY
2 B 7R v A P 50 B AT
1.2.4 & RNA HJ3REL. #i%3R K% Real-time PCR 734

AL RNA SISO S SR 1070 & (Takara) A ififst U BH 384T, qRT-PCR 43
HrKH SYBR Green 4}k, i Bio-rad A ) qRT-PCR (CFX96) {75 #r, LLERK

SL[N Gapdh fEANZ . RGN 2 Fos.

# 2 qRT-PCR 3 #1 AT 514
Tab. 2 Primers for gqRT-PCR analysis

Gene strand Sequence (5°23’)
Forward GAAGCTGGCTGACAAGGAAC
ERB
Reverse GAACGAGGTCTGGAGCAAAG
Forward ATCTTCCTCCAGCACCTCCT
Olig2
Reverse AGTCGCTTCATCTCCTCCAG
Forward ACACACAAGAACTACCCACTAC
Mbp
Reverse GETGTACGAGGTGTCACAAT
Forward GGATAGAGAAGCACCTCAAGAA
Gprl7
Reverse CACGGTAGTGAAGCACATAGA
Forward ACTCCCATTCTTCCACCTTTG
Gapdh
Reverse CCCTGTTGCTGTAGCCATATT
1.2.5 BIE4r
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SPSS18.0 43Xt Hk 1777 Z 08 (ANOVA) K 41 t-#556: (Student’s t-test) , p<<0.05 F7x
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Fig. 1 ERp induced the expression level of Mbp in oligodendrocytes
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Fig. 2 The expression levels of Olig2 and ERSin LPC-injured oligodendrocytes
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Fig. 3 Mmu-miR219-2 interacted with ERS 3' UTR.
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analysis
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Fig. 5 The expression level of Gprl7 in oligodendrocytes inhibited by ER
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The mechanistic study on the role of estrogen
receptor f in the regulation of oligodendrocyte

maturation after myelin injury
HAN Ying?!, OU Zhimin ?*

(1. The First Hospital Affiliated to Xiamen University, Xiamen 361003, China; 2. School of

Life Sciences, Xiamen University, Xiamen 361102, China)

Abstracts: Gender is a related factor in the development of oligodendrocytes. The estrogen
receptor B (ERB) may play a role in this regulation. However, the underlying mecnanism remains
unclear. We try to reveal mechanism about how ERpB regulate the development of
oligodendrocytes. We used methods including overexpressing some related genes in the primary
culture of oligodendrocytes, inducing injury in oligodendrocytes by lysolecithin (LPC) treatment,
and dual-luciferase reporter assays, to find out how does ERp regulate the development of
oligodendrocytes, and the factors that modulate ‘2e_expression of ERB. Overexpression of ERf
promoted maturation of the oligodendrocyte precursor cells; Upon LPC injury, the expression
levels of Olig2 and ERpS were negatively correlated. Overexpression of Olig2 inhibited the level of
ERpB in the oligodendrocyte precursor cells; meanwhile, the expression level of miRNA
mmu-miR-219-2 was induced by LPC injury. Mmu-miR-219-2 inhibited the expression level of
ERp through a direct interaction with its 3'-UTR region. Further, ERp bound to the promoter
region of the G-protein coupled receptor Gprl7 and reduced its gene expression, accelerating the
maturation of the oligodendrocyte precursor cells. Our current study revealed an
Olig2/mmu-miR-219-2/ERB/Gprl7 signaling pathway that participated in the regulation of
oligodendrocyte development, which might potentially provide a novel therapeutic target for the
demyelination diseases in clinical.
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