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Fig. 1 Western blotting (A) and semi—quantification of the relative percentage (B) of Spl protein
expression in Jurkat T cells treated with Spl expression vector
Nc: Normal control; Ve: Empty vector; V1: Spl expression vector
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Fig.2 Western blotting (A) and semi—quantification of the relative percentage (B) of Sp3 protein
expression in Jurkat T cells treated with Sp3 expression vector
Nc: Normal control; Ve: Empty vector; V3: Sp3 expression vector
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Fig.3 Effect of Spl and Sp3 overexpression on telomerase activity in Jurkat T cells
A: Telomeric DNA ladder stained by silver; B: Analysis of quantification by Telo—PCR-ELISA
Ve: Empty vector; VI1: Spl expression vector; V3: Sp3 expression vector; Vr: RNase treatment; Nc:
Normal control
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Fig.4 Effect of Spl and Sp3 overexpression on hTERT mRNA level in Jurkat T cells
A: 2% agarose gel electrophoresis of hTERT mRNA co—amplified with GAPDH by RT-PCR; B: Semi-
quantification of hTERT mRNA
M: Marker:; Vec: Empty vector; V1: Spl expression vector; V3: Sp3 expression vector; Nc: Normal
control; hTERT: Human telomerase reverse transcriptase; AUP: Area under the peak
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