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Expression of growth factor independence 1 in peripheral blood Sézary cells of patients with Sézary syndrome
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[Abstract| Objective To detect the expression of growth factor independence 1 (GFI-1) in peripheral blood of
patients with Sézary syndrome and normal persons, so as to provide a theoretical basis for developing GFI-1 gene target
therapy. Methods CD4" CD7~ Sézary cells (SS cells) were separated and purified from peripheral blood of 7 patients
with Sézary syndrome by flow cytometry, CD4" T cells from peripheral blood of 10 normal persons, Sézary syndrome-
derived cell line Hut78 and human acute T cell leukemia cell line Jurkat as controls. The mRNA and protein expressions
of GFI-1 were detected by qPCR and Western blotting, respectively. Then after interferon-a-2b (IFN-a2b) was used to
induce Hut78 cell apoptosis, the cell proliferation was measured by MTS, the mRNA expression of GFI-1, cell cycle-
dependent protein kinase inhibitor P21, tumor necrosis factor-related apoptosis-inducing ligand (TRAIL) and Caspase-3
was detected by gPCR, and the cell apoptosis was detected by flow cytometry. Results The expression of GFI-1 mRNA
in the SS cells was significantly higher than that in the Jurkat and CD4™ T cells (all P<<0. 05). The expression of GFI-1
protein in the SS cells and Hut78 cells was significantly higher than that in the Jurkat and CD4 " T cells (all P<C0. 05).
IFN-a2b significantly inhibited the proliferation of Hut78 cells, and the effect was concentration-dependent and

time-dependent. The mRNA expression of GFF1 in Hut78 cells was significantly decreased in a time-dependent manner
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at 12 h and 24 h treated with IFN-o2b, while the mRNA expressions of P21, TRAIL and Caspase-3 were significantly
increased (P<<0.05). The apoptosis of Hut78 cells was significantly increased at 12 h and 24 h treated with IFN-o2b

(P<C0. 05). Conclusion The expression of GFI-1 gene in peripheral blood SS cells of patients with Sézary syndrome is

increased and can be inhibited by IFN-a2b, indicating that GFI-1 gene may play an important regulatory role in tumor

proliferation of SS cells in patients with Sézary syndrome.
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Tab 1 Primer sequences of target genes

Gene Forward (5'-3") Reverse (5'-3")
GFIF1 GCC CTA CCC CTG TCA GTACTG T CAC CAG TGT GGA TGA AAG TGT GT
P21 GGC AGA CCA GCA TGA CAG ATT TTC CTG TGG GCG GAT TAG G
Caspase-3 GCA AAC CTC AGG GAA ACATT TTT TCA GGT CAA CAG GTC CA
TRAIL TGC AGT CTC TCT GTG TGG CTG TA TAC TTG TCC TGC ATC TGC TTC AG
GAPDH AAG ATC ATC AGC AAT GCC TCC TGG ACT GTG GTC ATG AGT CCT T

GFI-1: Growth factor independence 1; Caspase-3: Cysteinyl aspartate specific proteinase 3; TRAIL: Tumor necrosis factor-related

apoptosis-inducing ligand; GAPDH: Glyceraldehyde-3-phosphate dehydrogenase
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E 1 qPCR#&EMZHMMEH GFF1 mRNA HRIE
Fig1 Expression of GFI-1 mRNA in four groups by qPCR
GFI-1; Growth factor independence 1; GAPDH: Glyceraldehyde-3-
phosphate dehydrogenase; SS: Sézary cells. * P<C0. 05 vs normal T

cells; £ P<<0. 05 vs Jurkat cells. 75
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Fig 2 Expression of GFI-1 protein in four groups by Western blotting

GFI-1: Growth factor independence 1; GAPDH: Glyceraldehyde-3-phosphate dehydrogenase; SS: Sézary cells.

AP<C0. 05 vs Jurkat cells. n=3, %5
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Q?r | —¥ 10 000 UmL
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0.0 . ’ !
24 48 72
Time t/h

B3 MTS x4 IFN-02b X Hut78 20 i 1 58 i 2% i
Fig 3 Effect of IFN-a2b on proliferation
of Hut78 cells by MTS assay

* P<Z0. 05 vs normal T cells;
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Fig4 Effect of IFN-02b on mRNA expression of GFF1 and cell cycle inhibition-, apoptosis-associated genes in Hut78 cells by qPCR
IFN-a2b: Interferon-a-2b; GFI-1: Growth factor independence 1; GAPDH: Glyceraldehyde-3-phosphate dehydrogenase; Caspase-3: Cysteinyl
aspartate specific proteinase 3; P21: A cyclin-dependent kinase inhibitor; TRAIL:
*P<C0.05 vs 0 h, n=3, x=£s

Tumor necrosis factor-related apoptosis-inducing ligand.
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Fig 5 Effect of IFN-a2b on apoptosis of Hut78 cells by flow cytometry
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IFN-a2b: Interferon-o-2b. * P<C0.05 vs 0 h. n=3, x=%s
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