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The correlation study of the glycogene ST8SIA4 in the multidrug resistance of human chronic myeloid leukemia
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[Abstract] Objective
lines KCL22 and adriamycin resistant cell lines KCL22/ADR, peripheral blood mononuclear cells (PBMC) of CML patients, to clar-
ify the correlation of ST8SIA4 and multidrug resistance of CML. Methods Using real-time PCR and Western blot for quantification
of ST8SIA4,we compared the differential expression of ST8SIA4 in CML cell lines and PBMC of CML patients. The differentially
ST8SIA4 was
differentially expressed in CML cell lines and PBMC of CML patients(P<C0. 05). The altered level of ST8SIA4 was increased drug-

To investigate the differential expression of ST8SIA4 in the both chronic myeloid leukemia(CML) cell

expressed ST8SIA4 gene was silenced,and the chemosensitivity to anti-tumor drugs was analyzed in vitro. Results

resistant phenotype of KCL22/ADR cells both in vitro and in vivo(P<C0. 05). Conclusion

The expression of ST8SIA4 was different

in CML cell lines and PBMC of CML patients, these characteristic alterations were associated with multidrug resistance in CML.
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x®1 RT-PCR #3% 6 # B9 & E K GAPDH M54 /5 51

HH ElkZLZl 1% (bp)
ST8SIAL 5'-TAC TCT CTC TTC CCA CAG G-3';5'-GAC AAA GGA GGG AGA TTG C-3' 149
ST8SIA2 5'-GTG GTC TTC CTC ATC TTC G-3';5-GAG GAG CCG TTT ATT ACA AC-3’ 140
ST8SIA3 5'-ATT CTC TCA CCC AGG AAC TC-3';5-CAA TCC GAA CAC TAT TCT TG-3' 141
ST8SIA4 5'-CAA GAA CTG AGG AGC ACC-3";5'-TTT CCA ACC TTC TAC ATT GTG-3' 140
ST8SIAS 5'-CCT TTG CCT TGG TGA CCT-3";5-CAT GGA CAG CAC CTT CAC T-3' 152
ST8SIAG 5'-CGG CAA GCA GAA GAA TAT G-3';5'-GCT TTC CAC CTC GTA ACT C-3' 126
GAPDH 5'-CTC CCT CCA CCT TTG ACG CTG-3';5'-TCC TCT TGT GCT CTT GCT GG-3' 175
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A:RT-PCR %5 ;B: Western blot 455,
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%2  ST8SIA4 £ CML EEIRARMERILATE

b (T£5)
X mRNA 53K (X 10°)
A P
CML CML/MDR
ST8SIAL 23,2841, 92 24,062, 76 0.181
ST8SIA2 0.06-0.03 0.05+0.02 0.083
ST8SIA3 0.03+£0.02 0.04=2£0.03 0.108
ST8SIA4 23,8744, 82 38,6545, 34 0. 001
ST8SIAS 16.9742.51 18.0144.18 0.214
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