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[ Abstract] Objective To study the effects of spleen tyrosine kinase (Syk) on high glucose-induced
apoptosis of H9¢2 myocardial cells and its mechanism. Methods The cultured H9¢2 myocardial cells were
divided into 5 groups: control group (5.5 mmol/L glucose, NG group), high glucose group (33 mmol/L
glucose, HG group) , Syk inhibitor with normal glucose group (5.5 mmol/L glucose + 1 wmol/L BAY, NG +
BAY group), Syk inhibitor with high glucose group (33 mmol/L glucose + 1 pmol/L BAY, HG + BAY
group) and osomotic control group (5.5 mmol/L glucose +27.5 mmol/L mannose, OC group). The protein
levels of phospho-Syk , cleaved-caspase-1, Bax, Bcl-2 were measured by Western blotting. The mRNA levels
of caspase-1, Bax, Bcl-2 were measured by reverse transcription PCR. Apoptosis of H9¢2 myocardial cells
was detected by flow cytometry. The cell viability were detected by MTT colorimetry. Results Compared
with NG group, the viability of H9¢2 myocardial cells was decreased (F =37.3, P <0.05) and the apopto-
sis rate was increased (F =46.5, P <0.05) in HG group. The apoptosis rate and viability in OC group and
NG +BAY group were not different (all P >0.05). Moreover, the protein levels of p-Syk, cleaved-caspase-1,
Bax were increased while the level of Bel-2 was decreased in HG group (F=8.4, 80.5, 7.6, 37.4, all
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P <0.05). The level of caspase-1, Bax mRNA were increased while the Bcl-2 mRNA was decreased
(F=130.7,17.8,7.18, all P<0.05) in HG group. Compared with HG group, the cell viability of H9¢2
cells was increased ( F=37.3, P<0.05) and the apoptosis rate was reduced in HG + BAY group

(F=46.5, P<0.05). At the same time, the protein levels of cleaved-caspase-1, Bax were decreased and
Bel-2 was increased (F=80.5, 7.6, 37.4, all P<0.05). The mRNA level of caspase-1, Bax were de-
creased while Bcl-2 mRNA level was decreaed ( F =130.7, 17.8, 7.18, all P<0.05) in HG + BAY

group. Conclusion Syk regulates high glucose-induced apoptosis of myocardial cells by regulating the ex-

pression of Bax and Bel-2.
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