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Src kinase inhibitor PP2 protects rat astrocytes from hypoxia/reoxygenation injury in vitro
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Abstract: Objective To investigate the effect of Src kinase inhibitor PP2 on hypoxia/reoxygenation (H/R) injury in rat astrocytes
in vitro. Methods In vitro cultured rat astrocytes were exposed to hypoxia for 8 h followed by reoxygenation for 24 h with or
without pretreatment with PP2 (10 pmol/L) for 24 h before H/R injury. MTT assay and flow cytometry were used to detect the
viability and apoptosis of the exposed astrocytes, respectively, and the protein expressions of Src, Bax, and Bcl-2 in the cells
were determined using Western blotting. Results PP2 pretreatment significantly increased the viability and decreased the
apoptosis rate of rat astrocytes exposed to H/R injury (P<0.01). Western blotting showed that H/R injury caused increased
expression of Src kinase, which was lowered by PP2 pretreatment. The ratio of Bax/bcl-2 in the astrocytes increased after H/R
injury, and was significantly decreased by PP2 pretreatment (P<0.01). Conclusion PP2 protects rat astrocytes from H/R injury
possibly by inhibiting the expression of Src kinase and activating the anti-apoptotic mechanisms in the cells.
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Fig.1 Immunofluorescence staining of cultured rat astrocytes. A: Immunofluorescence
staining of GFAP; B: DAPI staining of the nuclei.
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Fig.2 Effect of PP2 pretreatment for 24 h on the viability
of cultured astrocytes (n=3). **P<0.01 vs 0 umol/L PP2

group.
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Fig.3 Effect of PP2 on survival of the astrocytes exposed

to hypoxia/reoxygenation (H/R). Bars represent Mean+SD
(n=3). **P<0.01 vs control group; “P<0.01 vs H/R group.
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Fig.4 Effect of PP2 on expression of Src kinase in astrocytes

PP2+H/R

exposed to hypoxia/reoxygenation (H/R). Bars represent
Mean=+SD (n=3). **P<0.01 vs control group. “P<0.01 vs H/R

group.
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Fig.5 Effect of PP2 on apoptosis of astrocytes exposed to hypoxia/reoxygenation. A: Control group; B: H/R group; C:

PP2+H/R group.
Control H/R PP2+H/R
Bax /i w et

— | —
D —

Bcl-2

~

**x

i

Scanning density of Bax/bcl-2
normalized to conrtol
N

o

Control H/R PP2+H/R

B 6 PP2xtE A R4l ARER F/E /R % H Bax/Bcl-2
IR
Fig.6 Effect of PP2 on Bax/Bcl-2 ratio in astrocytes

exposed to hypoxia/reoxygenation. Bars represent Mean+
SD (n=3). **P<0.01 vs control group; “P<0.01 vs H/R

group.
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