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[Abstract] Objective To investigate the effects of omega-3 polyunsaturated fatty acids on neuronal ap-
optosis and autophagy after subarachnoid hemorrhage in rats. Methods Forty-eight male C57BL/6] mice were
randomly divided into 4 groups (n =12):sham operation group (Sham group),sham operation + omega-3
polyunsaturated fatty acid group (Sham + w-3 group), subarachnoid hemorrhage group (SAH group), sub-
arachnoid hemorrhage + omega-3 polyunsaturated fatty acid group (SAH + omega-3 group). An experimen-
tal subarachnoid hemorrhage (eSAH) model was established by an intravascular puncture. In the Sham group
and the Sham+ w-3 group,the nylon thread end was sent to the right internal carotid artery, but the arterial
wall was not punctured; the eSAH model was performed in the SAH group and the SAH + w-3 group. The
Sham -+ w-3 group and the SAH+ w-3 group were intraperitoneally injected with 30 mg/kg of omega-3 polyun-
saturated fatty acid immediately,12 h,24 h,36 h and 48 h after SAH. The protein expression of ATG-3,ATG-
7,Beclin-1,1.C3- I ,SIRT1,and Cleaved caspase-3 in the injured lateral cortex was detected by Western blot.
The apoptosis index was detected by TUNEL assays. Histochemical staining was used to determine the ex-
pression of SIRT1 in the cortex. Results Compared with the Sham group and the Sham+ -3 group,the Gar-
cia score of the SAH group was significantly decreased (P <C0. 05),and the expression of ATG-3, ATG-7,
LC3-1I and SIRT1 protein was increased (P <C0. 05) ,and the protein expression of Cleaved caspase -3 and the
apoptotic index were significantly elevated (P <C0. 05); compared with the SAH group, the Garcia score of
SAH+w-3 group was significantly improved (P <C0.05),ATG-3,ATG-7,LC3-1I ,SIRT1 protein expression
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were significantly augmented (P <C0. 05), the protein expression Cleaved caspase-3 and the apoptosis index

were significantly decreased (P <C0. 05). Conclusion Omega-3 polyunsaturated fatty acids attenuate apoptosis

and neurological damage after subarachnoid hemorrhage in rats by promoting autophagy activity.
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