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[Abstract] Objective To study the protective effect of active peptide GRGDS on rat nerve cells (PC12 cells) in oxygen
glucose deprivation (OGD) injury model and explore its mechanism of action. Methods PC12 cells were divided into control
group, ODG group, and active peptide GRGDS treatment group. The injury model was established by simulating in vitro cerebral
ischemia by oxygen and sugar deprivation. MTT and flow cytometry were used to detect apoptosis after oxygen-glucose
deprivation. ELISA method was used to detect the changes of inflammatory factors TNF-a and IL-1p in PC12 cell supernatant after
oxygen-glucose deprivation. Western blot was used to detect the expression of apoptosis pathway-related proteins. Results The
results of MTT and flow cytometry showed that the active peptide GRGDS significantly reduced the apoptosis of PC12 cells after
oxygen glucose deprivation (P<0.05). ELISA test results showed that the active peptide GRGDS significantly reduced the content of
TNF-a and IL-1f in the supernatant of PC12 cells after oxygen-glucose deprivation. (P<0.05). Western blot results showed that the
active peptide GRGDS significantly reduced the expression levels of p-JNK, Bax, and cleaved caspase 3 in PC12 cells mediated by
oxygen-glucose deprivation injury (P <0.01). Conclusion The active peptide GRGDS has protective effect on PC12 cells damaged
by oxygen and glucose deprivation. The mechanism may be related to anti-apoptotic and anti-inflammatory effects.
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LA A B fL 20 ul 42 i i 45 7Y 0.5%MTT % i
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2 rp B SR A N A T 1 2 Ik GRGDS 4h B (1)
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DMEM ¥i571, 37 °C fEIRBEFRA A 1 h, 64
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A.TNF-o &; BIL-1B & &
"P<0.01, 5% 2 LA #P<0.01, 5 OGD 41 bk

YA I IL-1B A7 54 (35.99+2.25) pg/ml,
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5 OGD b#, 45 7ifitEZ ik GRGDS 0.01 pg/ml 5
v B A P A 4 AR VR IL-1B B R S R
fi%, }(21.84+1.18)pg/ml(P<0.01, [¥] 3B).
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A B
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cleaved caspase 3 & 054 —
Caspase 3 === e== ==
B-actin e — — 0 .
&‘4&’ OGQ @Q%
F &

& 4

0.01 pg/ml 71 &3 B AL S, ] BH 5 B A S0 21 25
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FI B K 0.01 pg/ml I 2590V FHRBCR fefE o ik
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Bel-2 (A, TNF-o 78 Kk & B i Fe i & 54
NATFRIVER, &% 2 5RRIMNAE 538 1, s E
IV 411 o 28 J T A L, AR E P R R W = A, JF
A sh i A PR T B At T R TL-1B PR —
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