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Effect of penicillin on activity and function of peripheral platelet in mice
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Abstract: Objective To investigate the effects of penicillin on activity, longevity and adhesion-related functions of platelet.
Methods Peripheral platelets of C57BL/6J mice were isolated. Platelets were treated with 10, 50, 100, 500, 1 000, 5 000 U/mL
penicillin for 24 h. MTT was used to detect platelet activity and IC;, values were calculated. The study was divided into control
group and penicillin group. The contents of protein kinase A (PKA), B-thromboglobulin (3-TG), superoxide dismutase 2 (SOD2),
Platelet factor 4 (PF4) and platelet endothelial cell adhesion molecule-1 (PECAM-1) in platelets were detected by ELISA. Results
With the increase of penicillin concentration, the number of platelets decreased gradually, and the platelet survival rate gradually
decreased. The calculated IC;, value is 985.68 U/mL. Compared with the control group, the contents of PKA, $-TG, SOD2, PF4 and
PECAM-1 in the penicillin group were significantly lower, and the difference was statistically significant (P < 0.05). Conclusion
Penicillin may significantly reduce platelet survival rate, platelet activity and aggregation function by reducing the contents of PKA,
SOD2, §-TG, PF4 and PECAM-1 in platelets.
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Fig. 1 Effect of penicillin in different concentrations on
platelet activity (z+s,n=3)
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Table 1 Effects of penicillin on the contents of platelet
PKA and SOD2 (xts,n=3)
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Fig.2 Effect of penicillin on contents of platelet PECAM-
1 detected by ELISA (zs,n=3)
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