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[ Abstract |

Acute coronary syndromes( ACS) are a common emergency of coronary heart disease, inflamma-

tion plays a key role in atherosclerosis. 3-hydroxy-3-methylglutary coenzyme A reductase inhibits statins has been

widely used in the primary and secondary prevention of coronary heart disease. Accumulating evidence has revealed
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that statins have a significant anti-inflammatory effect. This paper briefly reviewed the research progress on the anti-in-

flammatory mechanism of statins in ACS.
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[ Abstract |

New-type drugs keep a close and complicated relationship with HIV/AIDS, New-type drugs can

increase the risk of HIV infection by reducing the function of the immune system, and it can promote HIV replication.

It also has effects on clinical manifestations,

serologic testing results and therapeutic responses of HIV/AIDS.

This

paper reviewed the association between new-type drugs and HIV/AIDS.
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