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Cholinesterase inhibitors for the treatment of dementia

[ Writers] Sun Hong-ji Xie Heng-ge

[ Abstract] Cholinesterase inhibitor has been the main kind of drugs to treat dementias for almost twenty years. While re-

searchers throughout the world have been developing new kinds of drugs against dementias,they haven't yet

achieved significant clinical breakthroughs up to date. And donepezil, rivastigmine, galantamine ,as well as hu-

perzine A are the reprentative drugs of cholinesterase inhibitors. By means of analyzing literatures,we sum-

marize the clinical research developments of these four cholinesterase inhibitors “treatments in Alzheimer’s

disease, Vascular dementia, Dementia with Lewy bodies and Parkinson’s disease dementia to provide refer-

ences of their clinical use.
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No increase in risk of cancer with angiotensin
receptor blockers

[ Writers] Zhang Yong-zhen Song Rui Cui Ming

[ Abstract] A partial meta — analysis has suggested a potential link between the use of angiotensin receptor blockers

( ARBs) and an increased risk of cancer. Recently, FDA review and several subsequent published studies

( two meta —analyses generally similar to the FDA analysis,two observational cohort studies,and one regis-

tered study ) failed to confirm the alarming findings of the first. The FDA has concluded that treatment with an

ARBs medication does not increase a patient’s risk of developing cancer. The present article states that the

benefits derived from the use of ARBs outweigh the potential risks ,and that the use of these drugs should be

maintained according to present indications. The potential mechanisms, the biological plausibility ,and the clin-

ical evidence that rule out such hypotheses are discussed here.
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