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Warfarin-related Ephropathy
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[ Abstract ] Warfarin-related nephropathy is not a rare complication during treatment with warfarin. Although the concept has been pro-

posed for 15 years, the etiology is still not clear. Correspondingly there is lack of diagnostic criteria characterized by well sensitivity and spe-

cificity in clinical practice. The present study reviews the etiology, clinical manifestation, risk factors and prognosis of warfarin-related ne-

phropathy.
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Cardiovascular Involvement in Microscopic Polyangitis

WANG Han
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Chengdu 610031, Sichuan , China)

[ Abstract ] Microscopic polyangitis is a kind of systemic vasculltis, and mainly involved with small vessels. Previous studies had dem-

onstrated that it’ s rarely consistant with cardiovascular diseases. However, increasing studies found that there is not a relatively lower rate of

death in patients with microscopic polyangitis. Up to till, more studies should be need to confirm the prevalence, incidence, aetiology, path-

omechanism, diagnosis, and treatment in microscopic polyangitis with cardiovascular diseases.

[ Key words ] Microscopic polyangitis; Cardiovascular disease; Systemic vasculitis
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