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Progress in the pharmacological treatment of
primary biliary cirrhosis

[ Writers ] Zhang Fu - Kui

[ Abstract ]

The only established pharmacological therapy of primary biliary cirrhosis ( PBC ) is ursodeoxycholic acid

( UDCA ), which could potentially improve long — term prognosis of the patients at early stages. However,

alternative therapeutic approaches are urgently needed for patients responding insufficiently to UDCA, and

more clinical studies are needed to confirm the safety and efficacy of glucocorticoids ,immunosuppressants

and other medicines. Liver transplantation is the option for end-stage patients. This paper is to review the

progress in the pharmacological treatment of PBC.
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Advances in management of Takayasus arteritis

Takayasu's arteritis is a chronic nonspecific inflammatory involved the aorta,its main branches and the pul-

monary artery. lts pathogenesis is still unknown. In recent years,some advances have been made in diag-

nostic assessment and therapeutic approach of the disease. This article reviewed the advances and our

clinical experience in management of the disease.
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