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Current Status of Anti-obesity Agents
Ta-Jen Wu, Shu-Hwa Hsiao %
Department of Internal Medicine and Department of Pharmacy * ,
National Cheng Kung University Hospital

Obese individuals are at higher risk for developing hypertension, dyslipidemia,
type 2 diabetes mellitus, cardiovascular disease, stroke, osteoarthritis, gallstone and
some cancers. Non-pharmacological treatments, such as education, dietary therapy
and exercise, are recommended as initial steps in anti-obesity. Pharmacological
therapy has been anticipating for decades. However, most central anorexants, which
were associated with adverse effects such as hallucination, primary pulmonary
hypertension, and cardiac valvular disease, were withdrawn eventually.
Sibutramine, which is the only FDA approved central anorexant, is a combined
norepinepherine and serotonin re-uptake inhibitor. Clinical studies reveal to be
without primary pulmonary hypertension, and cardiac valvular disease. Known
adverse effects include constipation and a mild increase in systemic blood pressure.
Orlistat, which is an intestinal and pancreatic lipase inhibitor, blocks absorption of
dietary fat up to 30%. It has been approved by the FDA for treatment of obesity. Some
unpleasant adverse effects may limit its use. Both sibutramine and orlistat showed
beneficial effects on changes in obesity-associated risk factors, such as serum lipids,
glycemic control (in patients with type 2 diabetes) and fasting insulin concentration
etc. Further evidence-based studies are expected to elucidate their clinical roles.

Key words: anti-obesity agents, central anorexants, lipase inhibitors



