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The population of Diabetes Mellitus in most countries, especially type2 diabetes, is increasing. It
has been estimated that diabetes will affect 220 million people by 2010. The American Diabetes
Associate (ADA) was slightly modified the clinical diagnosis to typel, type2 diabetes, and provided
extensive documents, references, scientific rationale, and recommendations for the treatment of
Diabetes in 1997. According to the Diabetic Control and Complications Trial (DCCT) in patients
with typel diabetes, demonstrated that, the value of tight glycemic control, plasma sugar and
glycosylated hemoglobin (HbA1c), in significance delaying the onset and slowing the progression
of serious long-term diabetic microvascular complications, including retinopathy, nephropathy by as
much as 63 percent. Lately the United Kingdom Prospective Diabetes Study (UKPDS)
demonstrated that, tight blood glucose control in patients with type2 diabetes, significantly reduces
the complications of diabetic eye and kidney damage. Mean while tight control of both blood
pressure and dyslipidemia significantly primary prevent the risks of death from macrovascular
events associated with diabetes, coronary heart disease, stroke and the other major blood vessels
damage. Recently, there are 4 new insulin analogs developed via recombinant DNA technology,
are marketing. The rapid-acting insulin preparations, insulin lispro, insulin aspart, and long-acting
insulin preparations, insulin glargine, insulin detemir are available for clinical use. Results from a
recent comparative study indicate that insulin glargine or insulin detemir plus oral therapy may
provide better post-dinner glucose control as well as less symptomatic and nocturnal hypoglycemia
than oral therapy combined with NPH insulin in patients with type2 diabetes. There are also other
kinds of insulin preparations developed, including pills, patches, and puffs slowly making their way
down the pipeline. There are 6 classes of oral antidiabetic agents available for clinical use,
including sulfonylureas, meglitinide derivatives, D-phenylalanine derivatives, a-glucosidase
inhibitor, biguanide, and thiazolidinedione derivatives. Even though thiazolidinedione derivatives
have shown some serious side effects of hepatoxicity, the development of thiazolidinedione
derivatives is an important researching area for oral antidiabetic agent in future. (J Intern Med
Taiwan 2003; 14: 215-223)



