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Editorial
New-onset diabetes after transplantation (NODAT) is one of the most common complications 

following kidney transplantation. It is known that the risk of diabetes is increased following kidney 
transplantation. Several studies have shown that the most important risk factors of NODAT 
are immunosuppressive drugs, family history, body weight, and body mass index (BMI) of 
the recipient also have their role. Several clinical studies evaluated the diabetogenic effect of the 
immunosuppressive drugs calcineurin inhibitor (cyclosporine-A, tacrolimus) [1-3].

The cardiovascular risk of kidney transplant patients may be decreased, and the long-term 
survival of the graft may be increased by the timely recognition and treatment of diabetes. Thorough 
risk assessment should have an important role in choosing the immunosuppressive therapy [4-
6]. If the risk of diabetes is already high before the transplantation, we should avoid the use of 
tacrolimus. The exact mechanism of calcineurin inhibitor induced toxicity to β cell is unknown. 
The diabetogenic effect of tacrolimus may be reversible, as evidenced by observations that impaired 
insulin secretion was reversed 3 days after tacrolimus discontinuation, and insulin secretion 
improved after the reduction of tacrolimus through blood concentration.

Treatments of diabetes mellitus are primarily lifestyle modifications, but if adequate glycemic 
control is failed to be achieved, medical intervention is recommended because it is shown to reduce 
the risk for developing diabetic complications, it is recommended to quit smoking, decrease alcohol 
consumption, increase physical activity and reach the ideal body weight [3,4,7-9]. Later, in case of a 
worsening glucose metabolism, a reduction in the dose of the calcineurin inhibitor and even a switch 
to a calcineurin inhibitor-free combination may be considered. Orally administered agents can be 
used either alone or in combination with other oral agents or insulin. Although oral hypoglycemic 
agents may be effective in many patients with corticosteroids, cyclosporine-A or tacrlimus - induced 
NODAT, insulin therapy may ultimately be necessary in up to 25% of the patients, particularly in 
the early post-transplant period [10-13]. Metform in is the preferred agent for overweight patients; 
its use should be avoided with impaired allograft function due to the possibility of lactic acidosis. 
Care should also be taken when sulfonylurea derivatives are prescribed to patients with impaired 
allograft function or to elderly patients due to increased risk of hypoglycemia [5,7,8,14]. The “non-
sulfonylureas” meglitinides are insulin secretagogues with a mechanism of action similar to that of 
the sulfonylureas [15]. Nonetheless, they have a more rapid onset and shorter duration of action and 
seemingly lower risks of hypoglycemia and the amount of weight gain is lower. Thiazolidinedione 
derivatives are insulin sensitizers that may allow for a reduction in insulin requirement. The incidence 
of peripheral edema is increased when thiazolidinedione derivatives are used in combination with 
insulin. The success of treatment of diabetes is enhanced by frequent contact between the patients 
and their physicians. If the target values cannot be achieved, blood glucose levels should be set with 
the help of a consultant internist.

Follow-up can occur at the clinic of the transplantation center by the community nephrologist 
and diabetologist with experience in the care of transplant recipients. We are not only able to 
preserve the allograft function, but we may also increase the survival of the patients.
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