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Losartan in preventing chronic allograft nephropathy

WANG Ping-xian, ZHANG Gen-fu, HUANG Chi-bing, FAN Ming-qi, FENG Jia-yu, FANG Zhen-giang, XIAO Ya,
JIA Wei-sheng ( Renal Diseases Research Center, Department of Urinary Surgery, Xingiao Hospital, Third Military Medical University,
Chongqing 400037, China)

Abstract; Objective To observe whether losartan, a specific angiotensin [ receptor blocker, plays a
role in preventing allograft from falling chronic allograft nephropathy ( CAN) in renal transplant recipients.
Methods  From January 1 of 2000 to October 31 of 2001, 36 renal transplant recipients whose urine TGF-,
concentration were higher than 250. 0 pg/mg with normal renal function began angiotensin converting enzyme in-
hibitor ( Losartan) therapy one year after surgery, serving as Group A. PFach patient in Group A took 50 mg
losartan everyday for at least one year. Thirty-one recipients who never received angiotensin converting enzyme
inhibitor were studied as Group B in the same way. Side effects for taking Losartan were investigated in all pa-
tients of Group A. The values of TGF-B, mRNA expression in renal grafts were compared between before and 1
year after Losartan therapy in Group A. In three years alter initiation of Losartan, renal function and blood and
urine TGF-B, concentrations were compared between two groups. Results Cer decreased faster in Group B
than Group A. Three years later, Cer had decreased by (5.1 £4.6) ml/min and there were 3 recepients with
CAN in Group A, but Group B had decreased by (13.2 £9.7) ml/min in Cer and 11 recepients with CAN.
There were significantly more loss of renal function and more CAN cases in Group B than Group A. Urine TGI-
B, concentrations were (327.0 +45.6) and (511.9 +50.8) pg/mg in Groups A and B respectively in 3 years
after initiation of Losartan therapy. The values of blood TGF-B, concentration did not reveal any significant
difference between two groups. One year after Losartan therapy TGF-B, mRNA expression in Group A signifi-
cantly decreased from (1.52 £0.33) to (0.96 £0.25). No side effects were noted in all patients who had
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taken Losartan. Conclusion

through reducing TGF-B, secretion in the kidney.

Losartan can prevent chronic allograft nephropathy in renal transplant recipients
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