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Abstract Objective To study the expression of TGF — B1 and CTGF and the prevention effects of leflunomide in diabetic nephrop-
athy rats,and to study the mechanism of curing DN of leflunomide. Methods Thirty — six male Wistar rats were randomly divided into
three groups : control group,diabetic model group, diabetes treated with leflunomide group. After being removed the right renal of rats, dia-
betic model was created by injecting STZ (40mg/kg) , while control group received identical volum of citrate buffer solution. When the
model was established,rats in the leflunomide — treated group were daily garvage of leflunomide (5mg/kg). The same capacity saline was
given to control group and diabetic model group. 24 — hour urine volume and 24 — hour urine protein were determined after eight and
twelve weeks,as well as serum creatinine and urea nitrogen. The kidney sections were studied for pathological changes with light microsco-
py. The expression of TGF — B1 and CTGF was determined by immunohistochemistry respectively. Results ~ With the course extending,
immunohistochemistry analysis showed that the expression of TGF — g1 and CTGF increased significantly in DN group,as compared with

control group,while TGF - 81 and CTGF reduced in diabetes treated with leflunomide group (P <0.05 ). Conclusion TGF — 1 and

CTGF may play a key role in the progression of DN. It is probably that leflunomide inhibites renal injury of diabetic rats.
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A Study of Nutrition Risk Screening and the Rate of Nutritional Therapy in Hospitalized Patients. Cao Xiang, Cai Donglian, Zhang
Yuzhen , Zhou Jinhua. Changhai Hospital ,SMMU, Shanghai 200433, China

Abstract Objective Based on the result of evaluating the nutritional state of in — patients using the methodologies of European Nu-
tritional Risk Screening 2002 ( NRS 2002) ,we judged the rationality of nutritional therapy, and the rate of accepting nutritional therapy in
hospital patients. Methods Totally 3567 inpatients consisted with the requirement of NRS2002 were investigated nutritional state and the
situation of nutritional therapy within 2 weeks in hospital. Except BMI used as the standard of China, all the other methods were from
NRS2002. Nutritional therapy included parenteral and enteral nutrition. Results In all objects, 834 patients’ number score was =3
(23.39% ) , and 256 got nuiritional therapy among them (30.70% ). The number of accepting nutritional therapy was 661(18.53% ),
and only 38.73% of them had a patient number score=3. Conclusion NRS2002 is a good method to evaluate the nutritional state of in
patients. The nutritional therapy should be on the basis of patient’ s nutritional state, but there isn’ t one specification in clinical nutrition
— support. Many malnourished patients were ignored, while a lot of nutritional therapies were not suitable. Now one of method to solve

this question is to set up Nutrition Support Team(NST).
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