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Abstract
e AIM. To
candesartan( Can) for diabetic retinopathy(DR) in rats.

¢ METHODS. Of 45 male SD rats, 8 rats were obtained at
random as normal control group. The diabetic rat model
was built by tail vein injection of streptozotocin ( STZ).

investigate the effect and mechanism of

Except for 5 died or not successful model rats, successful
model rats were randomly divided into diabetes group,
Can treatment group, insulin treatment group, Can and
insulin treatment group. Per group had 8 rats. The plasma
Ang Il was determined by radioimmunoassay, and retinal
AT1R, NF-«kB protein expressions were measured by
immunohistochemistry.

¢ RESULTS: The plasma Ang Il increased in all groups.
Compared with diabetes group, insulin treatment group
decreased significantly, and Can treatment group increased
significantly. Normal control group had little AT1IR, NF-xB
protein expression. The expression of ATIR, NF-kB protein
levels increased significantly in diabetes group. It all
decreased in these treatment groups, and it decreased
significantly in Can and insulin treatment groups.

¢ CONCLUSION: Can can inhibit the combination of Ang I
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and AT1R, and it decreases the expression of ATIR, NF-xB
protein levels. Therefore, candesartan has protective effect
on DR.

e KEYWORDS: candesartan; diabetic retinopathy; rennin-
angiotensin system; Ang Il ; ATIR; NF-xB
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£1 KRmMHE Angll EERMMEE ATIR 71 NFKB EAF LT xXxs
el n Ang Il (ng/L) ATIR * 8%/ mm*>  NF-«kB * 4%/ mm>
NC 8 295 + 92! 10.6 +2.8" 5.9+1.8
DM 6 823 + 109 64.8 7.5 94.5+9.3
Can 7 1049 +232° 45.7 +5.5M 73.3 £10. 1"
ISN 6 618 +134* 47.3 +8.8M 66.2 +14.2"d
C+1 8 815 + 162 38.9+7.0" 55.8 £10.7"
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eSS T X DR &S A PR VR AR e b, R
AR R B 3835 Can XF DR AR

1 #HRFn &

1.1 8L BEIRAA % & (streptozotocin, STZ, Sigma ) , 4 25
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St & (e R TR AR A R AR ) ,ATIR £
e PR (R 8 A Y TRA RN A, NF-kB £ 7%
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MEIE7d 5, A5 12h, Aok, EEH KB 0. 1mol/L
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it 0. R SPSS 17. 0 Seit i fth k47 4b 38, 48
PRFYEL £ bRt (0 £ 5) 30K, Z AU R) LU ABCR FH 5
RE 200, AL W L8R LSD 415, P <0. 05
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J BIR T4 00 s 4sh 25 41 B 2 A 4N B B . DM 4 ] Dl e
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