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Effects of Jiejufushenning on advanced glycation end products in serum
and expression of receptor for advanced glycation end products in kidney

in diabetic rats
CHEN An—feng,et al
(Department of Integrated Traditional Chinese and Western Medicine ,the First Affiliated Hospital,
Chongqing Medical University)

[Abstract] Objective:To investigate the effects of Jiejufushenning on advanced glycation end products(AGEs)in serum and expression
of receptor for advanced glycation end productstRAGE) in kidney in diabetic rats Methods:Diabetic SD rats were induced by injection
of streptozotocin,then the diabetic rats were randomly divided into four groups:diabetic control group(group B),Jiejufushenning
group (group C),aminoguanidine group(group D), Jiejufushenning and aminoguanidine group(group E),age-matched normal SD rats
served as normal control group(group A).After 12 weeks of treatment by corresponding intervention,blood glucose,renal function,
the quantitation of urine protein of 24 hours(24hPro)and urine creatinine were determined by the normal methods.The levels
of AGEs in serum were determined by fluorospectrophotometry,and the expressions of RAGE in kidney were determined by
immunchistochemical methods. Results:The levels of blood glucose,urea nitrogen(BUN),serum creatinine(Scr)and 24hPro in rats
of group C,group D and group E were obviously lower than those of group B,but higher than those of group A;The levels of
urine creatinine of group C,D and E were obviously higher than that of group B(P<0.05),but lower than those of group Aj;the
levels of AGEs in serum and expressions of RAGE in kidney in group C,group D and group E were obviously lower than
those of group B,and the level of group D was lower than that of group C,and the level of group E was the lowest,but still
higher than that of group A. Comnclusion:Similar to AG,JJFSN has effect on inhibiting the action of proteinum unenzyme
glycosylation, decreasing the production of AGEs in serum and the expression of RAGE in kidney and decreasing blood
glucose, 24hPro, BUN and Scr; Combination of JJFSN and AG have a significantly cooperated action,
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R, MZRE MR, DAB BAKN &R AU LEAF
#BAE,
1.3 HpARA 5 540

R SD AR 75 RGBSR 1 BG , FVLER 8
FURIER I, B4 67 ARREER 120 5, — M E BT
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FESR 12h, MEKRIKERN FBG /5, 10%/K 5 RBBBE T
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i/ DAB B 58, IR E 4, T 5 S RIBT E] , 297F30min,
FEKBE% (M0OFAREE SR Bk EH i, R,
FEEATM S 2 AR A R | B 7E 2 A TR
P 5 BT x 400), 3 ARG AR S, &
PR AT B -2 e
1.8 &itFaE

SIREHRR I « P22 (5 £ 5) 7R, SHHTR A SPSS10.
0 B4 HT ik, ANOVA 2387, HAELA R R L o

2.1 BAXKR—MHFEILILE

IEEMBHA A)ARRERL, BOENAE, R
R R RN, DM ERIZE (B 4 ) KBl Sl
BER YUK LIRER I, A E W B wEEEH DM
“ZZ—DTRER, BAKEEOLE  HHE LD, B 2
HARHBIANE, 1 AR EREE, 1 AsLis
WAETFET-. 5 B A KR LS, JIFSN 4 (C 4 ) kK
“=H—TIERIA B AE  RE A BTN AG 4(D
AORBREBRLF, BEOSNE, REI; JIFSN+AG
ZH(E ) KRBRE®R C AREME, R D AKRRL
R 2R . $# JIFSN f1 AG HREAE —E R L&
# DM fEAR. C HKREBRPET 1 R, E HARE
BEFET- 1 R,
2.2 &4 KR FBG.24hPro & & JKILEF LA

W 1ML 1 7T, B 4 AR FBG 24hPro £ ,
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FFF &) AGEs MR B A EHGEAE X, JJFSN
JEIAIT DN I BT RN IR 18T, B AR |
NE EX 12 B8 . Z28% B KPHHEM
B, BARAFHRA Ao, EH TS
B IR IR AL DN A93697 . IR SEPIRIESE , ]
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Na*—K*—ATP EEEHREAR, R AR A1E RS, B
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