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ABSTRACT Objective: To investigate the renal protective effect of extracts from Rosa LaevigataMickx (RLM) on diabetic
nephropathy rats. Methods: After fed with a high-fat/high-sucrose/high-cholesterol diet, SD rats were administered STZ in a single dose
of 65mg/kg intraperitoneally (i.p.) to establish the diabetic nephropathy model, and then the diabetic nephropathy rats were randomly
selected and divided into two groups as follows: Diabetic nephropathy model group (DN), Diabetic nephropathy + Rosa LaevigataMickx.
group (DN + RLM, fed with extracts of RLM, 5 g/kg/d). And normal SD rats were into divided two groups as follows: normal control
group (NC), and normal control + Rosa LaevigataMichx. group (NC + RLM, fed with extracts of RLM, 5 g/kg/d). The fasting
blood-glucose (FBG), glycosylated haemoglobin(GHb), urine microalbumin and urinevolume in 24 h, blood urea nitrogen(BUN), serum
creatinine(Scr), total cholesterol(TC), triglyceride(TG) and the renal pathology change were measured in every group. Results: Compared
with the DN group, diabetic nephropathy rats which were treated with extracts of RLM, the disorder of FBG, GHb, urine microalbumin
and urine volume in 24h, dyslipidemia, renal dysfunction and the renal pathologicalchange were significantly ameliorated, and there was
no noticeable side effects of RLM on the rats. Conclusion: RLM is able to ameliorate the disorder of plasma blood glucose, dyslipidemia,
renal dysfunction and renal pathologicalchange, and has obvious renal protective effect on diabetic nephropathy rats.
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Fig.1 Changes of weight in every groups
FASEARGFETHUMLE, B FEHARIKRAIEHEEEETL, 5 NC ALLE:, *P <0.05;5 DN HE k%, 1P< 0.05,
Note: A: Changes of weight in every group rats, B: Comparison of D-value of weight in every groups rats* P<0.05, vs NC group; £P<0.05, vs DN group.
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Table 1 Comparison of kidney weight and kidney index in every group( xt s)

Group n Weight kidney weight kidney index (% 1000)
NC 10 447.6x 14.6 1.213£ 0.20 2.71+ 0.28
NC+RLM 10 446.3x 11.8 1.215% 0.18 2.72+ 0.32
DN 15 3452+ 12.6 * 2.081+ 0.27 * 6.03+ 0.63 *
DN+RLM 15 393.5+ 103 %, % 1.607+ 0.14 * 4.08+ 0.41 *, &

i£:5 NC @HLb%, *P<0.05; 5 DN AL %, $P<0.05,
Note: *P< 0.05, vs NC group; #P< 0.05, vs DN group.
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2 RAXRMABENZTH(mmol/L, xt s)
Table 2 Changes of FBS in every groups(mmol/L, xt s)

Group n 0 week 8 weeks 12 weeks 16 weeks 20 weeks 24 weeks
NC 10 6.18+ 0.62 6.09+ 0.94 6.17+ 0.91 6.24+ 0.12 6.31+ 0.17 6.39+ 0.97
NC+RLM 10 621+ 0.72 6.17+ 0.82 6.32+ 0.19 6.27+ 0.85 6.43% 0.16 6.69+ 0.76
DN 15 6.15+ 0.81 7.92+ 1.82 16.7 2.64* 21.54+ 4.18* 26.41% 3.69* 31.37+ 2.38*
DN+RLM 15 6.16% 0.69 7.88+ 1.59 11.83+ 1.48%  13.59+ 2.41* & 16.82+ 2.71*% & 19.64+ 1.42% %

i : 5 NC @tb#, *P<0.01; 5 DN A%, $P<0.05,
Note: *P<0.01, vs NC group; $P< 0.05, vs DN group.
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Fig.2 Comparison of GHDb in every groups
iE: 5 NC k%, *P <0.05; 5 DN @Btk %, £P< 0.05,
Note: *P< 0.05, vs NC group; $P<0.05, vs DN group.
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s 2 T 120 *
£ % * *t c 100 * *t
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Fig.3 Comparison of urine in 24 h in every group
E:A:24h RIGEAEA,B:24 h [RES NC ALb%,*P <0.01; 5 DN AE L%, £P< 0.05,
Note: A: Urine microalbumin in 24 h; B: Urine volume in 24 h*P<0.01, vs NC group; £P<0.05, vs DN group.
3 SAKRRBINEE. MASMZE (mmol/L, xt s)
Table 3 Changes of kidney functions and blood lipids in every groups rats(mmol/L, x* s)
Group n BUN Scr TC TG
NC 10 7.55+ 0.71 70.78% 11.54 2.54+ 0.16 0.81+ 0.27
NC+RLM 10 8.13+ 0.62 71.32+ 10.08 2.64+ 0.27 0.97+ 0.28
DN 15 17.49+ 2.71%* 158.71+ 14.83* 427+ 0.41* 1.82+ 0.24 *
DN+RLM 15 11.29% 1.75 *% 107.34+ 15.34 *,% 3.04+ 0.31 % 1.27+ 0.18%

#:5 NC #Lb%;, *P<0.01; 5 DN 4Lk %, 1P<0.05,
Note: *P< 0.01,vs NC group; £P< 0.05,vs DN group.
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4 KR BHARSFEWER(HE £8,PAS 6 )(x 40)
Fig.4 Observation of morphology with HE and PASdye in rat renal tissue( x 40)
7E:AHE 3tfa;B.PAS $#tfa,
Note: A: HEdye; B: PASdye.
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