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Protective effects of total flavonoids from Engelhardtia roxburghiana on aorta in-
jury in rats with type 2 diabetes and complication of atherosclerosis

WEI Jie, LI Yan-jing®, CHEN Xiao-jun, = HUANG Qiu-yan
( Guangxi Key Laboratory of Traditional Chinese Medicine Quality Standards, Guangxi Institute of Chinese Medicine & Pharmaceutical Science, Nanning
530022, China)

ABSTRACT : AIM To investigate the protective effects of total flavonoids from Engelhardtia roxburghiana Wall.
(TFER) on aorta injury in rats with type 2 diabetes and complication of atherosclerosis. METHODS  GK rats fed
with high fat diet were intraperitoneally injected with N-nitro-L-arginine-methyl ester hydrochloride (5 mg/kg) to
induce atherosclerosis, which were then randomly divided into five groups, model group, metformin group, atorvas-
tatin group, high-dose TFER group and low-dose TFER group, Wistar rats were taken as normal control group. The
rats in the various groups ( except for the model group and the normal control group) were given 8-week intragastri-
cal administration of metformin (150 mg/kg) , atorvastatin (10 mg/kg) , TFER (500, 250 mg/kg) , respectively,
after which fasting blood glucose, HDL, LDL, TG, TC levels were measured. Then the effect of TFER on diastolic
and systolic function of isolated thoracic aorta was evaluated by isolated vascular perfusion method, the pathologic
changes of thoracic aorta were observed by HE staining and Masson staining, and the mRNA expressions of NF-kB
p65 and ICAM-1 in thoracic aorta were detected by real time-PCR. RESULTS TFER decreased fasting blood
glucose, LDL, TG, TC levels, inhibited aorta contraction induced by norepinephrine, improved aorta injury, and
down-regulated the mRNA expressions of NF-xB p65 and ICAM-1. All the differences had statistical significances
(P<0.05, P<0.01). CONCLUSION TFER can exhibit protective effects on aorta injury in rats with type 2
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diabetes and complication of atherosclerosis by inhibiting aorta contraction and NF-kB signal pathway, and decrea-

sing expressions of inflammatory factors.
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T BE AR B A 10% | IE B 1% | g AR ER
0.2% . XGEEH 5% | WAL AMEE 0.07% | ¥ 38 1
HH83.73% , h)TPUTPEL NS BE A . A SRR
PR¥FAE 20 ~25 °C, MIXHBEETE 55% L4, i A
MoK, A H 12 h #FTBRIEA

1.2 X%  #HA Engelhardtia roxburghiana Wall.
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Tab.2 Effect of TFER on blood lipid of rats (x +s, n =8)
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1 XRMESEK HE £ (200 x )
Fig.1 HE staining of thoracic aortas of rats (200 x )
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Fig.2 Masson staining of thoracic aortas of rats (200 x )
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Fig.3 Effects of TFER on NF-kB p65, ICAM-1 mRNA

expressions in rats
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Fig. 4 Effect of TFER on aorta contraction of rats
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Effects of Baoyuan Paidu Pills on the expressions of TGF-g1, Smad3 and Smad7
in rats with unilateral ureteral obstruction

WANG Shen-ju, ZHANG Ling, ZHU Mei-feng, = TANG Li-jun, ZHENG Hong-xiang, = CHEN Dai"
( Changzhou TCM Hospital Affiliated to Nanjing University of Chinese Medicine, Changzhou 213000, China)

ABSTRACT: AIM To investigate the effects of Baoyuan Paidu Pills ( BPP) on the expressions of TGF-B1,
Smad3 and Smad7 in rats with unilateral ureteral obstruction (UUO). METHODS Forty-eight rats were random-
ly divided into six groups, sham-operation group, UUO group, irbesatan group, high-dose BPP group, medium-
dose BPP group, low-dose BPP group, with eight rats in each group. The rats in the sham-operation group and
UUO group were intragastrically administrated with normal saline, which in the other groups were intragastrically
administrated with corresponding drugs for fourteen days. The pathological changes of renal tissue were observed by
Masson staining after 24 h of last intragastric administration. The protein and mRNA expressions of TGF-B1,
Smad3 and Smad7 were detected by Western blot and RT-PCR, respectively. RESULTS The various BPP dose
groups and irbesatan group displayed their superiority to the UUO group in terms of significantly reduced renal fibro-

sis degree (P <0.01), significantly decreased expressions of TGF-B1 and Smad3 (P <0.05), and significantly
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