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Effects of Cuscutae Semen Flavonoids on Inflammatory Response of Brain Tissue in Rats with Cerebral Isch-
emia-reperfusion Injury

YANG Di, WANG Gui-min, ZHAI Hong-ying(Dept. of TCM, The First Affiliated Hospital of Liaoning Medical
University, Liaoning Jinzhou 121001, China)

ABSTRACT OBIECTIVE: To study the effects of Cuscutae Semen flavonoids on inflammatory response of brain tissue in rats
with cerebral ischemia-reperfusion injury. METHODS: Cerebral ischemia-reperfusion injury model of middle cerebral artery occlu-
sion was induced by thread occlusion method of internal carotid. Model rats were divided into sham operation group (constant vol-
ume of normal saline), model group (constant volume of normal saline), Nimodipine group (12 mg/kg) group and Cuscutae Se-
men flavonoids high-dose and low-dose groups (100, 50 mg/kg). Neurological deficits score was conducted at the end of reperfu-
sion; immunohistochemical staining and Western Blotting assay were used to determine the expression of TNF-a, IL-10 and
ICAM-1 in brain tissue of rats. RESULTS: Compared with sham operation group, neurological deficits of rats were improved signif-
icantly in model group, and the expressions of TNF-a, IL-1B and ICAM-1 in cerebral tissue increased significantly (P<<0.01) ;
compared with model group, neurological deficits of rats were improved significantly in Cuscutae Semen flavonoids high-dose and
low-dose groups, while the expressions of TNF-o,, IL-1B and ICAM-1 decreased significantly (P<<0.01). CONCLUSION: Cuscutae
Semen flavonoids have a protective effect on cerebral ischemia-reperfusion injury, and its mechanism may be related to inhibition
of inflammatory cytokine secretion and expression and reduce the inflammation of brain tissue.
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Tab 1 Score of neurological deficits in rats

43 i, mg/kg WARE AR
BFAA 0

R 32403
FHTEBIA R 50 24504

KA TEBR AR 100 1805
JeFs T4 12 17404

SHEFARA A P<0.01; SHERIZ HE " P<<0.01

vs. sham-operation group: “P<<0.01; vs.model group:"P<<0.01
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Tab 2 Positive expression of TNF-a in cerebral cortex of rats

(xts, n=10)
it & mg/kg JRIE(E
BFAA 19643 £5.40
ikl 180.52+3.41°
A THETIA R4 50 185.88:+3.56°
U TR AR 100 189.98+2.78°
Je s 4 12 190.03+2.65°

ST A P<0.01; SHIRIZ] A 'P<<0.01
vs. sham-operation group: “P<<0.01; vs.model group:'P<<0.01
3 KERKHE P IL-1BRIFRMERIE (x £ 5, n=10)

Tab 3 Positive expression of IL-1p in cerebral cortex of rats
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ST ARA A " P<<0.01; SHERIH LA 'P<0.01
vs. sham-operation group: “P<<0.01; vs.model group:"P<<0.01
F4 KRXBEFRF ICAM-1FRERIE (x5, n=10)
Tab 4 Positive expression of ICAM-1 in cerebral cortex of
rats(¥+s, n=10)
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KA THETI R 50 134584356
KA THETR AR 100 152.7842.78°
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ST LA P<<0.01; SERLL LA " P<<0.01
vs. sham-operation group: “P<<0.01; vs.model group:'P<<0.01
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Fig 1 Positive expression of TNF-ain cerebral cortex of rats
(400x)

A.sham operation group; B.model group; C.Cuscutac Semen flavonoids
low-dose group; D. Cuscutae Semen flavonoids high-dose group; E.
nimodipine group
3.3 Western Blot i% # il X & X B Bz it §* TNF-a . IL-1B .

ICAM-1 ZBHFRIE
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Fig 2 Positive expression of IL-1Bin cerebral cortex of rats
(400%)
A.sham operation; B.model group; C.Cuscutac Semen flavonoids
low-dose group; D.Cuscutac Semen flavonoids high-dose group; E.ni-
modipine group

l | l
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Fig 3 Positive expression of ICAM-1 in cerebral cortex of
rats (400x)

A.sham operation; B.model group; C.Cuscutae Semen flavonoids

low-dose group; D.Cuscutae Semen flavonoids high-dose group; E.ni-
modipine group
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Tab 5 Protein expression of TNF-a, IL-1p and ICAM-1 in

cerebral cortex of rats(¥+s, n=10)
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ST ARE L P<0.01; SR HAL . P<0.01
vs. sham-operation group: “P<<0.01; vs.model group:*P<<0.01
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Fig 4 Protein expression of TNF-a, IL-1p and ICAM-1 in
cerebral cortex of rats
1.sham-operation; 2.model group; 3.Cuscutae Semen flavonoids low-
dose group; 4.Cuscutaec Semen flavonoids high-dose group; 5. nimodip-

ine group
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Prevention and Treatment Effects of Astaragali Radix and Angelica sinensis Decoction on Acute Renal Injury
in Rats

WANG Xin-wen, YANG Kang-qun(Huai’an First Hospital of Nanjing Medical University, Jiangsu Huai’ an
223300, China)

ABSTRACT OBJECTIVE: To study prevetion and treatment effects of Astaragali Radix and Angelica sinensis decoction on acute
renal injury in rats and its mechanism. METHODS: Acute kidney injury (acute renal injury, AKI) model was induced by left and
right kidney occlusion-reperfusion. Rats were divided into sham operation (constant volume of normal saline), model group (con-
stant volume of normal saline) , Astaragali Radix and 4. sinensis decoction high-dose, medium-dose and low-dose groups (18, 9,
4.5 g/kg). They were given medicine intragastrically 7d before operation, once a day, for continuous 7d, 30 min after reperfusion
by gavage for 1 time. 24 h after reperfusion, the contents of Scr and BUN were determined, and the contents of MDA and GSH,
the activity of SOD in renal tissue homogenate were also determined. Renal tubular injury score were calculated. RESULTS: Com-
pared with sham operation group, the contents of Scr and BUN in rat serum increased significantly and the content of MDA also in-
creased significantly, while the content of GSH and the activities of SOD decreased significantly. The renal tubular injury score in-
creased significantly (P<<0.01). Compared with model group, the contents of Scr and BUN in Astaragali Radix and A4. sinensis de-
coction high-dose and medium-dose groups decreased significantly, and the content of MDA also decreased significantly; SOD activ-
ity increased significantly; renal tubular injury score decreased significantly (P<<0.01 or P<<0.05). CONCLUSION: The effects of
Astaragali Radix and 4. sinensis decoction on acute renal injury in rats may be related to the improvement of renal tubular function
and regulation of antioxidant factor.

KEY WORDS Ischemia reperfusion; Serum creatinine; BUN; Renal tubular injury index
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