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FIAE 18 AL- 1 MHMNEK 6 (IL-6) I & &, JF WA 25 41 B BE A 2V B AR b . 45 3 o, S RIA 40 AH L, SF-
95E-20 1 7] /0 KBl 24 h JRE [ & & . M7 UREA F1 CREA /K, 3 b 8 5 20 23 vh bt 48016 I B4R 56
Nrf2 A FER . FRERIEMELEH iINOS, TNF-o IL-18 fil IL-6 Fik/KF(P<0.05), HEGEELERE/R. 5
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15 000 r/min &L 10 min, W4 FERE A B EHE .
K HI BCA 2050 & i 2 1 B2 >R JH SDS-PAGE #
Ji LK o TE R G L 5 0 SRR WA Hh B EA 2 h, TBST Bk
B, A Nrf2, iNOS —H1 (1 0 1 0000 4°C 9 & 1 %,
PBST ¥k M, i A AR i 4 Ak Y B A ic iy —He (1
5000 F 2 h,PBST VM, T k2% & 6 BB A P
J6. #HF %A R Quantity one AR5 BT K BE(EL, L
B-actin fE NS H ., L H W H &0 K E(H/B-ac-
tin 8K [ 450 K EEAEAE iz B i & A A X Rk &
1.2.9 BHaymEdh s

A 0B T 2 2 e A 4 R SR T ULV, DA 10 20
PEAR R AR W €, 70 % — 80 % — 95 % — 100 %4 #6
JEEBK, KB 40 min, 285 3 h, LM, H
AT A Y . HE @5 B~ Bk,
100% —95% — 80% — 70 %0 kh B L W& K . 73 K 2 e
WG 5 min, FRWGKT 7346 5 s, FKIRHE 5 s, {7
LYWL S 4 min, FE T 70% —80% — 95% — 100%
FERE CBEBE K . — W 3B BT 5 min, FPER IS & A,
B U0 R BT BT T AR B R R S AR L
1.3 SitA%E

BAE A £ bR 22 (o £ 5 ) F %, R SPSS
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2.1 SF-95E 3 CGN XRREAAENZIN
R 1 a0, 45 2580, 525 A AH e L BT 2 KRR
24 h REA SR EWN(P<<0.05),3%m7 7 mg/kg
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&1 SFISEX CGN KRREASEMNHN (x t5,n=8)
Table 1 Effects of SF-95E on urine protein content in CGN

rats (x ts,n =8)

. B b2
6 Before administration  After administration
roup (mg/24 h) (mg/24 h)
Blank group 19.8£0.9 21.2+1.1
Model group 257.4%9.4° 263.8+11.5°
SYS group 271.3+15.2 197.4+12.77"
SF-95E-20 group 269.8+16.0 220.6+13.17"
SF-95E-10 group 267.7+13.9 249.3£15.5"

Note:*P<C0. 05 compared with blank group;” P <C0. 05 compared
with model group; © P <C0. 05 compared with the same group before

administration
2.2 SF-95E ¥ CGN X R I ;5 UREA #1 CREA &£
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D bye %4 %Q’ Y %Q’ D

" P<C0. 05 compared with blank group; ™ P<C0. 05 com-
pared with model group
P11 SF-95E X} CGN KR UREA Fl CREA 7 & 152 i
Fig. 1 Effects of SF-95E on serum UREA and CREA

content in CGN rats
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2.3 SF-95E 3t CGN K R 'S A TNF-a,IL-1p #0 IL-6
KR FKF R

Wk 2 frR . 528 (AL AE Ee, 45578 21 KRR R 2
2 TNF-a, IL-18 F1 IL-6 @ ¥ B EFm (P <
0.05), SR, 259 Tl 2 JJ5 . SF-95E-20

FVE R &7 7] 8 E BEIK CGN K BUB IE4L 219 TNF-
o JL-18 Fil TL-6 & & , 3 17 9 2 BT 25 22 % 5 1 ' AR
SR (P <20, 05) ; SF-95E-10 A I 2 B AR A FUF E 20
4l TL-18 A1 1L-6 & & (P <<0. 05) ., fH %} TNF-a Y
KA A 250 (P=>0.05),

% 2 SF-95E X CGN X R B A2 TNF-a. IL-1B 71 IL-6 & £ i 2% ( pg/mgprot)
Table 2 Effects of SF-95E on TNF-a.IL-1p and IL-6 content in kidney of CGN rats (pg/mgprot)

5 Group TNF-a 1L-6 IL-1B
Blank group 8.12+0.54 6.26%1.02 8.33+0.92
Model group 30.69+1.23" 22.58+2.74" 42.67+3.05"
SYS group 19.52+1.23% 18.47+1.327 21.42+2.747
SF-95E-20 group 16.46+1.057 14.42+1.337 23.46+2.537
SF-95E-10 group 20. 61+ 2.05 18.52+1.857 37.54+4.037

Note: * P<C0. 05 compared with blank group; © P<<0. 05 compared with model group
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7K B 5

W 2 fin, 555 HA A L B 41K BB A i
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“ P<<0. 05 compared with blank group;® P <C0. 05 com-
pared with model group

2 SF-95E X CGN R EUE M Nrf2 iNOS & H & ik K
TR (x £ 5.2 =8)

Fig.2 Effects of SF-95E on the expressions of Nrf2 and
iNOS in kidney of CGN rats (x 5,2 =8)
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Kidney organ index (mg/g)

" P<C0. 05 compared with blank group;~ P<C0. 05 com-
pared with model group

B3 SF-95E Xt CGN K KU WE k28 46 0 54 M (o £ 5
n=238)

Fig.3 Effects of SF-95E on kidney organ index in CGN
rats (x £ 5,1 =8)
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Fig. 4 Effects of SF-95E on pathological changes of kidney in CGN rats (200 X ,n =8)
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Effect of Sabia fasciculata on Renal Oxidative Stress and In-
flammation in Kidney of Chronic Glomerulonephritis Rat

PANG Lifeng.LLUO Shuren,ZHOU Shuguang,LIAO Xin

(The People’s Hospital of Guangxi Zhuang Autonomous Region,Nanning,Guangxi,530022,China)

Abstract : This study intends to explore the protective mechanism of Sabia fasciculata ethanol extract on Ad-
riamycin-induced renal injury in rats with chronic glomerulonephritis (CGN). Chronic glomerulonephritis
was induced by 7 mg/kg adriamycin in rats. Rats with urinary protein content>100 mg/24 h were selected
as model animals. Rats with urea protein level =100 mg/24 h were selected for study. The model rats were
randomly divided into model group,Shenyanshu group (SYS,6 g/kg),high-dose of S. fasciculata ethanol
extract group (SF-95E-20,20 g crude drug/kg) and low-dose group (SF-95E-10,10 g crude drug/kg). The
normal SD rats were used as blank group,and the corresponding drugs were given to each group by gavage
for 2 weeks continuously. 24 h after the last administration,the kidneys of rats in each group were taken and
weighed to calculate the organ index. Then urea and blood were collected to measure serum urea (UREA),
creatinine (CREA) and urinary protein. The expression levels of nuclear factor NFE2 related factor 2 (Nrf2)
and inducible nitric oxide synthase (iNOS) in kidney were detected,as well as the contents of tumor necrosis
factor a (TNF-a) ,interleukin 13 (IL-13) and interleukin 6 (I1.-6) in renal tissue homogenate,and the patho-
logical changes of kidney tissues in each group were observed. The results showed that compared with the
model group,SF-95E-20 group could significantly reduce the 24 h urinary protein content,serum UREA and
CREA levels in rats,up-regulate the expression of Nrf2 protein related to oxidative stress in renal tissue,and
down-regulate the expression levels of iNOS, TNF-a,11.-18 and 11.-6 related to inflammation (P<C0. 05). The
pathological examination results showed that compared with the model group,SF-95E-20 group could signifi-
cantly reduce the degree of renal tubular degeneration and glomerular cystic dilatation. In conclusion,the eth-
anol extract of S. fasciculata can enhance the anti-oxidative stress system by up-regulating Nrf2 signaling,
effectively reduce the inflammatory response of chronic glomerulonephritis,alleviate the pathological damage
of nephropathy,and has a certain therapeutic effect on chronic glomerulonephritis.
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