M3 AREE R R S AT RExERFRIEE N
WER, P4, #wE R, RFE, EAE @ ARER #iC 4% 312000)

WE. B S E A e St i E SR ERERGE T FmA T n, RATHAEES Bel-2 7 Bax &
FeEA. Ak 54 A SD KA, &, MM, ABFRE., RFmm., olhm, S48 18 2; ZUBFEH,HIANLL, &
86 R, HELTHERIANARE 12, 24, 48 h EA B MU &, f2 501 540 K R 69 fn ik A AG3E AR, 2 B Mk do ik
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Effects of Xuebijing Injection on Tubular Apoptosis and Associated Protein Expression in Sepsis Induced
Acute Kidney Injure Rats

SUN Xuedong, YAN Yihe, CHU Weiwei, ZHANG Yiting, YING Lijun(Shaoxing People's Hospital, Shaoxing 312000,
China)

ABSTRACT: OBJECTIVE To investigate the effect of early application of Xuebijing injection in sepsis induced acute kidney
injure(SI-AKI) by observing tubular apoptosis and Bcl-2/Bax expression. METHODS  Fifty-four male SD rats were randomly
divided into 3 groups: sham group (sham), sepsis group and Xuebijing group, eighteen rats in each group. Each group were
divided into 3 sub-groups, six rats in each group. After model was established, the phases of 12, 24, 48 h were respectively
regarded as observation point, and blood biochemical parameters, renal blood flow, renal pathological changes and renal tubular
injury scores were measured; renal tubular cell apoptosis was determined by TUNEL method and integrated optical density (I0D)
was calculated. The expressions of Bcl-2 and Bax were detected by Western blot. RESULTS Xuebijing injection could
significantly improve renal function, hemodynamics of kidney, pathological changes and reduce tubular cell apoptosis. Tubular
damage scores and the IOD had a significant difference in Xuebijing group compared with CLP group(P<0.01). Meanwhile,
Xuebijing injection could increase the expression of Bcl-2, and inhibit the Bax, keep the balance of Bcl-2/Bax ratio; there were
significant differences(P<0.01) in Xuebijing group compared with sepsis group. CONCLUSION Early application of
Xuebijing injecton may improve renal dysfunction and the pathological changes, reduce the tubular cell apoptosis, keep the
balance of Bcl-2/ Bax ratio in SI-AKI.

KEY WORDS: Xuebijing; sepsis; acute kidney injury; apoptosis; Bcl-2/Bax
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(integrated optical density, IOD)HEAT H LT .
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mhEHSEFRALBEHTLHEZR, HEH
Fik 110 978 A5 A4 L fie B 9 4R i a0 ¥4 4L L 98 B S R T
BT ARA(P<0.05), MREAEAAEMBAEA L 24 h
J& sCr 1 BUN Ft&1, HFH¥F2ETt 2 48 hs i
FH BRI 2 ANMEVRA T &S, H5 CLP ML
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HPLM AR, 24 h J5 IR ARE, Sk
Ho g 53 22 7:(P<0.05), F 48 h WA M
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F1 okt 3 4 SI-AKIL K B A& B 8] 5 A L8 47 fo W 20
Fik ML 375 b 85 78 (n=6, X *5)

Tab. 1 Effect of Xuebijing injection on biochemistry
indices and hemodynamics changes of kidney in 3 groups rats
with SI-AKI(n=6, X =*s)

CrCl/mL-min "'

I Ji Cr/ BUN/
g M sC . " BRU
h umol-L mmol-L (100 g)
12 35.7+4.7 10.4+4.7 1.8+0.3 185421.6
BF
24 38.9+4.0 12.243.7 1.9+0.8 195420.5
N
48 39.7+5.7 11.0+4.1 1.840.6 189+19.3
12 39.8+4.9 17.9+4.0 1.8+0.1 295+51.8Y
WEIE
B 49.848.9"”  20.9+3.5" 2.8+0.4" 115+45.8"
I 4H
48 89.8+4.97  39.9+6.4% 5.8+0.5” 79+31.8%
12 41.4+3.7 17.2+5.4 1.7+0.4 249+31.7Y
I % 3) 3) 3) 3)
. 24 37.9+3.8 20.2+4.9 2.3+0.3 155429.8
e
48 46,1529 19.2+4.4% 2.7+£0.5"  159+37.7Y

T SETARAELE, "P<0.05, PP<0.01; SHKIEALELE, YP<0.05,
9P<0.01.

Note: Compared with sham group, "P<0.05, ?P<0.01; compared with
sepsis group, P<0.05,P<0.01.

3.2 RIELSUR RS NE B VRS

FRFERE R A 12 h e &2 I B 20 2 e AN
B . 24 h JFEFARMAEARIER, WEEMLHD
W ANE AR, S, A R AR
T, M@l IS NEIRGE, (HEE R
FEZH /. 48 h JEBR T AR LR R AR,
W 50 2H 7 ' 03 TT DA B EH R S NV IR AL
AR PRFERI N A BlOE A R R A%
O M s I 1 2L P AR A ik A 4 P S Rk
A, B 1. BNESR VR R ILEL, 24, 48h 5
MeEERE A B NE BRI R T R, 5ERFARY
bt 22 5 B B.(P<0.05); I th 2T mEass, 5
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MRERIELLLL 24 h B TCBH B 22 5%, (HAE 48 h BF A
N F(P<0.01), 453 W% 2.
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M (F7 Sk ALY, $RIRIREEAE T B NE AN T
MRFFRE KA 12 h 5 S48 NE T T 41 AN & .
24, 48 h JGMERIE4 A B K& TUNEL FH 40,
IF HAFFLEI N, M2l b 24 h A1 48 h 4L T
iR niEss, WHE 2. Mo F47E 24, 48 h
()45 B 8] s 17 10D {E 30 FRkEREA, it b
HHEZR(P<0.01), ZRNE?2.

F2  Msb# Rt 34 SI-AKL K B4 B A & B NE A5
A1 TUNEL %6 % % (n=6, X*s)

Tab. 2 Effect of Xuebijing injection on renal tubular injury
score and IOD in 3 groups rats with SI-AKI(n=6, X *s)

45 I} 5] /h (Eix 10D/%

12 0.40£0.54 10.40+1.51

BFRA 24 0.60+0.54 10.60+2.07
48 0.60+0.55 10.40+2.60
12 1.40+0.54 34.40+5.027

=gz 24 2.80+0.83% 48.00+5.78%
48 3.60+0.55” 53.80+6.68%
12 1.20+£0.44 26.60£6.87°%

BIIRARE izl 24 1.60+0.54" 38.20+6.872%
48 1.80+0.83"% 37.60+2.172%

H: SEFARALE, "P<0.05, PP<0.01: SHKIEAE, YP<0.05,
YP<0.01.

Note: compared with sham group, "P<0.05, ?P<0.01; compared with
sepsis group, VP<0.05,¥P<0.01.

Fig. 1 Pathological changes of kidney tissues in rats with
SI-AKI of different group(HE, 200 X)
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Fig. 2 Result of immunofluorescence microscopy of kidney
tissues in different group rats with SI-AKI(TUNEL dyeing,
400 X)
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B8 (=6, X*5)

Tab. 3 Effect of Xuebijing injection on kidney apoptosis
associated protein in 3 groups rats with SI-AKI(n=6, x +s)

H 5 i 8] /h Bcl-2 Bax Bcl-2/Bax
12 1.50+0.07 0.5+ 0.12 3.15+0.50
BFERHA 24 1.47+0.86 0.56=0.18 2.85+£0.41
48 1.50 +0.10 0.52+0.21 3.16£0.39
12 1.08 £0.22 1.85+0.92% 0.58+0.22%
REREA 24 0.76+0.09% 1.95+0.90% 0.41£0.07%
48 0.510.07% 2.69+0.39% 0.19+0.12%
12 1.12+0.13 1.1240.077%  0.94+0.09%
Masidd 24 1.30£0.11" 1.19+0.177%  1.08+0.08*
48 2.12+0.12"%  1.48+0.157%  1.37£0.077?

E: 5SBRFPARAILE, "P<0.05, PP<0.01; ShkFREA L, PP<0.01.
Note: Compared with sham group, "P<0.05, 2P<0.01; compared with
sepsis group, YP<0.01.
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