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1 Ser~ BUN Kim-d . NGAL mRNA (x%5)
Ser ( mg/dl) BUN ( mg/dl) Kim- ( /B-actin) NGAL ( /B-actin)
1 5 0.263 +0. 058 34.479 £2. 105 0.294 +0. 034 0.770 +0. 092
2 5 0.252 £0. 043 33.146 £3.515 0. 305 +0. 028 0.730 0. 078
7 5 0.257 0. 051 33.813 £2.747 0.294 +0.012 0. 802 +0. 073
1 5 1.676 +0. 028 * 99.138 +4.732** 3.738 0. 059 * * 3.145 +0. 141 **
2 5 0.556 0. 075*4 97. 144 +17.105* * 4 1.873 £0.079* *4 2.531 £0.097**4
7 5 0.313 +0.075* 39. 876 +5. 604" 0. 988 +0. 066" * 0. 864 +0. 173"
1 5 0.749 +0. 132* 44 54.296 +9.243* 44 3.172 £0. 175 * 2 2.600 £0. 106 * 2
2 5 0.389 £0.044 24 45.45] £5.784 *A0A 0.755 £0.297 * A LA 1.116 0. 044 * A LA
7 5 0.262 0. 099* 33.197 +5. 669* 0.294 +0. 020* 0.796 0. 088"
. Ser : BUN : Kimd 1; NGAL : * P<0.05
* % P <0.01; AP<0.05 AAP<0.01; 1 AP <0.05; 2 #P <0.05 ##P <0.01
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1 HE ( x40)
2 Caspase3. Bel2. Bax (xxs)
Bel2 /Bax Caspase-3 /B-actin (%)
1 5 1.101 £0.019 0. 083 £0. 006 2.142 £1.513
2 5 1. 066 £0. 050 0.079 £0.010 2.273 £1.425
7 5 0.968 £0. 065 0. 089 +£0. 008 2.208 £1.501
1 5 0.438 +0.046* * 0.623 +0.009* * 34.500 +2.976* *
2 5 0.701 £0.086* *4 0.538 £0.011**4 21.571 £1.718* * A4
7 5 0. 988 +0. 066* 0. 155 +0.061%* 4.286 +1.496"
1 5 0.585 +0.034** 44 0.461 +0.058* * 44 19.857 £3.078* 4
2 5 0.729 £0.041 ** 2404 0.364 £0.042* ¥ 204 10. 000 +£2.236* /A4
7 5 1. 052 +0. 060" 0. 105 +0. 007* 3.729 +2.070%
. Bax Bcl2 X yBel2 B / 2; Caspase-3 3; * P <0.05
* % P<0.01; AP<0.05 ANAP<0.01; 1 AP<0.05 AAP<O0.01; #P <0.05 ##P <0.01
2.3 Caspase3. Bel2. 2 Bel2 /Bax
Bax Caspase-3 (P <0.05
2 1. 2 P<0.01);
Caspase3 7 Bel-2 /Bax
Bel2/Bax Caspase3 (P <0.05
(P<0.05 P <0.01); P <0.01)
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Bel2 /Bax (P <0.05 P <0.01); 7
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Effects of Schisandrin B on Acute Kidney Injury Induced by Renal Ischemia-Reperfusion
KONG Qi' TAN Xiaoyue’ CHEN Chuan‘ai’ DONG Ao' ZHANG Mianzhi®
(1. Graduate School of Tianjin Medical University Tianjin 300070; 2. School of Medicine Nankai University; 3. Tianjin Academy
of Traditional Chinese Medicine)
ABSTRACT Objective To observe the effects of schisandrin B ( SchB) on acute kidney injury induced by renal
ischemia—reperfusion ( I/R) in mice and to explore its possible mechanism. Methods A total of 45 C57BL/6
mice were randomly divided into sham operation group model group and SchB group with 15 mice in each group.
The model group and SchB group were treated with clamping bilateral renal pedicles for 40 min to establish I/R mod-
el. Before modeling SchB group was pretreated with 80 mg/( kg ¢ d) of SchB by gavage for 7 days. The levels of ser—
um creatinine ( Scr) and urea nitrogen ( BUN) of each group were detected on the 1st 2nd and 7th day after model—
ing. The expression of kidney injury molecule 1 ( Kim-) and neutrophil gelatinase-associated lipocalin ( NGAL)
mRNA in kidney tissues were detected by PCR. The expression of cysteine-containing aspartate-specific proteases 3
( caspase3) B cell lymphoma/promyelocytic leukemia ( Bel2) and Bel2 related protein were detected by Western
blot. HE staining was used to observe the pathological changes of kidney tissues. Terminal-deoxynucleoitidyl Transfer—
ase Mediated Nick End Labeling ( TUNEL) was used to detect the apoptosis of renal tubular cell. Results On the
1st and 2nd day compared with sham operation group renal tissue apoptosis index Caspase-3 protein expression
blood Scr and BUN levels and expression of Kim- and NGAL mRNA in renal tissue were significantly increased in
the model group ( P <0.05 or P <0. 01) . The pathological damage of renal tissue was obviously aggravated. The Bel-
2/Bax value decreased ( P < 0.01). Compared with the model group the apoptotic index Bcl2/Bax value
Caspase-3 protein expression blood Ser and BUN levels and the expression of Kim-d and NGAL mRNA in renal tissue
were decreased in SchB group ( P <0.05 or P <0.01) and the pathological damage of renal tissue was significantly
alleviated. On the 7th day there was no significant difference between the model group and the SchB group ( P >
0.05). Conclusion SchB can improve the renal function pathological damage and apoptosis of acute kidney inju—
ry induced by ischemia—reperfusion. It may be related to down—regulation of caspase3 and up-regulation of Bel2 /Bax
ratio.
Keywords acute kidney injury; schisandrin B; ischemia reperfusion; apoptosis; renal function
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