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[Abstract]

mediators in the repair phase of ischemia-reperfusion (IR )renal injury in mice. Methods; C57BL/6 mice were divided into 4 groups,

Objective:To investigate the effect of IKKa on inflammatory cell infiltration and the expression of inflammatory

including the Sham group,the IR group,the interference group and the control of interference group. The interference group and
interference control group were injected with lentivirus in renal two weeks ago. The bilateral renal pedicle was occluded for 20 min
and then with reperfusion of 3 days to establish IR renal injury model. The sham group only separated bilateral renal pedicle without
clipping. Serum creatinine, blood urea nitrogen and HE staining were preformed to evaluate renal function and morphological changes.
The macrophages (F4/80")infiltration and proliferation factor Ki67 expression were detected by immunohistochemical detection, and
the distribution and the expressions of IKKa, p-IKKa and inflammation mediators tumor necrosis factor-a.(TNF-a) ,interleukin-18 (1L-
18) and IL-1B were detected by Western blot. Results;Compared to the control of interference group and the IR group,the serum
creatinine and blood urea nitrogen of the interference group was significantly higher (P < 0.05)and renal pathological damage was
severer. The cell proliferation factor Ki67 expression was significantly decreased in the interference group (P < 0.05); the infiltration
of macrophage and the expression of inflammatory mediators of TNF-a,IL-18 and IL-1B were increased (P < 0.05). Conclusion:The
expression of IKKa has effect and promote the repair of renal ischemia-reperfusion injury.
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Figure 1 Lentivirus-mediated IKKa interference efficiency
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Table 1 The changes of creatinine and urea nitrogen in

different groups (X+5s)

2H 5 n HUEF (umol/L) X ZE & (mmol/L)
BFARH 8 35.9 x 6.7 39+1.7
IR 4 8 89.6 + 10.3** 6215
THheH 8 121.6 + 7.8 112 +2.1°
FHext A 8 92.7 + 13.4** 5.9 £ 0.6*

S FARAE, P < 0.01 ;5 T4 LEL P < 0.05.
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5 33 B4 5
2013 4£ 5 1 X MREE  TKK oo 2N BRI B 50 ) 1 52 -613-

AARTARLA; B IR 41 C THRAL; D TN B . ST L 80 B/ IVE A RS, S N RO A s 217 Sk B B /N b B A HES i |
L, ERE ST R,
K2 SHNRUE IR UEZS 7% (HE, x400)
Figure 2 Morphological changes in mice kidney tissue (HE, x400)
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Figure 3 Immunohistochemical detection of Ki67 positive cells in each group(x400)
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Figure 4 Immunohistochemical detection the infiltration of macrophages in each group(x400)
BFAR4  IRA THRA THExT A
i
i 10 -
118 18 000 X0
= .5
% d.% 0.6
S
IL-1B 31 000 s 04
% 02 |+|
. 0 | | 1 J
107 12,
. i | *
513 08t # # _lg 1.0 —I—
R~ X~ o8
' E o06r Z 3
£ ¥ % f 06t
1 < a
> 04 S 4l
g‘ ~ |—]—‘ a 0.4
& 027 402} ’—1—‘
0 I%l | 1 | J 0 |+| 1 1 1 J
BFARL IR T T BFARA  IRH T T
5 IR 4LILEE, " P < 0.05; 15 THEX ML ELAL, P < 0.05,
K5 2 4U/NEUR AL UM RAEA T TNF- IL-18  IL-1B HYZiA
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