PRI PR A 5 A 4 2018 4F 6 5 40 55 6 8] Chin J Phys Med Rehabil, June 2018, Vol. 40, No.6 -+ 401 -

FEAhE ST

FI W L R 28 11 7 2 1 B 0
K BB 235 19 52 S0 B 5%

kA BRI G EHEN Ok MR I AHD FR OEHEF g =

[{WZE] B8 WA WAHCER RO 2 M S R RN A S iRk, Fik HEI
24 FUEPE Wistar K RIFRAPLA AR RIZE (12 2 Xt IRl (12 H) o AR SR Allen's 5 8 A B804
TR N AR T AHEAR VIBRAL . FARJG 6 h % 2 1 KB E4T BBB iz 8h3F 43, R H e [RGB 58 2 41 KR
BHEL A FAE M, R H Western blotting F1 632 5 Y (o 4 I B Ik V- ¥ WLAD AR A AR OC R T 1 648 3(LC3)
Je P62 ik , R RT-PCR A0 [ - ¥ L 1 W AH 56 3L K 1.C3 P62 Beclinl mRNA ik, £R B4 KR
N HGZ ) IRE BBB W43 HE R W W B AR (P<0.05) o J& TR YL WL T LA R 2 ft 22 55 B Je TG/ MA B30 Uk
/b s Western blotting e (L H#E/RAEAI L LC3- [ F2IA%E %] FE 4 38 55 (P<0.05) , P62 2 ih % X} I8 40 B Ik ( P<0.05)
Yo DENC Y (A P PR/ AR 2H BT AL LC3 AP 40 B 32 oxt RRZEL 3 157 (P<0.05) , P62 AP 40 i 52 A vt R 4
WA (P<0.05) . RT-PCR K& % RS AUZH 1.C3 & Beclinl mRNA 7K %7 BB 4H 7+ 55 ( P<0.05) , P62 mRNA 7K
A FRAREAIR(P<0.05) o €518 H MELE S M B SR B X U IHET- 1 WL 325806 BR, 1T RE 5 B 641443 /5 b
LR B AR AL A 2%

[X@R] AW, 2PEWEHERI; B BUESHCER 1 B3

HELWB . ILAE ARBIIE S (ZR2014HL080) , L A4 H SR BI £ 3645 (ZR2014HPO31) , LN R B EEZY T
AR & R TTHI (2015WS0310)

Bladder autophagy after spinal cord injury Zhang Li* , Cui Baojuan, Zeng Fanshuo, Huang Laigang, Zhang
Qi, Sun Min, Liu Benling, Li Qiang, Wang Daoqing, Sun Qiangsan. * Department of Rehabilitation Medicine, The
Second Hospital of Shandong University, Jinan 250033, China
Corresponding author: Sun Qiangsan, Email : sungsan@ 126.com

[ Abstract] Objective  To observe the expression of autophagy-related genes and proteins in the smooth
bladder muscle of rats after spinal cord injury (SPT). Methods Twenty-four male Wistar rats were randomly and e-
venly divided into a model group and a control group. The model group had SPI induced using the modified Allen’s
method , while the control group was only given laminectomy. Six hours after the operation, the Basso Beattle Bresnah-
an (BBB) locomotor rating scale was used to evaluate the rats’ hindlimb locomotor function. Nissl staining was used
to observe the morphological changes in their spinal cords, while Western blotting and immunofluorescence staining
were employed to assess the expression of microtubule-associated protein 1 light chain 3 (LC3) and protein 62
(P62). The expression of autography gene Beclinl mRNA was determined using a reverse transcription polymerase
chain reaction (RT-PCR). Results The average BBB score in the model group was significantly lower than in the
control group. After Nissl's staining, a decreased number of neurons and Nissl bodies was observed. Western blotting
showed that the expression of LC3-II had increased significantly and that of P62 had decreased significantly in the
model group compared with the control group. The immunofluorescence staining showed LC3 and P62 dots in the blad-
ders’ smooth muscle cells. RT-PCR detected significantly higher LC3 and Beclinl mRNA levels in the model group
than in the control group; in contrast the average P62 mRNA level was significantly lower. Conclusions Autophagy
was activated in rats’ bladder muscles after SP1. That may be related to the pathogenesis of a neurogenic bladder after
spinal cord injury.
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