I R R 235 2019 4F 1 %6 35 %5 1 8] J Clin Anesthesiol , January 2019, Vol.35, No. 1

- 61 -

- SE BT ST

i TR LR 19 Ak T 0F D S e AL - P 7 2
fili 453 473 %) 52 Wi

HFHE BmATAE Ea R AWK RO F HaE

[FE] B8 BEUTBERR TR 7 B R BRUE Sl - B BT SO i g, A3k SPF &
et SD KL 45 H,8~10 A, K E 180 ~220 g, RAMHL S 7# Rk K H N =4 . M F R4 (S
ZH) B AR - PR A (IR 4H) PSR WIRR AL B4 (PCr 4H) , B4 15 ., S HAUFE B H I 174
BYIBRA . IR Z1H1 PCr 414F S 41 FEAH 1 il 28 B Sl - PR AT . PCr 40 BRI HT 30 min EE# K
SRR LR AN 150 mg/kg, IR 20T [ S S AR A AR FRER K . FREVE 6 h )G TR B 220 3 5%
B PKIMFE | 15T IE 58 PaO, , R I I 3 T8 ( MDA ) ¥4 i Rl ek 5 AL Bt ( SOD) ¥4, Fluo-
3 AM Y20 X 40 ISR 0 A 60 W2 i P Ca™ MR BE . U 40, HE He (0, Sy S5 30BE T WL ZR il
LT EZE IR M P4 SR E/ T E (W/D) HfE ., BEECE A V/ LN 4E (Annexin V/PI) B2 i
AT M T L, R 5 S LB, IR 4R PCr 41 PaO, W] WL I4A% , MDA ¥ &
W S FH v, SOD 3% P S8 955 , M 5 W 2 . Ca® 4 38 ) S8 T v, IS W/ L I S K | i 2 4500 B0 2
PR B S0 B, i 2R AR R TR B B T (P<0.05) . 5 IR Al ELER, PCr 4 PaO, BB T+,
MDA ¥ B BH 5 FAIG, SOD T4 HA S8 389 8, i o6 |5 W 200 R Ca™ e 5 W S8 SR A, I W/D b BH S 0/ 0, il
ZH AU B AE AR R R I R R A U L R T I R AIR (P<0.05) 5 BERRILAR AL H W]
R R B - P TS R M B4, AL v R 5 4 ) S Ak R IR, AR R T B
HA X,

[RBIA]  BERRWLRR ; B SRl - P e B 0 R T A B i 2k

Effects of phosphcreatine preconditioning on lung injury induced by renal ischemia-reperfusion in
rats XU Hui, SHU Shuhua, WANG Di, XIE Chunlin, CHAI Xiaoging, PAN Jianhui. Department of
Anesthesiology , the First Affiliated Hospital of USTC, Division of Life Sciences and Medicine , University
of Science and Technology of China, Hefei 230001, China
Corresponding author: SHU Shuhua, Email:. sshhf@ 189.cn

[ Abstract] Objective To investigate the effects of phosphcreatine preconditioning on lung injury
induced by renal ischemia-reperfusion (IR) in rats. Methods Forty-five SPF male Sprague-Dawley rats,
aged 8 - 10 weeks, weighing 180 - 220 g, were randomly divided into 3 groups using a random number ta-
ble: sham operation group ( group S), renal IR group (group IR), and phosphcreatine preconditioning
group (group PCr), 15 cases in each group. The rats in group S recieved dissoci ation of renal pedicles and
right nephrectomy, on top of which renal IR model was prepared in group IR and group PCr. phosphcreatine
150 mg/kg was injected in group PCr for 30 minutes before ischemia, where as rats in group S and group
I/R recieved the normal saline at the same time. The blood samples were obtained from left ventricle at 6
hours after reperfusion, the arterial blood gas analysis was performed in order to determined the oxygen par-
tial pressure (Pa0,). Serum levels of malondialdehyde ( MDA) and the activity of superoxide dismutase
(SOD ) were also determined. Fluo 3-AM staining and flow cytometry were used to measure the
concentration of alveolar macrophage calcium ions. The lung tissue was obtained with HE staining for deter-
mination of microscope examination of pathologic changes, and weight/dry (W/D) ratio were also deter-
mined. The lung tissue cell apoptotic rate was measured by Annexin V/PI apoptosis detection reagent stai-
ning and flow cytometry. Fluo 3-AM staining and flow cytometry were used to measure the concentration of
alveolar macrophage calcium ions. Results Compared with group S, the histopathological demages, W/D

ratio, lung tissue cell apoptotic rate, the serum levels of MDA and the concentration of alveolar macrophage
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calcium ions were signifcant increased (P < 0.05), whereas the Pa0, and the activity of SOD were signif-

cantly decreased in group IR and group PCr (P < 0.05). Compared with group IR, the histopathological

demages, W/D ratio, lung tissue cell apoptotic rate, the serum levels of MDA and the concentration of alve-

olar macrophage calcium ions were signifcant decreased (P < 0.05), whereas the PaO, and the activity of

SOD were signifcantly increased in group PCr (P < 0.05). Conclusion Phosphcreatine preconditioning

can attenuate lung injury induced by renal I/R, the mechanism is related to inhabit oxidative stress, and re-

duce cell apopotosis and calcium overload.
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