- 290 - I R R R 24 2022 423 HEE 38 B85 3 8 J Clin Anesthesiol ,March 2022 ,Vol.38,No.3

S 5T

S TT 0T e B /) BRI T RE Y 52 1

R4 EIFE Ok EF— HZE

(HEE] BE HITHIETT X REAE /N BOA K D) BE B AT Rl 2 RAE S, ik SPF S
£ C57BL/6 /MR 69 2, 3~4 Ak 1RTE 20~30 g, RIMBAPLECT R M /N R4 =41 A ik 41
(NS 4H) MEBEAFL (S ) FMERIE+ U TTLH (SF 24H) , B 23 H, E/NRA IS THS CAL KAE
A 8- MR A IR AL (LFP) B9 y 5wk AR Ak, AR « PR AT o 7 22 Uh il 75 e
BERE/NBURES S ZHFN SF AL I v S IS 224 (LPS) 3 mg/kg, NS ZH 75 A [R] i 5 1 15 12 6 45 A AR A B
oK, L dJE,S 4R SF 4 H R ERAE 4 FRENLE IR N #5482 21 d;SF 44 TS LPS 1 G
B H T RIGIT 20 me/ke, 2 AT MG TR, EIIRBREHG , A/ NRIEATAT A 2=l il
TRI H AR S0 | Y -2 B B A I R S8 RO A D A S B8, 4 05 SR P e X s £ B B i) A
BENBER Y- E R R EOR y B R AR AR K O a6 25 AR BRI AE /)N
FRIRAS M 204, 2R F MSD L4600 T1-6 . TL-1 T-10 ¥efiE . #5815 NS 4 b4, S iz shilh B ] g it &
(P<0.05) ,Y-3£5 58 B 3 HE B 80 087K It 47 38 0 2 B AIK (P < 0. 05), v 7 377 580 B I i 5% (P <
0.05) , 2 1L-6 YR & BB TH &5 (P<0.05) . 5 S 41 b, SF 4142 3l FE 88 B 2 47 4 ( P<0.05) , Y-
B AR PERIFE R B R IS B TS (P<0.05) v 7 505 B i 358 ( P<0.05) , MBS 4041
1L-6 Y3 I 5 FAR ( P<0. 05) , =R H2H4T IL-1 F IL-10 ¥R 2= KT 2 X, NS 411 SF 41
BUIEARZE R G EE L, & WP Lk /N AT, MR T4l S R IR T 1 B, ik
e e EEAE /N RN AT RE

[REBIA]  GPGTT  RERAE s DB RS s 22 M 45

Effect of fluoxetine on cognitive function in septic mice = ZHOU Cuihua, WANG Fei, YAO Yue, WU
Ziyi, YAO Hao. Cardiovascular Center of the Second Affiliated Hospital of Nanjing Medical University,
Nanjing 210009, China
Corresponding author; YAO Hao, Email. yaohao @ njmu.edu.cn

[ Abstract] Objective To investigate the effect of fluoxetine on cognitive dysfunction and neuroin-
flammation in sepsis mice. Methods Sixty-nine SPF male C57BL/6 mice, aged 3—4 months and weighing
20-30 g, were divided into 3 groups using random number table; saline group ( group NS), sepsis group
(group S) and sepsis plus fluoxetine group (group SF) , 23 mice in each group. An 8-channel linear in sili-
co probe recording local field potential (LFP) was implanted in the CA1 region of the right hippocampal tis-
sue to investigate changes in y shock intensity, and a mouse model of sepsis was prepared according to the
“two hits” theory. Sepsis mouse model was established according to the theory of “two-hits”. Liopolysaccha-
ride (LPS) 3 mg/kg was injected intraperitoneally in groups S and SF, while group NS was injected with e-
qual volume saline at the same time. One day later, groups S and SF were then randomly exposed to four
stressors for 21 consecutive days. One week after LPS injection, group SF was given fluoxetine 20 mg/kg till
the end of the behavioral tests. After the completion of the stress exposure, all mice were subjected to behav-
ioral testing, and the test items included absenteeism experiment, Y-maze, novelty identification
experiment, ‘and sugar water preference experiment, the central region stay time and motion distance, Y-
maze alternating rate,, recognition index (RI) and <y shock intensity, sugar water preference rate were recor-
ded. Mice were executed immediately after the sugar water preference test to obtain brain tissue. The concen-
trations of the IL-6, 1L-1, IL-10 were detected by MSD. Results Compared with the group NS, the travel
distance was significantly increased in group S (P < 0.05), the Y-maze alternation rate, RI, sugar-water

preference rate and <y shock intensity in group S were significantly decreased (P < 0.05) , the level of 1L-6
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in the hippocampus was significantly increased in group S (P < 0.05). Compared with the group S, the

travel distance was significantly decreased in group SF (P < 0.05), the Y-maze alternation rate, RI,

sugar-water preference rate and vy shock intensity in group SF were significantly increased (P < 0.05), the

level of IL-6 in the hippocampus was significantly decreased in group SF (P < 0.05) .There were no signifi-

cant differences in the level of IL-6 and IL-10 in the hippocampus among the there groups. There were no

significant differences between groups NS and SF. Conclusion

Fluoxetine improves mouse behavior, re-

duces the expression of proinflammatory factors in hippocampal tissue and improves cognitive function in

sepsis mice.
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