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ABSTRACT Objective: To explore and analyze the effect of visfatin on brain damage and inflammation in aged rats. Methods: 60
cases of 10-month-old healthy male Sprague-Dawley (SD) rats were equally randomly divided into two groups-the control group and the
visfatin group. The visfatin group were given intraperitoneal injection of recombinant human visfatin 200 pg/time, the control group were
given equal amount of distilled water by gavage, 2 times/week for 4 consecutive weeks. The escape latency, serum interleukin (IL)-6 and
C-reactive protein (C-reactive protein, CRP) levels before administration, the 2nd week of administration, and the 4 th week of adminis-
tration were compared between the two groups. 4 weeks of mitochondrial superoxide dismutase (SOD) and glutathione peroxidase
(GSH-Px) activity, hippocampal and cortical neuronal apoptosis rate. Results: All rats were showed typical phenomenon around the pool
wall during the experiment. There was no significant difference in the escape latency, serum IL-6 and CRP content between the two
groups before administration (P>0.05). The escape latency, serum IL-6 and serum IL-6 and CRP levels in the 2nd week and 4th week af-
ter administration The content of CRP was reduced (P<0.05), and the above indicators of the visfatin group were lower than those of the
control group on the second and fourth weeks of administration, and the comparison was statistically significant (P<0.05); the visfatin
group Mitochondrial SOD and GSH-Px activities were higher than those in the control group on the 4 th week of administration, and the
apoptosis rate of neurons in the hippocampus and cortex was lower than that in the control group. The difference was statistically signifi-
cant (P<0.05). Conclusion: The application of visfatin in aged rats can alleviate brain tissue damage, inhibit inflammatory response, help
to remove excess free radicals, and reduce neuronal apoptosis rate.
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G RS F AP URPUR RAG R, AT A FTREZE M RS
RH GG R R B, AU ERR T R
e R HA BB PR T, R LR AN s DR, A BT
TP an i s AT RE S v, Tt Y A 6, T 2 4%
PR LIRS, Rt A7 B AR SC S48 RAR M, i 2= T 36
ARG 3 (1A 1 28 T A0 M 1Y) 328 SR A B Ry R A B, S 354 A
TN ST DL B, AR T P B AR R R 4141
PTG SR 520 , A5 SRR I PR A vh i) FH 254 2254
5. BRLSHGEIT .

I R 5% E
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AR LA B sh Wy i 22 51 ik, 10 S A i B4 6
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00024362 , WK T1L TR A AV ARA RA ), A8
IR IRBE SIS AR R, KB B B EMIRK, 12h:12h
WEB, & 22 2°C B X R AT, B 2o

ZHO0065 Morris 7K A AT RG-S (ALt Bipsi gl
HAEBRA ) EHANIER (R E YR A BRA FL S
10110334), 44 B F A0 & (T 2l 2 A A BRA F] L 4t
5 13032221) , e S Ak BRI 57 85 (Cusabio 24 &), 45
20194924),
1.2 Zh¥srE 512
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5s VAE CRREE6 o (2)8 E R ] 4 A BRI 2= e
A Ay B LS e, SR R BEER G 2 46 I (1 1 2 (Interleukin,, IL)-6
5 C- [ W4 [ (C-reactive protein, CRP) &, (3)4A 2455 4 w Alb
FEIRER, TG FF P JCHE T , 25 T O AR RO 2 2 R b
SR PO fie e kA D) 48 Ak W) AL I (Superoxide dismutase,
SOD) 5 4 bt H ki & fk #) i (Glutathione peroxidase , GSH-Px)
T o (4) BOR i 0 5 5 52 J2 XA 4 il s 384T0 -, 0 4331
Sl it FACE AR R AR IC A B A R AL
PR, SR IR S KRR X 40T, it
BTN, TR TR TR
1.4 Fit ik

HEPE SPSS 25.0 il T A R FH B bRk 22 (et 9)3R
AN RGO t R R T 224007, L P<0.05 A Gt

2 R

2.1 Rkt

JITA R B S U (] 25 1 IR A ) S BE IR G2 . DI 2324
TR PSR S0 Lo 22 5 JE e 124 7 SL(P>0.05) , 45 25 5 A5
2w B2 4 w YRR R I R (P<0.05), LINIR R 4145
2955 2 w IR 25 A w I EIREE DR T e R, X LU AT S
FRE(P<0.05), L3 1.

* | FATER A SRS R EARI L (s, xt )

Table 1 Comparison of escape latency between the two groups at different time points (s, xt )

Groups n Before administration 2 w of administration 4 w of administration
Visfatin group 30 118.09+ 11.23 75.87+ 18.23"* 55.32+ 7.45™
Control group 30 118.34+ 19.93 114.88+ 20.34" 112.22+ 8.41"

Note: compare with the before administration, *P<0.05; compare with the control group, *P<0.05.

22 miE IL-6 5 CRP §EXTtL

P25 25T 1 IL-6 5 CRP Xt L 25 = G it # i X
(P>0.05), FIZH 5 2556 2 w 25 24555 4 w (I IfLIE IL-6 55 CRP &%
HMRTAZHI(P<0.05), HNIEREAAHAE 2w . HE 4w
FIMYE IL-6 5 CRP S L FXIRAL, 4xt b2z A gt
X (P<0.05), L5 2,
2.3 Zehifk SOD,GSH-Px j&MEXTEL

NI AL 255 4 w Zhifk SOD . GSH-Px I 4 i %t
TR, 0T LU 22 A it U(P<0.05), L3 3,

2.4 WMETAT R
WIRRAL 255 4 w 9IS 5 R XM Z T TR KT
XA, 28 X] He 22 A Gei 7 1 (P<0.05), Lk 4,

3 ¥
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Table 2 Comparison of serum IL-6 and CRP levels at different time points between the two groups (xt s)

IL-6(pg/mL) CRP(mg/L)
Groups n Before 2 wof 4wof Before 2 wof 4w of
administration administration administration administration administration administration
Visfatin group 30 23.59+ 1.82 10.38+ 1.47% 5.87+ 0.32%* 17.87+ 147 9.27+ 0.38* 5.09+ 0.14%
Control group 30 2333+ 2.22 24.01+ 3.18" 2498+ 2.17* 17.20+ 1.22 17.98+ 1.37* 18.00+ 0.87*
Note: compare with the before administration, “P<0.05; compare with the control group, *P<0.05.
%3 WAKHE 4 AR SOD,GSH-Px [E T LE(U/mg, xt )
Table 3 Comparison of mitochondrial SOD and GSH-Px activities in the 4th week of the two groups (U/mg, xt s)
Groups n SOD GSH-Px
Visfatin group 30 32.98+ 3.33*% 49.87+ 5.69*
Control group 30 18.99+ 2.09 27.98+ 3.12

Note: compare with the control group, *P<0.05.

F4 BALHE 4 ANESERERBETHT R (%, xt 5)

Table 4 Comparison of the apoptosis rate of hippocampus and cortical neurons in the 4th week of the two groups (%, xt )

Groups n Hippocampi Cortical area
Visfatin group 30 245+ 0.13* 3.10+ 0.22%*
Control group 30 8.47+ 1.24 10.73+ 1.47

Note: compare with the control group, *P<0.05.

2 B, T IL-6 55 CRP KA B i v, F— 25 b 2647
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il 1 IR PP A S R IR R AL 2555 4 w IZhi{k SOD
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