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The Effect of Nesfatin-1 in Gastric Motility in Diabetic Rat *
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ABSTRACT Objective: To observe the effect of Nesfatin-1 on the gastric motility of normal rat and diabetic rats and its potential
mechanism. Methods: Normal rats were randomly divided into 0.08 g, 0.8 wg, 8.0 png/0.5 L Nesfatin-1 group; 30 pg/0.5 pL
astressin-B group; (0.8 pg Nesfatin-1 + 30 pgastressin-B) / 0.5 pL group; (NR + SS) group; normal sheep serum + stimulated (NR + ES)
group; anti-NUCB2 / Nesfatin-1 antibody + anti-Nn-Ab + SS) group; anti-NUCB2/Nesfatin-1 antibody + anti-Nn-Ab + ES group. The
diabetic rats were randomly divided into 0.08 ng/0.5 wL Nesfatin-1 group, 0.8 ug/0.5 pL Nesfatin-1 group, 8.0 wg/0.5 wL Nesfatin-1
group, 0.5 wL NS group, NR + SS NR + ES group; anti-Nn-Ab + SS group; anti-Nn-Ab + ES group. After the rat stomach was placed in
the sensor, put a catheter into ventral medial nucleus, then observe the gastric motility of conscious rats and after electrical stimulation of
hippocampal CA1 area. Results: Compared with the normal saline group, Nesfatin-1 was injected into the ventral nucleus of the
hypothalamus, and the amplitude and frequency of gastric contraction were significantly decreased. 0.5 wL (0.8 wg Nesfatin-1 + 30
pgastressin-B) after mixed solution, the amplitude and frequency of gastric contraction were significantly increased in rats compared with
0.8 wg Nesfatin-1 alone. Rats were injected with 0.5 L of Nesfatin-1 (0.8 wg) in the ventral medial nucleus of the hypothalamus, and the
amplitude and frequency of gastric contraction were significantly decreased in the ventral medial nucleus of the hypothalamus. 0.5 pL

(0.8 pg Nesfatin-1 + 30 pgastressin-B) after treatment, the amplitude and frequency of gastric contraction were significantly higher in
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rats than 0.8 g Nesfatin-1 alone. In the hypothalamic nucleus of the hypothalamus, the anti-NUCB2/Nesfatin-1 antibody was used to
stimulate the hippocampal CA1 region, and the amplitude and frequency of gastric contraction were further enhanced compared with the
normal sheep serum +/Nesfatin-1 antibody was used to stimulate the hippocampal CAl region. Compared with the
anti-NUCB2/Nesfatin-1 antibody + pseudo-electrical stimulation group, the amplitude and frequency of gastric contraction were
significantly increased. The NAGB2/Nesfatin-1 antibody was injected into the ventral medial nucleus of the hypothalamus to induce the
electrical stimulation of the hippocampal CA1 region. Compared with the normal sheep serum + electric stimulation group, the gastric
motility index of the normal rats and diabetic rats were significantly increased, The gastric motility index of normal and diabetic rats was
significantly higher than that of anti-NUCB2/Nesfatin-1 antibody + pseudo-electrical stimulation group after injection of
anti-NUCB2/Nesfatin-1 antibody in the hippocampal CAl region. Compared with normal rats, the rats were injected with
anti-NUCB2/Nesfatin-1 antibody in the hippocampal CAl region and the hypothalamic ventral nucleus. The rats were injected with
anti-NUCB2 / Nesfatin-1 antibody. There was no significant difference in gastric motility index between diabetic rats. Conclusion:

Hippocampus-hypothalamic Nesfatin-1 signaling pathway is involved in gastric afferent information and gastric motility regulation,

which may be related to CRF system activity.
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Fig.1 The effect of nesfatin-1 on gastric motility in normal rats

*P<0.05, **¥P<0.01 vs. NS group;a P<0.05,4 a P<0.01 vs. 0.08 pg Nesfatin-1 group ; #P<0.05, ##P<0.01 vs. 0.8 g Nesfatin-1 group

2.3 T ERuBE MM E 5T Nesfatin-1 X #ER % K R BIE3h89 5
M

K RUF AR PR 55 0.5 L Nesfatin-1(0.87g), K il
B W4 IR 3 AR 8 B AR (P<0.05, 18] 2) . T i PN A% v
&+ 0.5 wL(0.8 pg Nesfatin-1+30 g astressin-B){R 5 W 5 , #H L
HM 24T 0.8 ug Nesfatin-1 41, K B 147 i 2 (P<0.05, %] 2)

FUHH(P<0.05, (8] 2) W2 FHi o BRAMLA T astressin-B a4 HfiEh
K, BT Wi R T B B AR Ak (P>0.05, 18] 2)

55 TE 8 R BURH b, B AR R B i I PR A 1 55 0.8 2g
Nesfatin-1, K il 5 12 48 SRR EE 0 o 3, 2 R A St
2Fi X (P<0.05, 4 3),



DREYESSHE  biomed.cnjournals.com Progress in Modern Biomedicine Vol18 NO.6 MAR.2018

- 1063 -

A NS
+ 1
v--IJ"’“"“}""L‘M!tw:ul]-ﬂ-w\w\'-)"M-'\“NV\L'“\PMA\,WMM\»M\»MLILw
B 0.8ug nesfatin-1
v

&LMW\A&J-,M’WL‘LHL«W /;,WJA“-‘*‘WM(‘HWM'-n—»WWW

Rate of change of amplitude(%)

C  30pg astressin-B

v
Mg g sttt mafig bt labn Abua fu e Auptnnrt, F
D 0.8ng nesfatin-1+30ug astressin-B

Lﬂ’\rJ.,..Ju-,A_ﬂ.\—\wﬁ,‘A ?b‘“-J'J'w’nhkw‘w»\L*N_«\A—MMﬁ.W.‘TA““‘L“H““‘
Sgl—

Smin

Rate of change of frequence (%)

.40 4

50

Time (min)
5 10 15 20 25 30
15 " 2 M . " M
0 4 ey
1 > ]
15 A I/4'
30 4 !
# Aok
-45
60 ok
75 4
Time (min)

5 10 15 20 25 30

10

0 o= =
210
-+ NS

-20 4

0.8ug nesfatin-1
¢ 30pg astressin-B
=— 0.8pg nesfatin-1+ 30pg astressin-B

H ok
-30

AFok

B 2 T ERuRE I MIAZE S Nesfatin-1 JHHEFR B X R B I1E 3820
*#P<0.01, 5 NS 848 EL ;#P<0.05,5 0.8 g Nesfatin-1 2248k
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Fig. 5 The effects of electrical stimulation CA1 region on gastric motility in diabetic rat

*P<0.05 vs. NR+ES group; &P<0.01 vs. NR+SS group
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