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ABSTRACT Objective: To observe the effects of ventromedial hypothalamus nuclear lesion on nesfatin-1/NUCB2 expression of
white adipose tissue in rats, and to explore its underlying mechanism. Methods: The hypothalamic ventromedial nucleus (VMH) of rats
was damaged by electrical stimulation. The changes of weight and adipose tissues of rats were observed. And the expression of nes-
fatin-1/NUCB?2 in adipose tissues was detected by Western blot analysis. Intraperitoneal injection of 6-hydroxy dopamine (50 mg/kg) was
used to block the sympathetic nerve; continuous peripheral injection of kappa choline (180 pg/kg) was used to simulate VMH damaged
to observe the nesfatin-1/NUCB2 expression in subcutaneous fat of rats. Results: Compared with the control group and sham-operated
group, the weight (P<0.05), subcutaneous fat (P<0.05) and mesenteric fat (P<0.05) of VMH-lesioned rats increased significantly. The re-
sults of Western blot analysis showed that nesfatin-1/NUCB2 was mainly expressed in the pancreas and liver, less in subcutaneous,
mesenteric fat and interscapular brown adipose tissues (iBAT), little in skeletal muscle (calf). Compared with the control group and
sham-operated group, the expression of nesfatin-1/NUCB2 in liver, pancreas, skeletal muscles and iBAT in VMH-lesioned group had no
significant differences, but in subcutaneous fat (P<0.05) and mesenteric fat (P<0.05) it significantly increased. Compared with that in the
control group, the expression of nesfatin-1/NUCB2 in 6-hydroxy dopamine group increased significantly (t=3.43, P<0.05), but was re-
duced in carbachol group (t=0.37, P=0.72). Conclusions: These results show that after VMH lesion, the increased expression of nes-
fatin-1/NUCB?2 in white adipose tissues may be mediated via inhibition of the sympathetic nerve activity.
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5 RALFE, Wi sk BUI L 10 %o JR ARV 18 , KR YD F L
e T WLEE VMH 5855507 . BUIN VMH SRR AT AL
SHT. B BTN ARG , AR,
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USG5 180 we/ke, 74k 5 K19, 6- B2 L MR T A #iEh /K
A 1 RN 4 RIS 50 mg/kg™, Xof FRZH KBRS 4
FEBEER K . TR KERTESS 5 KAGSE.
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WeBEc vk (SDS-PAGE) /&S H, HHER R
(PVDF)Ji |, B Ig 4= W4 = ¥ F & 4] 2 h,nesfatin-1/NUCB2( 1:
2000, 3% [ Phoenix 23 &) IR [ ENE , B-actin /E N NS, B
R E A RS & ZuiEA T e Bl H R, b2 2 iR A
LAS-3000 SER4 50T RGEHEA TR
L5 Gt

FITR G BRI R faiis (x2 s)Foom , IFEAR I 4L
O ELAER K50, 2 REA BB BLBCR FH B R 5 2250 #T
(ANOVA),P<0.05 B R AT #E L.

2 #R

2.1 FEFAEREL

5 B BT AR LA LG , R Bl VMH #158% 5 K J5 14 1 1
W44 (P<0.05), B2 T Jig 5 (P<0.05) Filfiz £ i 1 (P<0.05 ) &
FHZ o M IRAAMR T AL O] 25 5 (P>0.05) (3 1)

% 1 VMH 383t K RIS EFMAERRM (g, xt s)
Table 1 Changes in body weight and fat in VMH-lesioned rats (g, x s)

Group n Body weight Visceral fat Subcutaneous fat
Control group 10 2.0+ 4.1 33+ 0.5 1.4+ 0.6
sham-operated group 11 2.1+ 4.2 32+ 04 1.4+ 0.5
VMH-lesioned group 18 59.7+ 11.5% 6.3+ 0.8% 2.3+ 0.9%4

i :* P<0.05, 5XERALE:; A P<0.05, 5EBFRALLE.
Notes: * P<0.05 vs. control group; /A P<0.05 vs.sham-operated group.

2.2 VMH 3R %5 % nesfatin-1/NUCB2 FRiE B 2200

Western blot 43 M7 25 5 W 7n , X R4 FB F AR 4 nes-
fatin-1/NUCB2 ZEBRAR AT AL P k88 £, 18 J2 FRENG . AR

Wi F1 iBAT rh ki /b, B8 ULHER AL ) et A 2235, H4H
ZERICH] B 25 7 (P>0.05)(F% 2),
5%t R L FIB T AR 4 b ds , VMH 45 8% 20 BRI SR fie
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JI B8 JILFN iBAT  nesfatin-1/NUCB2 ik 2% R LS4 &
SL(P>0.05), fH VMH 451 8 2H K FlLE T Jig 17 (P<0.05 ) il J 7% it

85 (P<0.05 ))nesfatin-1/NUCB2 ik B B % . W IR FIHTF
AL AR L TCHA .22 5F:(P>0.05) (5% 2).,

2 2 VMH #8834 nesfatin-1/NUCB2 FixBI85M( pg/ml,x+ s)
Table 2 Nesfatin-1/ NUCB2 expression in various tissues (pg/ml, xt s)

Group n Subcutaneous fat Visceral fat iBAT Liver Pancreas Skeletal muscle
Control group 10 0.40+ 0.13 0.14+ 0.22 0.49+ 0.35 1.48% 0.52 1.03% 0.50 0.02+ 0.53
Sham-operated group 11 0.41£ 0.12 0.13+ 0.24 0.51% 0.36 1.49% 0.53 1.02+ 0.51 0.02+ 0.52
VMH-lesioned group 18 091+ 0.21*~ 2.35% 0.96%~ 0.62+ 0.23 1.52+ 0.47 0.93+ 0.44 0.01+ 0.64

i * P<0.05, 5XTERALLE; A P<0.05, SHBFRALLE.
Notes:* P<0.05 vs. control group; A P<0.05 vs.sham-operated group.
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1 6- # % B+ BABFET nesfatin-1/NUCB2 R RIS
Fig.1 Changes in nesfatin/ NUCB2 expression in rats treated with administration of 6-hydroxydopamine and carbachol.
*P<0.05, 5xtERAHLL

* P<0.05 vs. control group
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