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[(FEE] BM Al kRKAAFAR AN Z (visfatin) 9 £ 35 RT AR Z EFBRBO/ER, A BHESDXR. 4%
548 EF 3 BB 2E(NC 28) e 40 (DIO 28) 45 &% 20 (DM 40) ik B %08 57 L (INS 40) . = W aUIR& 57 L (MET 28), #al K R %
ML ¥5 (FPG) |\ % 2 B B2 (TC) | = Btk (TG) . i#% & fg By 82 (FFA) . % LM & % (Fins) K F ; RT-PCR M & X AT 40 22 visfatin, %]
Z ¥ 6 B8R B (G-6-Pase) mRNA # /K F , Western blot # M| visfatin, & 82 1L 35 82 7E L& & 8 B5-o(p-AMPKo) A2 It 38R E L& &
M-« (AMPKO) & G £k %, 8 DM 4 FBG 4 NC 41.DIO 43 2 F 4 & (P<<0.01);INS 41 . MET 41 FBG % DM 4 2 ¥
T M (P<<0.01), DIO #1.DM 22 HOMA-IR # 4% NC 28 % % & (P<<0. 01) ;DM 22 HOMA-IR 4t DIO %41 2 % 4 % (P<<0.01),
DIO 4 .DM 48 ISI 345 NC 2 % B4&% (P<C0.01) ,DM 21 ISI 4 DIO 48 % # % 4% (P<<0.01), DIO 48 TG % NC 41 2 ¥ 7+ & (P<<
0.01);INS 22 \MET 41 TG 4t DM 41 £ % 4% (P<<0.05),DM #1 . INS 48 . MET 41 TG.TC #) % NC 44t % (P<<0.05), DM 41,
MET 48 .INS 41 FFA # 4 NC 4.8 2 JF & (P<<0.05) ; DM 41 FFA # DIO 48 %) 2 # & (P<{0.05), DM i visfatin mRNA % ik #
NC 28 .DIO 40 % £ F & (P<<0. 05); INS 241 . MET 41 visfatin mRNA 3 DM 41 2 % K4& (P<C0.01), DM #1,MET.INS 41 G-6-
Pase mRNA # DIO 41 2 % 5t & (P<<0. 05) . MET 41 G-6-Pase mRNA # DM 41 2 % 4% (P<C0.05), DM #1.INS 41 . MET 41
visfatin & & £ ik %% NC A 2 F 7 & (P<<0.05) ;DM 42 . MET %1 .INS 22 AMPKqo & & % i 4 NC 41 8 Z %1% (P<C0.05),DM 41
AMPKo & @ & i % DIO 48 8 ¥ M 4% (P<C0. 05); DIO 42 .DM 41, INS 28, MET 48 p AMPKa & & & ik % NC 40 2 & M 1% (P<<
0.01), Z5it K RATL LR vislatin £ i 7T 48 55 AT 45 5 K4 A £ 5, vislatin T 46 & A 5 3] = F WU & AMPK B4k o 35 69 AL %] F .
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The expression of visfatin in liver of diabetic rats and it’s relationship with type 2 diabetic*
Zhang Anxing® s Zhang Han ,Yang Yan sGao Lin” ,Liao Xin ,Yang Mengxue
(Department o f Endocrinology sthe A f filiated Hospital of Zunyi Medical College , Zunyi,Guizhou 563000, China)

[Abstract] Objective To explore the effects of visfatin in glucose metabolism by testing the expression of visfatin in liver of
rats in different glucose metabolic statuses. Methods SD rats were randomly divided into five groups:normal control group (NC
group) ,diet induce obesity group (DIO group), diabetes mellitus group (DM group) , diabetes controlled by insulin group (INS
group)and diabetes controlled by metformin group (MET group). Tested the data of blood glucose(FPG) , triglyceride( TG) , total
cholesterol(TC) , free fat acid(FFA) ,fasting insulin(Fins). The liver of rats was used to test visfatin, glucose-6-phosphatase (G-6-
pase) mRNA by RT-PCR and visfatin, AMP-activated protein kinase-o (AMPKa) , phosphor-AMP-activated protein kinase-a ( p-
AMPKq) protein by Western blot. Results FBG of group DM increased than group NC and DIO(P<C0. 01) ; FBG of group INS and
MET decresed than group DM(P<C0. 01) ; HOMA-IR of group DIO and DM increased than group NC(P<C0. 01) ; HOMA-IR of
group DM increased than group DIO(P<C0. 01). ISI of group DIO and DM decresed than group NC(P<C0. 01) ; ISI of group DM de-
creased than group DIO(P<C0. 01). TG of group DIO increased than group NC(P<C0. 01). TG of group INS and MET decreased
than group DM(P<C0. 05). The level of TG and TC of group DM,INS and MET increased than group NC(P<C0. 05). The level of
serum FFA of group DM, INS and MET were significantly higher than group NC(P<C0. 05) ; FFA of group DM increased than
group DIO(P<C0. 05). The expression of visfatin mRNA of group DM increased than group NC and DIO(P<C0. 05) ; visfatin mRNA
of group INS and MET decreased than group DM(P<C0. 01). Group DM, INS and MET had a significantly higher level of G-6-Pase
mRNA of than group DIO(P <C0. 05) ; Group MET had a significantly lower level of G-6-Pase mRNA of than group DM (P <C
0. 05). The expression of visfatin protein of group DM, INS and MET increased than group NC(P<C0. 05). The expression of
AMPKq protein of group DM, INS and MET decresed than group NC(P<C0. 05) ; AMPKq of group DM decresed than group DIO(P<C
0. 05). The expression of p-AMPKq protein of group DIO, DM, INS and MET decresed than group NC(P<C0. 01). Conclusion The ex-
pression of visfatin in liver of SD rats might have something to do with insulin resistance and diabetes. We could't consider that visfatin can
affect the pathway of metformin activated AMPK to decrease blood glucose.

[Key words| nicotinamide phosphoribosyltransferase;diabetes mellitus;SD rat; AMPK
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*1 PCREIMF N RF=YWKE
-] sl FEslY K (bp)
visfatin TACTGTGGCGGGAATTGCTCTAA CCACAGACACAGGCACTGATGA 173
G-6-Pase AACGTCTGTCTGTCCCGGATCTAC ACCTCTGGAGGCTGGCATTG 133
Bractin GGAGATTACTGCCCTGGCTCCTA GACTCATCGTACTCCTGCTTGCTG 150
*2 FHXRREERILR ()
13 ., e MR/ FBG FFA TG TC HOMA -
R (mmol/L) (mmol/L) (mmol/L) (mmol /L) -IR
NC 41 10 408.60+44. 11 2.1740.54  4.40+1.05  375.50163.75  0.2440.09  1.114-0.32  2.0140.74  0.030 0-=0,010 O
DIO 24 12 619. 00+29. 55 4.29+1.05 5.11+0. 57 479, 42+151. 71 1.1340.48 1.5940. 41 5.61+2.23 0.010 00, 005 0
DM4l 10  405.80469.53 2.034:0.81  25.524:2.75 1 260.304:587.67  6.654-3.07  6.714:3.27 43.214:10.72  0.001 020, 000 2
INS 41 9 468.45433.31 3.6141.02  6.04£1.57  727.444280.41  2.7241.34  1.894:0.32 — —
MET 2 9 422, 67+29. 27 2.62+1.25 6.97+1.35 646.56+192. 97 1.5540. 61 1.8040. 33 — —
— s BT A

BB PR & A R R MR ML T A e TR . AR BRI
Jlg 3 (visfatin) A 28 90 & 28 04 45 FT L BB R 39 (i 0l 76 BIL 44 4 i
AR 4 T AR AT AR S R A RS AR B R
oA 7R I A — 30, A 70 58 13 2 7 8 PR S IE e K BR 3
YA I R AT 2H AR visfatin, IR R 5 AL B B 8 (AMPK)
B 2238 BT visfatin 54 450 6 B2 HE (G-6-Pase) ,AMPK )
S F T BE AR RS B R B ZE AR B IA R A S K O

1 MREFE
L1 AR I ZENE SD R 70 KL & B 180~220 g,

B4 = R K2 KT IR e B R AN R 5T BT sh o B .
i TR W A A Sy 3 33 AR R I 20 00 4 9 8 L 10 26 1Y R
50 AT AR L2 00 B0 H T MR B R S il N A CRESE AR
F)) 4 WR AL T 2 (STZ, sigma) , Trizol Reagent ., i¥fi #% 5514 7 £ .
FETR IR — 2 1§ (DEPC) ,.SYBR® GREEN PCR Master Mix; 3
R 3k 406 0 6 A d e Bt Il 25 L/ B TeG L RIPA B 1 2 i TR
BCA & B B o 8 K R & % 8 T marker, ECL i 68 3 7|
EHATRAEWHERA AR 51 H FAEW ARG visfa-
tin Hi & f1 Biovision 2% & 42 f ; AMPKa $i{£ . p-AMPKo $i &
¥ Hy cell signaling 2% ®] $& 41 ; Bractin BT 4K H b A2 4 4 20 A) 48

Pl R R — UMK i 5t 524 7D 5 3 5 R T I AFD .
L2 ik
12,1 MRS, Gl REERR IR SD KR LA . 40 o IE & X

BEZL(NC 4110 H B BE2H (DIO 41) 15 5 O R 9 41 (DM 41)
15 H B A7 (INS 4D 15 H L H XUARIEIT 44 (MET 40
15 H. NC 21 K B3 38 Tk i 5%, LA I B o B s M ) et R
F. DIO 41ME5% 12 Ji 45/ 12 h JE PR & K F NC 40K R
SRR 209 F 2 DIO A, FE A 12 2. DM 41 INS
41 .MET 4l K R &M 8 52512 12 h 5 FRIR &, #2240 mg/
kg B s vE P BEIRAE R L 1 8 5 W FPG, 2 ik FPG=>16. 7
mmol/L Bl JRs R BB, JL g 10 K. NC 41, DIO 41 5
JEEE SR 0.1 mmol/L #7 R 2% wh il . INS 20 FIARAE 5 & B
SRR T HES . FPG<<11. 1 mmol/L, 3t g 9 B —
XU 300 mg « kg™ « d7'EE , #1#H FPG<<11.1 mmol/L,
PR 9 R, 2 12 MM ARAS 12h 5 WEES 10%
K A AR R B IS IE 3 S Bk BRI, 1 3 M FFA L TG, TC, Fins,

JHFIE A — 80 °C VKA P A7 5 75 B I] — 8 32 /15 e JHF M ¥k 48 328
EBA—80 Ck#TR1E

1.2.2 (i A AR AR R I  58 A R A i in R ol A B+ N i
ER{ L4 E FBG,.FFA TG, TC M4 B8 30 A= 6 20 B ASUK: I L ik
53 VAR Il WY Fins. JBE 5 2 AP0 48 #L (HOMA-IR) =
FBG X Fins/22. 5, Wk & 3 &% ¥ 48 $k (ISD = 1/(Fins X
FBG),

1.2.3 RT-PCR ¥l JITF 26 2 th visfatin,G-6-Pase mRNA [ %
% F2EE BIO-RAD A A icycler %¢ % & 1 PCR Y . #% TaKa-
Ra 0 % 5% 320 5 & UL A RNA i 5 5% & cDNA, R A 15 pL
PCR R N4 % :1Q SYBR Green Supermix 7.5 pL, BiHIE A K
0.5 puL,cDNA template 3 pL,DEPC 7K 4 pL, JCh %544:95 C
3 min;95 “C 10 s,i8 kIR 61.6 °C 30 s, ¥ 40 k., B CT
EEME. ST L,

1.2.4 Western blot I 5 visfatin, AMPKa,p-AMPKa [t 5
Fik FFAELIZ0 PBS PR BT U5 I A RIPA 2 i ik, 7% 1 34
fi# . B0 J5 B LW . BCA Bkl & Ak . 100 °C .5 min
HEAYE G bR Ik, B B, B, A A visfatin/ AMPKa/ p-
AMPKo — i EF S8 K HAIA 90, W E 1 h 88, BRI
BN BT A5 .

1.3 Seib24bs SR SPSS13. 0 % 50 #E 47 48 1 2% 43 4
T PR 74 s Fom . Z AR I7 22 007 i 48 43 A 2 B K
B IEZS 00 A 5048 FH Perason #H ¢ 23 M . A IE 25 40 A 55048
Spearman #1343 BT . LL P<<0.05 % FA G258 X,

2 &5 ®

2.1 HAKRBARBIEARLE  DIO 41 . INS 41 P I B & /1K Bt
A NC 42 9] 8 715, DM 4. MET 4 4 g 5 i /4K 5 i 8
DIO 41 i 2 F A% (P<C0. 01), INS 41 p5 ji§ i & /14 i 1 % DM
4 3 T (P<<0.01) ,MET 41 N B§ I & /1R 5 & 5 INS 41 18
R (P<0.05), DM 41 FBG . NC 41.DIO 41 & 2 7 &5
(P<C0.01); INS 41, MET 41 FBG I DM 41 8] & & % (P <<
0.01), DIO 41 .DM 4 HOMA-IR ¥% NC 41 8 & F+ 55 . ifi 1SI
¥ B E AR (P<<0. 01); DM 41 HOMA-IR # DIO 41 ] & FF
B ISTHR S IR (P<<0. 01), DIO 41 TG # NC 41 & 2 7 &5
(P<C0.01); DM 41, INS 41 J¢ MET 41 TG, TC #j L. NC 41 B
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BT (P<<0.05) ;DM 41 TG L DIO 4 B & 7} &5 (P<<0. 05)
MET 41.INS 41 TG [t DM 4 B & B IL (P<C0. 05), DM 41,
INS 4 .MET 4 FFA # NC #4 3 J+ & (P<C0. 05) ; DM #{
FFA % DIO 41 i #5455 (P<<0. 05) , iL3& 2,

2.2 BAHKBIFAHL visfatin,G-6-Pase mRNA & DM 20
visfatin mRNA # NC 41 .DIO 4 ¥ & % 7| & (P<C0. 05), INS
4 \MET #H visfatin mRNA %% DM 4 i 3% F R (P<<0.01),
DM 41 .INS 240 \MET #4{ G-6-Pase mRNA ¥4 DIO 4 i % F}
B (P<20.05),DIO 4] G-6-Pase mRNA ¥# NC 41 i 2 A%
(P<<0.01),MET 4] G-6-Pase mRNA % DM 4] &% INS 415 .
EREAR(P<0.05), DL 3,

=3 LHKRIFAHAZR visfatin,G-6-Pase mRNA

LB (T L)
21 3] n visfatin G-6-Pase
NC 41 5 65.41+28.73 131.57+31. 46
DIO 24 5 116. 23457. 66 35.1247.65
DM 41 5 220.03496.62 159. 37439. 92
INS 21 5 40.32410. 52 194. 50459. 87
MET 2 5 36.054+16.51 108. 40426. 23

2.3 %41k BUIF414 visfatin, AMPKq, p- AMPKo % [ % 3%
tbi: DM 4. INS 4 MET 4 visfatin 25 [ & ik ¥ 8 NC 4
B @ J & (P<<0. 05) ;DM £, INS 41 \MET 21 AMPKaq %5 |13
K NC 4 W FEAR (P<C0. 05), DM 0 AMPKa /14 H %
K% DIO 4 8 3 [ % (P<<0. 05), DIO 41 .DM 4 .INS 4.
MET 41 p- AMPKo 2 [ £ 355 NC 41 B FHREAL(P<<0.01),
RFEAE L,
x4 FHKBRIFAZR visfatin, AMPKa,
p-AMPKe EHRIELLE (T £5)

2H 5 n visfatin AMPK« p-AMPKq
NC4 5 0.38%£0.18 1.1940. 22 0.8340.08
DIO 5 0.6040. 22 0.9440. 14 0.4340.03
DM 4 5 0.75%0.23 0.66=20. 23 0.3720.03
INS 4 5 0.6940.08 0.8940. 20 0.39240. 04
MET#4 5 0.6640. 14 0.7740.25 0.4840.13

visfatin | N gy e o 52X10°

AWPKq ..-.- 63X 10°

p-AWPKo, — B (3 < 10°

Bractin M A S 13 10°
NCZH DIOZE DMZE INSZA METZH
&1 FHKRBRIFALR visfatin, AMPKa,
p-AMPKo & A &%
2.4 visfatin ik 5 G-6-Pase XM XM M NC 4 visfa-
tin mRNA 5 G-6-Pase mRNA £ 35 £ 1E M 3¢ (r=1. 000, P<<
0.01), INS 4 visfatin 5 G-6-Pase mRNA %% ik & 1 #H %
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(r=—0.996,P=0.004)
3 3 e

visfatin @5 &35 F A T 39 19 i 10 40 0 L JFF 40 0 L 45 3% WL
IO R0 JOE S 30 B 5N S L R A% R 1Y R 3R 40T B R
PSR TF visfatin 78 FFIE o A R AF SR 5 R IIEAR—BL, TF5E
F W KK Ay /) BB 2 05 O 19 & 8 - JIFIE visfatin mRNA 3%
R B R BRY RS KR visfatin mRNA 1) 35 b
HRF IR 114 2 4 7R 3 40 78 A B S OA R 2 TR DR 55 R T BE
visfatin mRNA 2 ik 5 i & 1F 5 & B AR . 205 IR % /b R
R BT 0 S TR I AMIPK AT of BB R KT . TR &
B WeE AMPK 0] DLREAR 0 A 385 rb 0 e O S il ol 192 0 e X
PR R R BB A1 G-6-Pase Y K57, HETE & % B AMPK
I ¥ 1 TT 32 Z2 R g 10 B 98 15 T visfatin X AMPK [ 8 45 7E
FH SV AE L A S0 BE 35 00 R BRURR 7 40 B v, 1k R TR RE 8
i 3 S AMPK 3 38 1T 3 00 visfatin 19 235 54 W0 B 5
KB visfatin 0] 8 F 38 AMPK 3§ #57, I8 K BP9 IERE W7 vis-
fatin & [4 ¢35 F1 AMPK 1 3% 1k 4 5 .

A5 g T B BRI AT S B 240 B 1 B IR
9 R BRASE TR, INS 21 P4 Jig 3 it ¢ DM 4 B @ 3% i, 77 MEET 41
N AH AL TF INS 41, DM 41 . INS 4 . MET 4 visfatin 25 H %
K& NC 4] 8 2 F+ & . DM 4] visfatin mRNA 3k 84 NC 4]
K DIO 41 58 35 7t & . 7T RE 2 i0ps i 7 = 5 B0dl 2UR 4 v i 4y
WAEE 22 11 visfatin, bR & 24X 10 30 % BIRT T OB R I XD vis-
fatin By 2 3558 1 7 = 54 19 /E 1L INS 40, MET 4 visfatin
mRNA {35 ¥4 DM 418 3% T .15 Chen 07 (1 B 55 50 56
S50 50, AMPK I8 (1938006 B 2 = HOBUI & #5 R bk 1
FIR B x4 . MET 4 visfatin, AMPKa,p-AMPKa 2 [ ) 3
55 INS 4 76 I 3% 22 5%, visfatin FE H ) £ 8 5 AMPKa. p-
AMPKe & H 1 3 35 9 J6 W 82 A0 56 M, 3208 = B UK T
AMPK P& I8 0 HL ] H G visfatin (W EHEZES S,

ARSzH v DM 4 G-6-Pase mRNA ik % DIO 4 B &% I
B.XS5EANMRE -, M MET 41 G-6-Pase mRNA % DM
20 INS 2H ¥ & B R4, NC 4 visfatin mRNA 5 G-6-Pase
mRNA [ 255 2 EM K LR PR RYLEE R FEfE 5
K5 G-6-Pase i 25 T AEHARET visfatin F I HLH

g5 LT B IR K BRF 412 visfatin (9 3235 W @ F+ 5, )
fiEs 5 19 5 R HKPT B WE PRI K A A G, visfatin A REOE 1B
2RI R FEREAE ] B visfatin 7585 FR 9 K2 JBE 5 2 HEHL AL
il o B AR T AT L 3B A T HHEAT IR AR BEST .

S ik

[1] Fukuhara A,Matsuda M, Nishizawa M, et al. Visfatin:a
protein secreted by visceral fat that mimics effects of in-
sulin[J7. Science,2005,307(5708) : 426-430.

(2] Wi, 3T w A8 GRS 5 A0 JIE T 5 ri 0 JIE o 1K BT it
T K BP9 U I U visfatin Al AMPK 23k & H AR B 6 R
(1], o s gl BE 27 2% 3, 2008, 27(2) : 170-173.

[3] Catalan V,Gomez-Ambrosi J, Rodriguez A, et al. Associa-
tion of increased Visfatin/ PBEF/NAMPT circulating
concentrations and gene expression levels in peripheral

blood cells with lipid metabolism and fatty liver in human
morbid obesity[ ]]. Nutr Metab Cardiovasc( F 4% 4620 71)



4620

HR 4 e B AT 43 S A % A &k (UVA) L UVB, Ji % % 4h £k
(UVO)., REEFR B R, UVB 21 B Jz ot 2k i & 80,
FrLL AR % UVB O B BB IE . AR UVB
R IR /IS B oK ) S B R AL A5 BT, D0 B B B IXC 1Y B AR B
TR SR I FE AT R IR A AR . B AL B IRE A8 2
AN AL B S 3% R A0 B2 8, B R 2 G R U B R T i A (R B
WL T KA A UVB %8 5F 1% G 2 Bk i 21k, L&)k
IR A RIEARE MRS TR ENGS . $ILEM. B
B 2 L (A A I A R 2 IR 2R E B RS K T R
Bl S AT 52 3515 AT B TR 200 i 1) 45 4 TN D) R VLS AR T B
B R AR o bt AR R R 2 R4 TR ) £ R AR AN R
% T A6 PR TR BR . 45 5 0 Bl R RIR TR B MDA 4§ fig 2%
ALY . B MDA fd 2 52 Ik I 28 32 2o Ak 40 1 7R
PR o TR 22 b B e i 4R el G O o R 4 L SZ 0 0 AR
FEUST, ARSZES A I MDA fy &, B0 40 bb IE B4 AR B 0
T U0 T B TR 25 245 4 LRSS TR A B I S AR L T VD L 4 T
B SR AR BT A AL PV R TP ORI . SOD & AR AT ik 2> 1Y
— R EERIERR A A IR0 Y v R R B o AR
FH BRI T BB A B B 1 ZE 4R AP AR 9 A el 3k A R R
7 - 487 HR kS 2 B B D T SOD I 1 Bk 0 3 2 1 4
BRI AR ST T, YD TR A B R 45 25 4 SOD 1 T M AR 3 T
Tt B U B B R T 42 B SOD 9 78 L vk 20 Bz Bk 15 , A 4 I B
IR FOfR e UV %8 55 355 09 K Tk & A0 1a] 4Rt 17 33

A v B i 5 T 0 R R AR P E R R AL B A T S R E
S AL, T B bR 4 R 5K 0 AR B2 A0 B D, B8 Bz R B A
B BRI RIEREO RS RMERKRE N
BT PR 0 A R T e A R 1 R E
ARSI A G 0 25 SR e W R U I 4 2 4 e D 1 A E
T W 52 A T T 0 W A R T R P v I DR B A R 43
WEARIEVE A . PH A IR A SRR R R A T R
APEIRIR . B A MR 5 R B AR G P A G IR 412
JE D6 R R e S 46 o AL S D R o o e A B U
H O AR T ORI A

SN VD R BT AT B Ok A A B A L 0 R R R Y A
A3 15 0 R 4 A L DT g L T B S AN R B R T
I R I o 5 300 BB ] T B 5 A 2 B 405 1 AL i I R i —
LHREGHRE.
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