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BERA & F visfatin B AT SThEES #1454 °

miLyE EH#EY T Lt
(EABBERER A AR 159 FAMPF R, L3 100069)

FEE A WENG 7 38 (vistatin) A& — i i P J0E G 07 400 B 490 1) 43— SR O 52 ku HOBR 0 SRAN M PR . BS993 A7 7R 3 cDNA
i35 5 AT B 40 4 % 358 B - (PBEF) [R5 HL AR A6 sy BEOR 57 Visfatin $0OR IR SRR A FK A3 . Wil
JESFEZAAMTAEM, EARRMEGT visfatin 7] 20 HH 2858 B R BCHTUR S ZFEVER: R4, visfatin B A BEIZ0ERR
Wb e A Bl (Nampt)ih 1k, BENE AL I BRI IS — R R (NAD)Y I ZE M & i VR A M (40 f IRl 7, visfatin 38 AT LGS
LR RYERFRIFRIE, W TNFa. IL-1 1 IL-6. Visfatin &5 —28RMH A &L BERPESOMM R H A2 2 EM, WblR
Wi MO SRR KR R WE . O UV SER R MRS, S, X visfatin (05 30 T X R L BZ TR S
SYESNPIFIA, #—ZEA T A AR SOm L sl s E AR R0 IR vistatin 450 DIt 2 SHEUKRES 2

P R AR

KR NIERENTER, ABhT, PRTRZ A, VORI T

FROES Q7

W I i i 2% (visfatin) A& 2005 4 i Fukuhara 45
E NIRRT AR b R I I Ff 44 . A — Mo 2L IR
0 40 B BRL 7, T I 4 B 2R 2 AR (TR) B0 HE 4
JL, AT DA A HE A A B A R H i = R
BRI B =R

Visfatin 7540 i 5T b R #E 2D fE. 48
W) NadV 3R 5 visfatin 475w (0 IR0, 1 HL
7 A B B0 AL (R A s BEOR S, Hodfid ™
YIS NAD R A% 0 e A% BT 7k e 4t P /e ik =
AMJETE NAD 3R EE 142 K. Rongvaux %51 S ik
T8 T WIERUE N vistatin AT U8B i IR A% b i 75
fi(nicotinamide phosphoribosyl transferase, Nampt)i&
PE, T DU AT i i 22 1 NAD AE 065 1 v v
BEL 30 20 B 1 A FH 4 0 T Jie B 4% 17 IR (nicotinamide
mononucleotide, NMN).

BT STUE I visfatin 5 1994 4 Samal %5 M
FEBE TG AL TR IR 2 40 i R B PBEF 2[R — R
. AR AR AN AR LA L R
Jirbr sk . A A YRR 2 IR S () — A Ak
b, visfatin 5REMBKMESES. BT R
AU BRI JOREFIH] . RIS B A2l 2%
AR P RO R E ).

T+ visfatin [ DI HE 2 FEPERI RIS % 5 2 R

2 PR IOE BRI PTEIOR I DR R, Had
ZEBFE M, JCHEX) visfatin f3 8) 175
K LR AT IR 22 25 1 (single nucleotide polymorphism,
SNP) 1) 7347 I 81 B A 4 AR SIS A

1 Visfatin B945#

N visfatin FEHR7 T 722, 421K 34.7 kb,
HE ILANETR 10 MAET. 2B 1 4S9
i 5 4E#H P X (untranslated region, UTR) A1/ 5 fik
X, AN 11 4ifidh visfatin [R5 1 3'UTR. %
SKJE IR visfatin PR 200k AN [ (1) BY 422 0 B 7= A 3
mRNA 774, K354 2.0. 2.4 F14.0 kb, I
LL 2.4 kb [R5 5, Hgmis X & s—mJF
TR SAE, BHPE A —A 52 ku & 1.

B AT AR 7S (/I B B visfatin (9 8 44 45 1 5%
W, ELAAThEem e visfatin 24 [FIYE — A& 1),
BEAN BAR T3 I BR At — AN TG AT A LA R It e 5 19
PR A% B 5 10l TR A P T 1Y P A% TP R (NMIN). - B3R

* Jb T A A 3 2 (BAHED2007) F E 5% [ 4% Bl 2% 3L & % Bh I H
(30771062).
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visfatin 55 H: At B35 R A% Wl % A% Wi 0] Bk = [A) 057 41
{HAE =2 458 | 5WETR B 1F) NAPRTase (nicotinamide
phosphoribosyl transferase) — 5 4445 #4) iy AHALL,
MACAA & T I AR A .l 0 K 13
Tl AN [R] # BF 1 visfatin — SRARTE AL AL REBEAT LLEL,
JEIEE RRE IR (VT A40) R NMING™= D) AR &5 5
GASERR RS S REORSY . eSh, visfatin — 24T DU
KA ATP 5 A S #4525 Nampt 18] 351

Fig. 1 3D structure of a functional visfatin dimmer
B 1 &% visfatin FiE - BIRR R IARLEH
TSR 491 NEUILIRIRIE AR, PR 2T 3 0 e i AR R AR TR
N iy 8 C i i) 2 5L R R k. 45 M9k B RCSB 43 + 45 M) B s 2
(http://www.ncbi.hlm.nih.gov/Entrez/structure.html), ic 3% $& B 5 A
2E5D. 1% =4 &% Pymol Ver 0.97 HAEHIE.

Visfatin F& 5 57 AH 4B XAy T 5% 4f s Bl
3.2 kb BIFAI A PR BRI S 301 X (K] 2). X
- FEE FHR T visfatin 76 [6) 4023 7 [ £k
AIREH AN Ui 3 3 XK /NA 1.4 kb, &
T GC, W 124 SP1 45 A7 miLh 2 A~ AP2 il
LF1 (&5GA s a8 X K/ 1.6 kb, &
G AT, SHETA CAAT AL/ TATA 741,
PL K& CCAAT/NF1. NF-kB. NF-IL6. GR Fll AP1
g A . NF1FAP2 1845 647 mi 2B A fE T
Ui J3 B 71X, T AP A U8 A A T e v S B))

mAP1/2 mCCAAT/NF1@ CRE mGR OHNF1 OHNF5 COHRE

TX. I A BT IX AR & 2 PR RG22 N 2 R
ek, w0 GR. B b BR B R R A T
CREB F1 NFs (U1 NF-IL6) {1455 5. NF-kB [#14}
GBI TS 34, AT S 31
X, X P AT DU RS visfatin 130T i 5 25 1 X %)
PR A R TR S A U SR I ORI —
RN (k=5 PN R AR VA W (1 211 K (VA i A B
Uity Ji3 81 T X IR A STAT 4544 i LA AT i 3 80 1
X I AN T REME IF) HRES®.

NF1. APl. AP2. NF-xB fil STAT % %% 5% [N
T OV 2 A1 MR AR IR AL g A A ST
visfatin J& 3 F X AFAEFE 7R T visfatin A] BE7ESE R
FERAG T e b BAA EZAEA] . NF-«B X AR
UK, visfatin 7R 5K 5 BRI LBRGE “C ) It A 52
RPN RIS S L E 311 NF-«B R 5741
M. [FIFE, STAT3 3% IL-6 7Y fie 12 B (1) 55 5%
K-, 17 visfatin 3 2~ DX AH N 1) 45 G A7 5 n] LA
B IL-6 e % 05 3 N OC 09 T WK £F 4 41 i R A
visfatin I,

Visfatin FE KRBt A AR ADE RN ZE
. Ye ZEEE visfatin )5 3) FIX KL T 2 4> SNP
{75 T-1001G F1 C-1543T, [iE A T-iTi i35 1
X TS A T i 5 81X . #EAT C-1543T SNP
ANA) visfatin B 5%k =g b . Bl S ITES0IE B,
C-1543T SNP 0] BRI S ENPIR 18 255 E(ARDS)
fE XS, T T-1001G SNP U4 i ARDS £ Rl E
WA IZET AR, 72 HA—AN AR Ak
I C-1535T SNP 513 Tyt =5 A 7K P FEAAH 5.
C-948A SNP 7t — & & b m] LA oSk B 85 171 o
Feak K CA K T BO8E PR 1) o S RUESE7. C-948G
SNP 7] WLF-6F 5k e Tt s AR 2 L. B e T3 EA
FE) vistatin JEPURIE 31 1) SNP 2341, Je 541
KPRIIRR, AR IR GRS,

LF1 = NF-IL6 m NF-x<B mSP1 OSTAT < SNP
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Fig. 2 Distributions of the regulatory elements and single nucleotide polymorphism (SNP)

sites within the visfatin promoter region
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2 Visfatin B9 3BT B8

visfatin [ 2E )% Dy fig 2 FF PR D AR 41 200 1)
SATH G FAETAE, EZERI AW T L
A7
2.1 Visfatin BIBR B EHIEA

i B 2% 2 A R A K T AR E e ) — M
. REFREEN 5P R ZAARR) K o WIHESS
GRS, Ry B B A I 2R
BRIEI B SRR, T3 B2 AR S0 T
AR, WO LK 24 R £E 1 B (protein tyrosine
kinase, PTK)y&¥E. W& AT IR 7] LUE o — &R 51 (1)
TP e A FH A 56 1A A . dme LI IR /R
YR—F e, v LSS IFGE PI3K LA S0

R S5 50 — 500G e, E— P OE B R eV
WE ARV VG -1 F1 Akt B TN B, (230 408
IS A R DI BT 3 I ) 40 L R A 2, AT
HATREMZE . I, TR 06 M IR ¥ vl L&
Sre [RGB I 2R T IRAS [RIE 2R, 40 1 2 18 2 11
B, 325 0E MAPK KR 01, ek 4n
Ji AR 1 B

Fukuhara 5500 A7 V&R IR WIS K g
U 40 P 5 R (1 22 S e Rk 0 L R, R IR 44 1

visfatin( 4 I IG5 55), 24 5% )7 41 F1 PBEF AH
[, ZHRIEE R I visfatin 7] LAZE & IR 0GE IR, 4K
HNHEZH I visfatin F] LAZE AN ORI B 25 45 00 1
FEARILBRKY:, RIEZ MRS EMAEM. ANFEME
4 visfatin 5 IR FIAH B AEH &5 RAR—2, =
visfatin ]/ B B FEAE AR 51 & T visfatin 55X
PESITAH ISR T R AR IE .

Visfatin & 17 5 IR HEE G Huih R 74 4
W, Feoi visfatin (40 K AME FH AT BEAN J& T4 B i)
AR - BARAHEAER, i 40 14 ) Nampt 35
PERAVER]. SCRFIX Rt sc ], 4 st
[ visfatin K8 HAG Nampt 757, B PS5k = sk
SePEAIHIEL Nampt W5PE, AL NAD H4ED&
FSE, T 9/ JB By 440 I P R 0y 2R 0 s
2.2 Visfatin B Nampt 7& 1%

NAD 1520 EE I P 2 540 N VF 2 5
AR AR R s AR T, IF BAR AR
MWz 54 AL EZE R Y51 N NAD
PR — BN RE, IEH 40 N NAD K4
500 wmol/L, NAD 273 147 1~2 h. 3.3)
WA A7 AE NAD I8 Sk RN RO B 45 A
#A% (B 3). Nampt /2 08 Wi NAD #8012 11 ¢
Bl —.

[ mmee ) =,
R —1
Npt
R I
R I e s S DL N R L
TR
{ e 3
[ wmcckmisr |
\ J A i NAD 4 85
PBEF/Nampt/Visfatin . | Nmnat TR e fit
J R R i
TR

JHIE I

cADP- &bl &5 il

ADP #

ARTs/PARPs

ADP #%1 & H B R 5 )

FHELHAM  Sirtuins

2- Zit ADP #H#

Fig. 3 The pathways that are responsible for NAD biosynthesis inside cells
3 NAD HYREARIIRE
kB e e LA IR A R ANBOSASELEE 3 4 JHIRRRIRAS . HIR IR A AN MR Bt e Bl ik 42, o visfatin 7608 R G4 o (19 45 F 35k
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NAD 74 M 345 5 18715 b (R F AR OG0 1t
SRERE H f 2 B EA. NAD J& A4l 5 A 2 4
{K. 1 (histone deacetylase, HDAC) MR Ut Bk 15 KL A
4 X -1~ (silence information regulators, SIRTS) [#] 24
T A B R -, I SIRT 5 3P 308 . i B il 39990
L T AR R S SR A M B O R ).
SIRT <5 B b3 Al o 0 #E 3 FM Z IR Tk Bk 11 25 &
B Ak 7= A 2 B2, i NF-kB IV %& RelA/p65 ()
310 PR IR IR AL 2 O AL RE RS NF-«B 52
SRS IEAH I FE D IR P4 255, il e
Py as®. i FLEh P SIRT K kA 7 Ak
(SIRT1~7), HAAFM M EAL. SIRTI &
LMZE A, SIRT2 S AT/EN )5, SIRT3 sk
REE A TP, SIRT1 RERELE 40 oA 4 i b 2R,
LW 40 B e A7 A R 1T SIRT 7% 4 (1) ZE ZE AL i
SIRT1 J# i i 57 ) LXXLL %75 % 5% 5 FoxOl1
(B Sy 2/ JB 8 22 A AR 1~ I AR R = o ) A T AR
M, Al G 2 Ok, $0iH] FoxO1 412 I A i
P, (BN S AR A AN I fsE P09, SIRT ib
REVR 15 AL S DR 7 IS P, R4S I S A g A 3
FEA 1513244 y (peroxisome proliferators activate
receptor y, PPARy). PPARvy #liBhiG K1 1o I
p300/CREB &5 & 8 0,

van der Veer %52 HI Gl 471 43 47 75 v R I
& 718 WL(smooth muscle cells, SMCs) LA & 27
TEFRIAERE 980D P8 TR e 4 1 25 10 A R Ak PR
RATEFE visfatin 9 RIE L. BE SR TAEUE
visfatin BE34 1 SIRT1 [P IE R . visfatin i id
Wik SIRT1 HHMH] p53 IR AE K A3 SMCs )
Z e, i RKIE visfatin GEIIHE P53 (1 A, KW
visfatin il i P53 119 2k3% F1 SIRT1 /-5 1) 23 £ kAL
FEIR A M g, A IS A %) SIRT1 EAT % P
K (dominant negative) 1] LA BH i visfatin 75 4% 4 4
W IR A . R visfatin W] 417 SMCs
)3 A BT R I IL I T, R 4 visfatin ZEAT
RANFE G AT LA B0 4 . 1L 3Rk visfatin GEAS 9N
40 s N NAD /KF-F1 HDAC %1%, SIRTs 11 HA7 ¥
ADP I BRI HMG-B1 (R %
IR B1) 5% 5 4% ADP B30 B 1.

15 R 0 TG i R B & A b ) R B 2 —
PARP-1 (poly ADP-ribose polymerase) & - i {4 57 71
DNA & & s Xk, X AT 18 A b, AL
ADP %W AN R G BN A, B 1L 2y
FRAUR A ZIRIRIE ) ADP BEIEAL Y. PARP-1

AR RS EEE, I DNA B3 H T4
2 —. DNA BEHi0i I PARP EER B TF s, &
40 NAD FE35 A1 SIRT1 3V (1 FAIK14. PARP
(3L FE S 51 K DNA T 32 45005 I i 40 i 08 1ok
Y, Ty R IR S I NAD Skefb 7o Ho 4 i
P IRI2r B AES 30 PARP 5 SIS0 46T

2.3 Visfatin BIZREIMER—IR RABEE T

fE R — Mg fu s 7, visfatin 5 IL-7. SCF
W AR, AE RSN REGE (L E AT B 4i i 45 V5 1) B
K. visfatin 75 bk EL4H A A 1) 2 08 AT LLBE kAR 25 R
TR B 5 . AETEAL ) B itk LA fu sk B 4
JH bR EL PR 34 I TNF K 0% 165 TALL-1 7K~ ] B
%S visfatin ()i, §T B 400 A B £ 52 31 IFN-y
P ER X visfatin.

BE S AR, SERME s R I 2 4l
075 5% 31 28 1k BN, visfatin [ 2 32 3 i 14 0,
IR R NN BN A DL K b
FIPA B2 (3K 1). Nowell S50 % IV W 4T 4
dNMarf, TL-6 1k —4& Wi STAT3 (115 5 2% i mf
PABH S I visfatin, 24 IL-6 FE KB 55,  visfatin
FESZIG T R P RIE R T, H AT IL-6
il visfatin % 55 [P

Table 1 Inflammatory factors were able to induce
the expression of visfatin in various cell types

FT1 RMEETFHEEIES visfatin £ AR R RIE

I 4 s

TALL-1 B itk .40 i

IFN-y i B 4

TNFa FZAIML . AN . PRI . SR R
SR, BT I 4

IL-18 RR P AV DI o O 1 AN R W= g 2
4

IL-6 2L AN R AT 4 4

IL-8 B il

WHEZE /LPS  hPRRIZIM . 2ERE b AN, i bR A

FE T PR 0 40 3T3-L1 v, M ZE KA AT LA 3
visfatin [F1#55%, 1 TNFa. ZEKFEM B- B LIRE
VEFIAI B . 24 3T3-L1 34k J 2 g 07 40 g in)
visfatin 1% S5O0 R I BUB MRS 2 R A2 s, 5
B R W, AR IR N T T 7 an e
TNFa 7] LL3E 0 visfatin [ 321508, visfatin 47 5 )
5 5% 5 PI-3K. MAPK MBI AHH I ZR, i
FAR 54 B S Y. H (PR s I 4 SR AT AH O 1)
SEAGUEPEM,
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WA DN, AEBETE R I e e 7 2 —
0 0 DXL 2 R ) P 2 A T visfatin 23X
M EZE I8, 257 ANREAZT visfatin
(0 2 AR PR Lo 20, FEAT ARG, 7 o GO,
98 Z PR AL A 5 A D AR A N i I L Bz 4 Jf 5 3
visfatin, visfatin [ 315 76 Tl 7= WA 2L w5 T 42 10, 7
i 52 ) 7 KL I visfatin (R IA B B . AE
AN, SRR E R A visfatin (02235 52 48 1k ) 9
WIS T AMUR PR 2 LPS, YR P ) AL EE
TNFa. IL-18 F1IL-6. 41 visfatin 0] DL il IL-6
b5 IL-8 7B b J 40 i (AP0, visfatin i fE
7340 B SRz A0 L, T L& CD14 B
IL-1B+ IL-lras IL-6. IL-10 A1 TNFa [F13 1, LA
K 19 Tn Al Bl 5 B0y 1 AR A0 R T SRk,
CD54. CD40 fll CDSO0 4.

3 Visfatin 5S&EFBHIXER

TR 22 11 Hi b 2 W visfatin ) R IA 1 =y 5 %
MEs 1BYER M R EY). visfatin B T A LA
ARG ZR IR R =E R PO IEAER], HRikiE 55)
Jik e RE B ALV 22 IR SIS 5 s R — A O O
k.

3.1 Visfatin 5#E K% AL B

R, AR S & IE W A, I
PEFR R visfatin W FE 152 B MR AP IR 1Y . fi
R NAR AR R B B 0 B, I visfatin ¥ L BE
Z W, AR N SR I G S KR,
visfatin 7K (1) T+ W) 52 20406 eah, P RERR i
20 43 WA 1) visfatin W52 MUME VR BE RS, T 28,
1T ZR00% PRIVS 5 4T U TR PR3 5855 (1) visfatin 7K P /&
SV S A, A R TE SRR IR
visfatin ZK-F- 2R WLy, HE 2 A R) fE A R AR 22,
Berndt 520X JEBEREAR FOBITE 5T & B0, visfatinZK
555 B WA TEOG, AN e DR ik i i 4
BT R A2 AR X e S G 4 K 2 R AT R T
visfatin 8%, PBEF [l & J5 545 Fr AN ).

TE— LG P RS, R PERTT 2. &
PE Rz AR S R 2, W] UL visfatin [ €A w . B
WEAE R — PR 2R B 1E . AESER R A mT DU A
ST Bl SOREAR OGN, 1T ¢ T LA A visfatin
IS IERER DGR, H AR E ) 17 75 S 1L
Haider 55295} 83 44 16 2 LL N L alifh JIE ik J L # 4T
PR R, 5 IEWEARERJLFEAML, e LE
I3 visfatin W EAHEZ W T & SZHK,

Pagano %5200} 39 44 i A B JHESE SR 35 F 30 44 164 44
HEH AT T, RIEREE B 12K visfatin
WP B W R . visfatin 55 A8 PR A 1K) 26 R
fRr? AU 1 AR DA I A A E DL B RE R
PEER, 75 Bt — 20 R LSRRI I LA B .
3.2 Visfatin ZEWMAE F BI1E A

JC ISR 2 P TR N 2 R A R 40 ) B AR 5 |
E I —Fife S AR, AR RERIET 3 Ay
TRK LR, CLREEMAE], R 215 20 J1 AL
TWURE.  Fe IR o5 RG22 P S IR
FEMUIAE g v I I 22 . T R I S PR R R
FrAn MG 298, A BEAE A 28 48 Pk 40 1 )
T, IR BRI P s B AL TR A R

R AR P SR T A R, AR IR AL
RN 3200 6~ 8 h. MIMCIILAE 835 P8 38 IR
SR rh PR o G T R R R, O H S
W () e ) M B AT 5% . visfatin Jik [R] (1) 35 s 46 I
IS AR PR A0 B ks 1 s, R SO IR
0 visfatin (5%, nT B AR S 04 B 98 T RE
77, W MEFEERIEH G FRAR i btk 4
Mo AT RE 9%, ROLANB R o R R S A
visfatin (1) %% 4% 5 57 = 4K 8 M. LPS 51 1
visfatin 7 S ZEIRZEAVE ] 10 h J5 I8 25 KK, 1
S visfatin [FEHU/ER . W4 s LPS 5 511 %8
PEGHDS 776 2 FidE £ R AP, visfatin 755
T3 L AN 48 . visfatin 76 40 i 40 K& 4% 1)
PURT-AEH, ADGRIAESMNE 1 visfatin AT LA
BT, 1 HAECL LPS AbFE I 1) 855 7% FL k47 Mk
ML TR, AL ER S 40 Mt B A PO TR v,
XFhIEPEAE NN visfatin [1) ) AL IR 5 15 2k
HBRI IS, AMJEPE visfatin A B J& A8 2 LA 98 T
M, 4 Y P vistatin (1) B0 PR F0 0 5, E A
visfatin A g FEGER T .
3.3 Visfatin 7£ 215 P B91E R

SPENl$ 5 (acute lung injury, ALI)J&—F s 0L
[ Sk 9 s NIk i, 0T A8 2 (18 ol U s ol ™ 2 453
i, N DS ERE Y 5RYT . Ye AR,
visfatin 55 ALL 9%, JLHESROKPAETE ALL /3%
FAR A O RISAETY b 25T, ALL i il e
DEWRIALYE H visfatin [ 75 5 B S0 0 = RS ad Tt
) Jie A% 497 A5E 2R () A SR S ED R SRS, UE
visfatin [R5 IA J&) BT 10757 P B2 40 i s 523 11 v
A S | R v O N T M T e M
visfatin [ % iX52 LPS. TNFa. IL-18 FIHLAEEK 11
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5. Bbabh, Jilzh ki Bz 4 i visfatin (1314
AJ LA e B R 0 B R, X Ui
ALT 1 000 58 38 325 11 1 38 0 AT B8 A& i visfatin [
LG
3.4 Visfatin SENPKHFEREL

JONRE 5 2 o JUURE SE N AR K ZE R vh XU 6 2R
e ). visfatin K140 il 57 FF 35 2 1T LA 20 i
BEAFE SR EFERE AL A WL EE.  Dahl 2521
B, AT XN, visfatin [R5 32 76 30 50 ik BE
e RN, TSk O URE ZE (1955 AR B 54 Ak
& UL visfatin (1) £k B, DR ES,
TNFo 467 LDL v] LA 5 visfatin 7641 i 1)
Fik; AL visfatin AT LAHE & BAZ A0 i 3L b 4 )
H A -9(MMP-9) PG, IX RO 7 Bl ik o A fif
AT Bt R b DA R Bl R B B 1) e e A i F o
visfatin KAEFH EEAEH].

4 HERIE

VR e R S gss 2 e RAEREAR RIS T 1
HIfE EIRE AR 2 —, visfatin(B{FX PBEF) /& 5 £k
AN TR, JEAE A g P A s HLELA BRI
ghify, AEFTRRNE ). XA AR S
visfatin R 4 R 2 OCE EMEH . NAD [k
Y& L R AE R 25 A5 R S R A B R 1 AR
W XFTRT R, visfatin K245 40 0 P B GSE R, T
Jei G TAE A —Fh b R A i IR 7. T8 b X e i 1
Zity, visfatin ¥ 76 T M2 T 0 ) AR KORTIG R
FPPESET:. EAMAE KA FEF B, visfatin K]
TELNNL P (53 A A —FE . 440 Ha kb T AR 5K
A, visfatin FE RN, & THEIRES
I B AT AEMS , ULRH visfatin 7 20 i 5 3 5
HORFEASFII1E .

visfatin [1J2E P20 M LA A2 2060, I
Ak, — S E T ) SRR S B B
Wie visfatin (1940 M P4 18 AL 55 40 M A A6 K TR 7 B
(AR [ AR FE 2 S 33047 W a8 1) 2 2R 1 R 41 b
A5 WA AT 5 K EL D B 1D 1 e R A g /K A
M SRTAFAERE R PN A visfatin MAH L rhoRE
J? Visfatin 3= B 144 P 3 41 2 WA 3k 2 A 41 A
T a2 H5 g p R A/ R, sl IR
HHATZ AR HEARI SE A, 2 DA E A
L, WIS RENE ST, KEE R IR
YER? BRI 2 MIEE R, K2 BOIAE M it
FErh visfatin B RAEEAE, BemHen HT/E A

— PP AE I R V6 97 FE £4? Vistatin 75 2H 2340 i Y
AT I TEUAT, DA R AR5 5 M LA P R 4 55 55

M. H RNA FHL(RNA interference)5¥ F [K # 5
(gene transfer) BEAEF KA 2 (145 4H o e 8 1 b 0 o1
B RIA visfatin B DA [0] 25 13 i et 2 A3k 5 f)
LR, FEBBARSL S AR T, Mg
R TR B 20 BE K R A 0T visfatin KA
HAFEETB. % T visfatin ¥ 28 1)1 R N A
B, 487 BIE 7 1 R AR O i # (adeno-
associated virus, AAV)CLH sl 2k, e K
P2 FE 1 1A 552 75 IR 1) i 1B 7

2 % x M
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Diversified Functions and Regulation of Adipokine Visfatin®

YOU Hong-Jie, YAN Shao-Fei, DING Wei™
(Department of Biochemistry and Molecular Biology, Capital Medical Univesity, Beijing 100069, China)

Abstract Visfatin is a highly conserved protein expressed by visceral fat tissues that previously identified as pre
B cell colony-enchancing factor (PBEF). Visfatin is a 52 ku cytokine and has been shown to exert multiple distinct
biological activities. By interacting with insulin receptors, visfatin exhibits insulin mimicking or antagonizing
effects under different circumstances. In addition, it possesses an nicotinamide phosphoribosyl transferase (Nampt)
activity inside the cells, which functions at the rate-limiting step along the pathway of nicotinamide adenine
dinucleotide (NAD) biosyntheses. And finally, as an extracellular cytokine, visfatin is able to induce the expression
of inflammatory cytokines, such as TNFa, IL-1B and IL-6. Visfatin has drawn increasing attentions to researchers
for its close association with a variety of human metabolic and acute/chronic inflammatory diseases or disorders,
including diabetes, obesity, acute lung injury, rheumatoid arthritis, sepsis, myocardial infarction and inflammatory
bowel disease. Recently, the SNP (single nucleotide polymorphism) analyses of visfatin and its promoter regions
have provided more in-depth understandings of its roles in disease pathogenesis. A discussion in the current
knowledge of the structure and diversified functions of visfatin, as well as its connections with a variety of common
diseases was given.
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