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Characteristics of serum Nampt and its relationship with TNFa in patients with type 2 diabetes mellitus
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(HZE] 8@ R 2 A RR B E (T2DM) FURE R T 3245 (IGR) J8 34 1L 75 A9 19 i % 198 A% % 5% 4% 8 (Nampt) 19 R 1E K
HE5MEHRIER T « (TNFOWK R, F ik ARARBE N WEESE 6 4~ F 3712 Wi ok 8 2 R 25936 Y7 1 70 1) T2DM
B .42 B IGR B3 W 2 IR 7 1ML 7E Nampt Al TNFo /KFE5 54 Fl g X B & 922 5, /08T 4 A 17 Nampt /KF 5 TNFq.
ANAMES B SRz EKER, &% M7 Nampt Ml TNFo K76 T2DM 41 IGR 41 5 f 5 %t B 20 4 22 5 0 45 i1 2
= X s Nampt K78 T2DM A AR M AV 21 17 T 4l B ok BB HEJRE 37 41 (P<<0. 05) , 7 TGR A1 {gdt J3e X 18 A2 789 L Joe IV 201 5 - 6 B2 A B
TR 40 (P #4<20. 05) , 7 T2DM 1 IGR B 415 TNFo Lt AH 3 78 TGR AR X I 50 AE b S 20 0 5 TNFe 2 6P
A& (P<C0. 05,P<C0.01) , 7F IGR &40\ IGR F1 T2DM I 78 AT ik S 20 5 8 b 1l 21 28 A4 26 Pk IE 40 58 (43908 P<<0. 01, P <<
0.05MP<C0.05), ##& #k T2DM £ IGR B # ¥ Nampt f1 TNFo 5@ HEH 25, BB RE L E G

Nampt K5 854k i 21 85 A 1E A ¢ s AR Bk A 8 B0 A A 250 A9 1 AU B35 107 Nampt ZKF 5 TNFo 7K F-f A6,
[ORSBR] 00 Ik B Tl R A W L 56 RS 1 s PR SR B0 I 1 o2 BB B 5 W 91T A2 46 B i

[(FEHZES] R587.1 [X#kFrF=L] B

R Tk Fri Bl PR A2 W % RS il ( Nampt) 5 000 8% A% b BT B 41 it
s B SR 7 (PBEF) . BLA {2 F 714 B & BF 4 i 4 fb 4E
Fukuhara 5577 & 80T — A~ LA T AR W5 4 18 3 169 A8 5 40 i
A F visfatin, J7 22 WF 25 @ 7~ , PBEF/visfatin 3% i I 5t &
Nampt, HxF 5 B 40 M i R 5 2 5 i a RS 1E A,
B2 Nampt 235 B0 %558 0 5000 8 5 8 40 w2, i Bnk
P Z B AGRY™ . B AT X T Nampt 76 I8 BB 5 R K HL
(IR) A B M IR 975 5B A v R E 1) DAL 1 £ 7 2858 K 4 i R A
978 LA T 08 R PR R . G 0 2L 43 AT R 4 0l i 9RE B B A
F «(TNFo) , H A% F C57BL/6] /N2 E IR, I F 18 BE
) Nampt 235 , B AR 46 35 Nampt K FUB), ARHF5T 5 7 5
VT2 W JCIE & K JE B A IR AE A9 2 BUBE PR 5 (T2DMD
BV IGR B 5@ I M Nampt FRE X H 5 TNFq
B35 25, LR Al BE 5% W Nampt I 46 35 7K ¥ 9 AR I 2 50
A AL FE bR BT Nampt 726 A8 B TR RS 7 7% B 2 B A £

Mz,
1 ##IFTE

1.1 AR % AUSRChHEER mIEA, RIE 1999 4 WHO
VT R PR 12 Wb o L A FR BE P4 43 I8 B 22 6 AN A
12 W7 Y 9 A 2 52 BEE 25 3R 97 Y 70 ] T2DM & 3% (3 36
B, 2 34 ), LA K 42 1) IGR 58 3 [ 23 M I B A2 35 70 (80 B
i fE R s 55 24 1, 20 18 ). B BRA LU IF & 5E Fi-& IF4E

[KFBH] 2010-04-12 [(#ZHH] 2010-05-20
[fE&®N] W . g B E T E.

[XEEHS] 0258-879X(2010)09-1038-04

B (DR AT R ; (2) %YM 5 (3) 2t A g 1k
TGV s (6 S H BRI L T AR S5 (5) B i 18 2 I R
o VR  (6) B A A0 I A8 S L I A A 3R B AT fgk
JRRE A G 4 A % 0P 00 D TG O T S OE R L G I R 9 sl L
T2DM 8 501 fdt B 5 K 3B ™ 5 I8 BE & 54 41 4E 4 % B] (55
28 B, 2 26 B,

1.2 ©#MRERMNT AEHTIHRZERERHIKIM, R
H Bayer 22 6l ADVIA Centaur k2% & J6 5 5 2 Hr AL I 22 1L
BT R A (PG | L% 1 2 (INS) Al C K (CP) ; Beckman
DXC800 4= [ 3l £k 4k 43 #r A I % 1M v & IR [ B ( TC; COD-
PAP i) . =B H i (TG; GPO-PAP i 5:) | 5 % ¥ 5 & 14
JIEL 85 5 ( HDL-C, 23 AR W 2 %) (AR %5 BE i 48 1 1 [ i (LDL-
C. AR 2 ), T R R 354 Beckman 23 7 7= &, 53 4 8
WLy 2 4 I3 B — 70°C IR R VKA IR A7 B 4 b Il — it v
7 Nampt 1 TNFa, Nampt 2R H EIA %0, 550 & A
Phoenix Pharmaceuticals 23 & . R & 2. 21 Mg/ml,?ﬂilj*],’;riﬁ
BH<5% AR 5 R B <14 % ; TNFa 5 JH M 5% 5 0
2L R A& A A e A B R B 5T T, RO
0.006 pmol/ml, #t N 28 5 R F << 10%0, it ] 28 5 R $ <
15% . X 17 @I PR 2F 47 151 R 5 %5 B i i 38 5 COGTT)Y &
INS.CP B 36 iy o 92 % 2 (¥4 T2DM Ml IGR /& #) [
B B4 B VS K I OGTT 0,30,60,120 A1 180 min ) Nampt
7K,

* 3l i AE # (Corresponding author). Tel: 021-66111061, E-mail: minghel7 @ tongji. edu. cn
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1.3 HOMA-IR # &3+ £ RSB RIS L (HOMA)
F Y HOMA-IR A M IR A9 FE B, Bl HOMA-IR = 55 I
iM% (FPG) X 78 J i i & (FINS) /22. 5,

L4 AkmlEAHmE S ROCELA TS & R (WO
I F g, DL R AR B4R 4 (BMD B L (WHR) T

1.5 JelfRftmemaidmiage — RIS 2004
AF o RS IR o7 23 b o 5 I TR HE JRE 22 R 1999 4F WHO H% IR
312 WiAR AT 2005 4 [ BRORE IR 106 B A 7 L B 53 M WHR>
0. 90 A (H)WC=90 cm, L ¥ WHR=0. 85 Hl (5 ) WC=80
cm W T AR B 5 AR 35 45 A A (MS) B2 W7 AR HE S I/ 2005 4E
] I 3 R 9 Tk A A oA

1.6 %43 B SPSS 17. 0 3 F#EAT G2 0 b s

SR x5 R, dLIRISR SR ] J7 22 43 A, 4 R] B W R LY
BERH Scheffe 2, #0802k M Pearson y* K& %, Il
Nampt 5 TNFq K 4E# . BMI, WHR, WC, HOMA-IR ,
FE 14T 2 1 (HbAle) JFPG,FINS #l CP, LA K it i =22 8] ) %
Z R H Pearson #2430, Ki 3 /K- (o) K 0. 05,

2 & R

2.1 3MEFNIEAESIE T2DM 4 WHR 5 T H Al 9 £
(P<C0.01),BMI.WC 3 Al 25 L5 it &L, T2DM 4
HILBMIEE 9 B, 43F MS # 24 ], IGR A A I & M E#H
561,67 MSH 6, TEWLE 1,

=1 T2DM4A.IGR A5 EXNBAHEENIGKRIFE
g T 51 iy BMI wC -
2H 5l i k
4150 (40 (%) (kg m~2) WHR Lem i IMLJE () MS(n)
T2DM 41 (n=70) 36/34 5249 25.4+3.2 0.90+0. 04" " 8747 gn > 247
IGR 4 (n=42) 24/18 5449 25.343.0 0.85%0. 0444 8548 5% 6 " LA
(e HE X HR 20 (n="54) 28/26 5047 25.2+2.8 0.8740.07 8610 0 0

T2DM 41 . 2 BIBEPRARAL; IGR 41, WEVE 172841 BMI. (RFiE%0; WHR. IR WC. BEF; MS. {RIZR A 1E.

SRR A R 44 P<C0. 015 T2DM 41 e

2.2 3 4% & # % Nampt, TNFa & 3 4 5 3 35 47 3k
%  T2DM4 FPG Ml HbAlc & T H AL (P ¥ <C0.01);
FINS #1 CP ik T IGR 41 (P ¥1<C0. 05) , 15 fgt Ffe X B2 1 %5 22
FIG T E X, T2DM 41 IGR 41 HOMA-IR & T {d 5
X R4 (P<C0. 05,P<C0. 01), 1if T2DM #I IGR W 41 [i] 2% &

" P<<0.05, " P<C0.01

TS5 X, 3 I Nampt 1 TNFe K, 2L & TC,
LDL-C #l HDL-C 2 5 gt it% & L. T2DM 4 TG & T it
BN HELH (P<<0.05), 5 IGR A 2 R LGt B X, it
W% 2,

F2 T2DMA.IGRAEAS5EFEXNBHABELWIEREE

(x=Es)
L) o/ Cmmol - 11y HATeCD) ZE/OEI\-]Sml b pB/(ng(/-Pml b HOMA-IR pg//<f§‘?“‘;§1 b
T2DM 4 (n=70) 10.41+3.55" " 9.49+2, 64" 8.33+4.98 1.6540. 61 2.91+2.40" 32.0847.29
IGR H (n=142) 6.2740. 3454 5.96+£0.5144 12.02+7. 474 2.044+0. 814 3.46+2,37" " 34,024+7.77
fe ST B4 (n=154) 5.52+0.45 5.7740. 38 9.00+5.70 1.8740.76 2.26+1.96 29.7548.38
289 TNFa B TC B ’ TG B LDL-C B HDL-C B
cp/(pmol « ml™1) ¢/ (mmol « L™1) cg/(mmol « L™1) cg/(mmol « L™1) cg/(mmol « L™1)
T2DM #H (n=70) 1.424+0.79 5.54+1.54 3.55+4.59" 3.29+0. 87 1.0340. 21
IGR H (n=42) 1.7240.59 5.24740.89 1.76+1.18 3.46+0.74 1.0340.17
RS B (n=54) 1.6340. 84 1.96+0. 74 1.394+0.73 3.1240.53 1.1640. 26

IGR 4 R Z 40 4]; FPG. ZSMEIMME; HbAle: Mifb ML A FINS: MBS K, CP. CIik; HOMA-IR. £ A8 R, i g 15 Z 3t
HE B0 Nampt, M0EENE B ERAZ WS 0, TC. BIHERE; TG. =®BHM; LDL-C. {£%FI5E A MEE,; HDL-C. H%EIEEAMEERE. - P<
0.05, ** P<C0.01 SR A LE; 4 P<C0.05,44P<0.01 5 T2DM 4 4

2.3 d1 % Nampt #= TNFq K F £t 5] T 20 F 65 1k &
T2DM 41 5 i e ] 18 41 1M1 35 Nampt 7K #1 TNFo #4817 78
P51 2% 5 . Nampt: T2DM 15 1 os ZZM R (32.54£8.0) ws
(31.9£5. 6) pg/ml; filt HE XS AL P os K (30. 6 £
8.30) ws (29.8+8.6) pg/ml, TNFa:T2DM 453 vs &
H(1.5040.88) ws (1.430.58) pmol/L; il FE XF & 21 4 1
vs PN (1. 6540.96) vs (1. 6140.86) pmol/L,

2.4 i Nampt £ & EA P8 £ 5 XT3 4 WX 4 4%

BMI,WHR 5% WC 43 W24 # 17 Il 3% Nampt 5347, % BMI 43
Sk — i 0 SRR 5 (OB) W41 AR AT i (NOB) W41 . 4% WHR
o WC 44 8 B IE B (COB) W 41 A i 29 BB BE (NCOB) I
#H, IGR Fi{gREXH I COB W40 Il 7% Nampt /K& T NCOB
W4 (P<<0.05), T2DM W41 8] i 7§ Nampt 22 55 LGFE ¢
X, T2DM NOB W4 Ifi. 3 Nampt #& T {8 5 xF I§ NOB W21
(P<<0.05),5 IGR NOB W HZ R EHITH# 8 L (E 3,
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B OFEERFFM 201049 HLE 31 &

%X 3 M5 Nampt K EEZ T AR L

[JT"__.\' ,plg/(“g e ml ! )]

BMI WHR 5 WC
Vo ! N
OB 41 NOB .41 COB ¥ 28 NCOB W 41
T2DM # 70 30.97+5.5 33.7+8.24 31.5+7.0 34,346,745
n 37 33 48 22
IGR 4 42 34.344.9 33.8410.3 36.64.1% 32.249.2
n 22 20 18 24
(e e X 18 28 54 31.749.8 27.6746.1 33.2749.8" 27.6746.7
n 26 28 22 32

BMI: RFi5%0; WHR: BERL; WC. JER; OB: — B E; NOB.: e, COB. AL ; NCOB: JEMEEILE. * P<<0.05 5

NCOB W40 He 48 ;4 P<<0. 05 5 4t e % 20 e 4

2.5 OGTT RF B & o i% Nampt 3h & & & 17 485435
ZAL#H OGTT 0,30,60,120 A1 180 min ¥ IfiL # Nampt 7K
LA A AR AL 44 Nampt K F 5 587 i 5 89 PGLINS
A CP thJC i E M5 (B 1),

ool
AW
- ToHi
T_- Fril
3
i A
i ]
= W
el i
o (1]
i &
(1]
i L1 il (1] .51]
Tl T W ) i
1 #HEREFHEE OGTT & & Nampt,

MERBENE(PG), MEEBE(INS)F C B (CP) MBI AREWL
n=17, r=*s

2.6 23 Nampt 5 TNFq K F  ARM F 5 H 4B A A
AR A E K I Nampt K¥FE7E T2DM 2H . IGR 4 Fil
f@FEXS 20 5 3% TNFa K F¥ X RiH#E LR, 5
FPG.FINS,CP il ifi g CECHs K s ) th JC &8 1% 3 L A4
K. ML ¥E Nampt 7K F 7€ {@ B XF B4 5 BMI, WHR Al
HOMA-IRE IE # 56 (P << 0. 01, P<<0. 05), 7 IGR i 5
HbAlc £ IEA X (P<C0.01) .7 T2DM 4105 HOMA-IR £
FAIFH(P<<0.05), WK 4,

M7% Nampt 7K F 76 i B X B NCOB ¥ 41 X 5 48 #% 1E A
K (P<<0. 05); % T2DM Al IGR NCOB V. 41 5 If. #% HbAlc
BIEMK(P<0.05) .5 FPG,FINS,CP Al TNFq ¥ 7C# 3¢
P s 78 8 BE X B A1 IGR COB W.4H 5 1fiL ¥ TNFo 7K - £ #H 56
(P<20.01,P<C0. 05); 7E IGR COB W 4 ¥ 5 WHR IF # %
(P<C0.05); MMi 7 T2DM COB W £1 W] 5 HbAlc & i #f %
(P<<0.01) ,FEWL 3 4,

% 4 I Nampt 5 TNFo /K EF AGENESHUREURFSHHELYE

(r)
il A BMI WHR wC FPG HbAlc FINS CP HOMA-IR  TNFq
T2DM 4 0.112 —0.252 0.093 —0. 161 0. 009 —0.167  —0.169 —0.147  —0.288"* 0.181
NCOB .4 0.112 —0.213  —0.197 —0. 254 0.231 0.428* —0.122 —0.096 —0.212  —0.280
COB .4 0.219 —0.133 0.237 —0.083 —0.129 —0.404% * —0.073 —0.036  —0.220 0.094
IGR 41 0.086 —0.158 0.007 0.117 0.018 0.434%*  0.117 0.213 0.155  —0.086
NCOB . 41 0.017 —0.316  —0.166 —0.015 0.130 0.444*  —0.097 —0.271  —0.097 0.093
COB T4 0.210 0.176 0.476" 0.293  —0.399 —0.423  —0.432  —0.235 0.459  —0.487"
fele B X R 41 0.254 0.385** 0.287" 0.263 0.216 —0.232 —0.088 —0. 140 0.389* —0.136
NCOB . £ 0.441* 0.037 0.118 0.029 0. 300 0.207 0.271 0. 204 0. 240 0.077
COB .2 —0.314 0.210 0.024 0.049 —0.313 0.317 0. 306 0.318 0.303 —0.567" "
* P<C0.05, * * P<C0.01
3 W ® K5 1 g AKF JE e B A AL =2 AR TS, R I Nampt 7K
i

AWF5E R M3 Nampt ZKF 7858112 W JC 9 & 4E T2DM,
IGR g Bl X B2 2 18] 22 52 R 48 M 8 X A A 7E 1 ) 2
S5 Mg VINS M CP Z IH) K WA 4631 2 3 24k M ¢
T2DM I IGR H#F 55 %t % OGTT 0,30,60,120 Fl 180 min
FY IS Nampt 7K -2 DL 45 2 4 gl A%, 5 40 B B 409 PGLINS
A CP K- Z 8 K WA G i 2% 3 UM C . 5 Jian 5551 %1 A8 W]
ANBEWFE 85 R — 2, 5 502 AR R AT 58 25 5 B0 I P8 2R Nampt

-5 R A A AR KO- T8 26, H BMIL,WHR 3¢ WC # 17 W41
ot M BRI 7 Nampt K78 T2DM NOB W 4H B % &
F & B X 8 NOB W41 ; IGR #l T2DM NCOB W. 41 ffi. &
Nampt /KF5 HbAlc &3 IE A 3¢, T2DM & & 41 il T2DM
COB W 4117 Nampt 7KF5 HbAlc ATEA MAH M, 47
TR AN A7 B JHE 52 el L BORE AR 8 38 AL R 7™ 5 A9 B0 R, IR BR
Nampt 7K 5 — 52 i ] 9 A9 1l 4% 7K SF Bl HbAlc 77 76 1E [ 41
%, 5 Dogru S HHF 5T 45 % — 3., M. T2DM COB W24
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M3 Nampt /KF 5 HbAlc & 3 4 o 0 A0 56, 5 4 Ui &0
38 T2DM Y I 48 3 Nampt 7K F B G A9 45 AR, 5 5
T2DM & LG H Nampt 7K F 5 M08 ¢ R 4588 5% 42—
BT, AT AR 5 R [ 58 3 A A IF 5 6 G A 0 e R L B AR
SR LR B AT AR 25 A 9%, th v RE 5 40 4 T8 A B R 0 4 R
2 LR BE 25 0 B RS A O,

ABFFE 435 L BMI,WC Al WHR AE 18 = 85 10 ik i) 4%
PR 1B w83 S U 3 245 T = a2 N = 7 NI ]
AR 8 X4 B9 I ¥ Nampt 7K SF 59 22 51, 85 30 8 R, 1 %
Nampt K7 IGR F g FE X} R COB I 41 i 3% = T NCOB i
L FEAEHE X BB 41 55 BMI I WHR 2 W 2 £ P 1E #0678
IGR COB W # th, 5 WHR & 3 £ P 1F #1 3¢, % B 1 175 37
Nampt 7K F- 5 0 A7 7 TE M A G, 55 3R 0 B 0 Bk 2 1 4G 27
Nampt 7K 55 T2 A8 Bk & 00 B0 95 43 — 30000, AR 98 R A
AT W20 A5 — B 25 5L — Oy T AT BE OB 4R K AL AR I A
JRE R B T 2 AR BB W 2 I BR Nampt 7K F, 53 — 7 i, A
SN %o G A e R A R R A X AL b B BR T
BENC R L s oA BF 58 45 . AR WFSE R R B T2DM Al IGR A
BFFEXS B0 1 1E 25 Nampt 7K F 5 HOMA-IR £ i1+ 2 & X
B A DG o (LA ft B X6 BR 41 v o M OE AH G, T BB A TE R E
ABE, L& 3R Nampt KF 5 IR £ %,

JIES Jf A S 2 — K 2 RE 5 BHUIR 25, B ok AR s 4
SR (14 [ A0 M L 2R G R it T2DM B B8R Il A7 B
Nampt Fl TNFo 7K -5 F+ 5, {5 40 J 1 5 4% 40 i visfaitn Al
TNFoa mRNA 23k B W 38 fint A 4F 55 25 5L W R 76 9) & TC It
RAE T2DM B & I 3% Nampt Fl TNFe IR TF 55, R 77
M2 R .5 Tsiotra M Y — B, TNFo 76 4 P
PRGN 35 0] 9 55 OBE B Nampt B9 3 165120 A #F 58 1R 78
T2DM, IGR il {5 B 41 7R Il 7 Nampt K 3F 5 TNFq 7K
S [ AEAEAR 5 &L (B AR IGR Fl HE X B COB W41 % 3t
L% Nampt 7K F 5 TNFo 7KV SSAFE A A OC, 5 Li
S TE B AR ) S50 25 SR — B0, R I BE AT Nampt 3K il
6 F1 K - 1) 38 55 1T BE X 8 E A B0 4R H

Nampt J2 i 7L 3 ¥ 48 1k jie ff I 08 — % H R (nicotinam-
ide adenine dinucleotide, NAD™ ) MRt & il 42 19 BR 1 g , X
NAD KH#if & < Btk B D0 ER 15 B I 7 2 MG E 1
(SIRTD) By 98 19 & G s PEAE AT SIRT B W5 HLAR F1 £
Tl 240 i 1 i A BT A0 ) R S A% R B g AR AR AP S S 2
20 Bt PR 0 8 4030 A UL A G v e R R TR
1B B3t B 8 AR e B B b 3l o 0 AR R R A 2
e S 24y DT SIR T 36 7T 52 NAD' /NADH L (& A1
— 36 NAD" fR 3 DL &2 NAD™® #b 8o 42 v iy wh ] 7 4 4n
JATE U R 25 AR 3, Nampt AT B2 — B 5 IR 38005 2 11 1 1
(AMPK) SE 8L 77 SIRT2 i £ 9 A s, B Bt , Nampt 7]
REAR 2 5 400k i 10 B TR T 2 A0 56 1 g I 40 i 197 L s i 2
NO T AR5 28 AL T AL AR X AS ) B 2R T 7 2R — b AR A 1 AR A
A7, 38 9875 SIRTL T 4R 47 1 5 e 32 RAE N 7 #1403, 98 19 B
Yl LA BRI UB I 5 26 L TRIYT A1 B A U B 3 P SR

(& % x #]
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