BORE RS 20124E 7 A 33 BE T http://www. ajsmmu. cn
Academic Journal of Second Military Medical University, Jul. 2012, Vol. 33,No. 7

[ I

e 794 -

AN
Ay

DOI:10. 3724/SP. J. 1008. 2012. 00794

N it i % T 2% 0 %% 7% Bl 00 161 37 £ BB 38 7T T E RO BT B

;T‘% ﬂTJ(: g‘k’f%'{ﬁ‘l ’ '/ ’%}E] N
B R R e G B HOF W 200433

[HE] MW IR SRS A% 1 R (NAD) 2 A A PR N 200 22 Fh S804k 38 D S 10 174 5 il L 76 AR 22 200 A A 3 3k A8 v & 45 45 224
FH . R T e B TR A 8 27 B8 T8 (Nampt) S2 W 7L 30 90 NAD 4 & 728 1Y B 6 , 98 9 2 240 0 P9 09 NAD ZKF 52 A 0 4 P 3 A7 25
AmiE MR EEE A BA AR, TR IR 40 i T MR E G B L 6 4 N NAD JK T 8 4K L IE
WM, PR Y Nampt A 02 1008 4 B0 Pk, SC3F B — L6 il 240 M A9 A<, 30 Nampt B8 95 1 77 & 2 AR 47 09 50 0 8 1
M. X #15 Nampt BN 34K 25 9058 b — A~ 365 A W51 J) BB AR Nampt 90 ] 70 9 H s Ay T3k se . H s phoe
38 A9 Nampt 9] 5135 4 4~ . FK866 ,CHS828,CB30865,1S001, AR 3L it 4 % Nampt 1 il 57 75 il 983 36 97 77 10 B9 BIF 5% i4F J ok
LR, LI Nampt J84% 50 09 FF & 6T #2225

CRER] N e Wl R A% W A% 8 410 ) 5 I~HEI=9E‘.?

[FESHES] R730.5 [X##RERD] A [XEHS] 0258-879X(2012)07-0794-05

Nicotinamide phosphoribosyltransferase inhibitors in cancer therapy: an advance

QIN Ye, ZHANG Ruo-yu, MIAO Chao-yu”
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[Abstract] Nicotinamide adenine dinucleotide (NAD) plays a crucial role in many cellular processes. It functions as a
cofactor in more than 200 oxidation-reduction reactions in humans. As the rate-limiting enzyme of the predominant NAD
biosynthesis pathway in mammals, nicotinamide phosphoribosyltransferase (Nampt) regulates the cellular NAD level. Nampt is
a key protein in biochemical processes and energy metabolism and has various biological activities. Tumor cells are more
sensitive to the NAD levels, making them more susceptible to Nampt inhibition than normal cells. Experimental evidence
indicates that Nampt has proangiogenic activity and supports the growth of some tumors. These findings make Nampt attractive
for pharmaceutical research during recent years, and Nampt inhibitors might be used for tumor chemotherapy. Currently 4
Nampt inhibitors have been reported: FK866, CHS828, CB30865, and IS001. Here we review the recent progress of Nampt
inhibitors in cancer therapy, providing evidence for the development and application of Nampt regulating agents.
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Fig 1 The chemical structure of FK866
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Fig 2 The chemical structures of CHS828(A),
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Fig 3 The chemical structures of CB30865(A)
and MPI-0479626(B)
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