PR R 2011 4F 11 A 2 B4 11
Academic Journal of Second Military Medical University, Nov. 2011, Vol. 32,No. 11

http://www. ajsmmu. cn

AN
Ay

DOI:10. 3724/SP. J. 1008. 2011. 01239

NADH 70 NADPH 14X 1§t #0 I 88 B9 5 33 i3t F

s, E O FO,EAAR,GRE, ERET
B R R BRIV 5T b0, L 200433

(=] E4ERMPIR & ¥, NADH #1 NADPH 7E ML A4 B S5 3 & F FH R ¥ B I Th g, A X458 T NADH H
NADPH 4 B A%, B S MR T NADH . NADPH I NADPH %4k 1 59 B 68 . I 48 48 i O 1059 950 . hosd 28 B A7 Pk 9

975 S5 S [ 9 BIUIR B 23 S S0 . 24 A0 X 40 N NADH (NADPH) AE A AR 8 (0 8 78 2 50 B B M 1) B 7 30, AR SE LA id 48
S B TR
[%£#3@] NAD; NADP; {tisf; o

[FES%ES] R349.1 [Iﬁkh\,h\ﬁ%] A [XEHS] 0258-879X(2011)11-1239-05

Metabolism and function of NADH and NADPH
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[ Abstract |
physiological and pathological conditions. In this paper we discussed the synthesis and degradation of NADH and NADPH,
focused on the function of NADH, NADPH and NADPH oxidase, and described their functions in various pathological

In recent years, researchers have discovered that NADH and NADPH have important functions in

conditions such as inflammation, cardiovascular disease, cancer, neurodegenerative diseases. Nowadays, the functions and
metabolism of NADH (NADPH) have evoked international research interest; and the underlying mechanism will be better
understood.
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