4124 FREF 2021 F 12 A% 50 5% 23 4

o 4= A e . - )
EAN pUN doi:10. 3969/j. issn. 1671-8348. 2021. 23. 036
WM& E % https://kns. cnki. net/kems/detail/50. 1097. R. 20210623, 1449. 008. htm1(2021-06-23)

NAD i R H [ ¥ B Xt 5 16 20 A 4% 4¥ & Th 8E B 52 im

R EE, T HE, LSS FA
(FREHXFWESE —ERFESA  100010)

[(HE] EXAWRRARAALEZANETLZARI > ARG RTHFTE LA X BAERML. MY
0 it G e B ERAG AR AR, BB IR RS R (NAD) R R 2R e X B 5 T 4B A
Fo BACBEBR AL P AL AR A, R R A KL B AR F AR £ . % Lk NAD R B 2 & 4 85 3 E o 29 6
AL £ Z R AT SR, B NAD 1F A A4 E v fn oM AL 6 — AN e &,

(8] WBEEKRZA BB EE MBI R AT RO BRS _AREEROE; 9@ty
# R 38

[FEZESES] R392.4 [EkdRiIRAE] A

[XEHS] 1671-8348(2021)23-4124-05

Effects of NAD metabolism and its substrate enzymes on polarization

and function of macrophages”
CHEN Yucheng sWANG Menghao ,LIU Zuojin®
(Department of Hepatobiliary Surgery ,Second Affiliated Hospital ,Chongqging Medical
University ,Chongqing 400010,China)

[Abstract] Macrophages are the important part of the innate immune system. The imbalance of their po-
larization is often associated with a variety of inflammatory diseases,thus affects the fields such as tumor,is-
chemia-reperfusion injury and immune tolerances. Nicotinamide adenine dinucleotide (NAD) is a key molecule
in energy metabolism,which plays a key role in glycolysis and oxidative phosphorylation. Its expression level
is closely related to macrophage polarization. This paper reviews the research progress of the relationship be-

tween NAD metabolism and its substrate enzymes on macrophage polarization and looks forward to NAD as a

new target for regulating macrophage polarization.
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