R B R B i
ACTA ACADEMIAE MEDICINAE SINICAE

8%
[

R BEAS BE-2 RUIRAIEVIH S ThE A R R
kO, #H OE

T AR R S SRl PR 2 S e rholy, W AT 210029

WEEE: ¥ % Wik 025-86862882, i FHEff: Guoj69@yahoo. com. cn

FEE: DB Ns -2 SEME TUiSLSh A BRI, REOK e 2 BN AL M 2 BN, S ST, Ak
il ARE BN AF AR PR IR 2R 1, I SRR KR . B ERA DG, EAR S pH (ERIES . 3. EIHE I
BT, SUCAIRRES S T SRR NS -2 BRI IR T S, BBRNR T B e T LA RS2 M A i AR R C L/ IR R MR 2
RREEASEZHTHIEREAWR G N ETHYRE, AL FRLER PR IRE-2 a5 . DIRe &I T oL,
7~ YA

KR hUEEETRARRE-2; Thag; FHEHLEI

RESES: 0556 EARER: A XEHS: 1000-503X(2013)05-0581-05

DOI: 10.3881/j. issn. 1000-503X. 2013. 05. 018

Advance in Research on Regulatory Mechanism and Functions of Neutral Sphingomyelinse 2

ZHANG Lan, GUO Jun

Laboratory Center for Basic Medical Sciences, Nanjing Medical University, Nanjing 210029, China

Corresponding author; GUO Jun Tel: 025-86862882, E-mail: Guoj69@yahoo. com. cn

ABSTRACT : Neutral sphingomyelinase 2 ( nSMase2 ), which located mainly on the plasma membrane,
hydrolyzes sphingomyelin into ceramide and plays an important role in the physiological and pathological regula-
tion of cell apoptosis, cell growth arrest, and inflammation. nSMase2 is also involved in the development of
Alzheimer’ s disease and the bone growth. Under neutral pH and the presence of Ca**, Mg’", and Mn", the
activity of nSMase2 is induced by oxidative stress through phosphorylation. Furthermore, the induced interaction
of anionic phospholipids and the signaling molecules like receptor for activated C-kinase 1/embryonic ectodermal
development with nSMase2 are also crucial mechanisms of protein activation. In the review, recent research ad-
vances in the structure and function of nSMase2 and its underlying mechanisms are summarized.
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