b

ARERmBE 2023628 $31% $28
+ 142 - Journal of Prevention and Treatment for Stomatological Diseases, Feb. 2023, Vol.31 No.2 http://www.kqjbfz.com

[ DOI]10.12016/j.issn.2096-1456.2023.02.010 o 57

Sirtl J#= R AR Z R R TR

AEE, @, BEh
EMNEFEWEERaEM, LA EMH(256600)

(WZE] EFRMBURE SR, UM P 2 FIR TR s e A MR B A2 AR . YRS A
A5 K F 2 #H & 1 (silent matingtype information regulator 2 homolog 1, Sirt1) J&—FP KRR AR H — A% 4R (nico-
tinamide adenine dinucleotide , NAD") (1 i £ BBE G, £ 9% T 72 i 2 5 1T QUM 2% . AS SOk Sirt 1 4% - 2 20 g
AW A —2538 , M\ Sirt] IS R T, B3R Sirt] 5EEM KR . BRI, éiﬂiéﬂiﬂﬂiiﬂﬁl\ﬁ’?ﬂiﬂ
PR, Sirt] 38 52 22 Fh iR AR 5 b R AR 55 - Sirt] 25 05 SORL IR D BE A IER A , ZORLAA ) BEBE A% 23
Y1 T A R 5 vk B S T S AR 5%, Sit 1 9 1 SR A e T T R S A 3 B SR TG 0 MTEﬁthwﬂﬁﬁ
MIERZS s DNA 2405 S S B 5, R MBS 19 DNA 451455 25 S 40 i 5 22 , Sirt1/p53 38 [ 71 38 5 i 4% DNA 451475
T - B 20 5 2 5 e A A L 08 R AR R TR, A8 M S R T L 22 A Ty AR O R, Sirt 38 48 G2 i R AE SR IR
) bR M . AR T HE O it ] 0T BBl 240 0 5 5 (2, AR5 HORT RURT 40 Y B E P AL, A TE
Rl & B A 4 R SRy R 3 52 mt

(R@EiA] VIRGEEFWET2MCR1; 28; BEMEMBEE A% LR,
WRMANNE;  umkr;  ZRidAk; DNAHRG;  RAE

(FES%ES] R78 [XEEREB] A [XEHS] 2096-1456(2023)02-0142-05 WA A
[SIAZFFRENX] REE, S, & E6. Sictl A8 1R 40 = 2 0TS R )], 1SR, 2023, 31(2):
142-146. doi:10.12016/j.issn.2096-1456.2023.02.010.

Research progress on the regulation of epithelial cell senescence by Sirtl ZHU Mimi, GAO Yan, GAO Yu-

guang. Department of Stomatology, Affiliated Hospital of Binzhou Medical College, Binzhou 256600, China
Corresponding author: GAO Yuguang , Email: gaoyuguang@ yahoo. Com, Tel:86-543-3258889

[Abstract] 1In the process of enamel development, premature senescence and apoplosis of ameloblasts are important
causes of hereditary enamel hypoplasia. Silence information regulator 2-related enzyme 1 (Sirtl) is a nicotinamide ade-
nosine dinucleotide (NAD")-dependent deacetylase that has been widely reported to be involved in the regulation of cell
senescence. This paper reviews the research progress of Sirtl regulating epithelial cell senescence, starting with the
structural characteristics of Sirtl, and further expounds on the relationship between Sirt1 and senescence. When epitheli-
al cells are stimulated, Sirt] affects the senescence of epithelial cells in many ways, such as mitochondrial dysfunction.
Sirt] participates in regulating mitochondrial function and metabolic homeostasis, and telomere length is negatively relat-
ed to senescence. Sirtl regulates the expression of telomere reverse transcriptase needed for telomere extension, thus pos-
itively regulating telomere homeostasis. DNA damage will undergo damage repair, unrepaired DNA damage will cause
cell senescence, and the Sirt1/pS3 pathway can inhibit epithelial cell senescence by reducing DNA damage. Senescent
cells are the source of chronic inflammation, and chronic inflammation can also promote aging in many ways. Sirt1 inhib-
its epithelial cell senescence by relieving inflammatory symptoms. In future research, we can focus on the effect of Sirt1
on ameloblast senescence and explore its specific mechanism of action on ameloblasts to find a breakthrough in the etiol-
ogy and treatment of enamel hypoplasia.
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