b

ARE&EMFITE 2020F 128 $28% #1228
Journal of Prevention and Treatment for Stomatological Diseases Vol.28 No.12 Dec. 2020  http://www.kqjbfz.com + 801 -

[ DOI ]10.12016/j.issn.2096-1456.2020.12.009 LRIk

BHS T EREXHARAR

KEA, L, WA, Ik
OCEEBAABRELELE BROBEEBGERAEFAL TS W KFEGoEERT AR,
Wl R AR (610041)

(FE]  H MR T A S (Y EZEANM, BB AR S fR T o o A% 8 WA i A AR A 45
4 i R R (BB AR AT ST AR TR A, B Al A AR b AR P B — — 3248 . F R 58 02 LA TR B
A= Wy 5k iy By TR 1 B A8 A SR E MR L 3 RN R A 0 R i R b 22 R A ek R R LA
iR, e SR R MO R SR 2 B ELRFE A B AR A . H TR IS i Al i B BN ) S S
HHEE AT YR 2 5N EDRE R RS S 2T L T mEAEN, KR m R
briy 3PS R RN R N R A SIS TR N (receptor activator of nuclear factor kappa B ligand , RANKL) , Ay B R AL TR
(sclerostin) , SEIA A 1= 3 & LA K H W5 S0 8%, BUR S 5 T F R R W R AR R o AR RET N8B 20 AR G
PRI RS T PR L TR 48 B TR BTG A — e AT . A SCE R AR E SRS T ER U
R R 0GR AT A OG LRI , O A A 5 i B B At

(Xg8im] B, BRd; FRR; *Zl?-KBséﬁi(ﬁ{t?Eﬂﬁi; HEN;
T EE; A

[FESKES] R7814  [XEIEFEEB] A [XEHS] 2096-1456(2020)12-0801-05  ricrv sesmns isuesosn)
(SIAZEREX] RIFE. Do, WEAR, 5. 540005 5 5 S AH DGR T JR (). F B B VA, 2020, 28(12):
801-805.

Research progress on the relationship between osteocytes and periodontitis ZHU Xuanzhi, MA Rui, XIE

Xudong, WANG Jun. State Key Laboratory of Oral Diseases & National Clinical Research Center for Oral Diseases &
Department of Periodontics, West China Hospital of Stomatology, Sichuan University, Chengdu 610041, China
Corresponding author: WANG Jun, Email: junwang@scu.edu.cn, Tel: 86-28-85503547

[Abstract] Osteocytes, which develop from osteoblasts, are recognized as the main cells embedded in mature bone
tissue. The traditional notion is that osteocytes exclusively play a structural role, however, with the development of relat-
ed research in recent years, the role of osteocytes in bone metabolism has been explored. Periodontitis is a chronic in-
flammatory disease initiated by plaque biofilm, and is the main cause of adult tooth loss. Clinically, periodontitis primar-
ily manifests as attachment loss, bleeding on probing and other symptoms. Alveolar bone resorption is the most charac-
teristic pathological change. Current research demonstrated that osteocytes sense mechanical stress, participate in bone
remodeling, regulate mineral balance, and participate in endocrine function. Thus, these cells play an important role in
bone homeostasis and systemic metabolic balance. Osteocytes are actively involved in the development of periodontitis
through the high expression of receptor activator of nuclear factor kappa B ligand (RANKL), secretion of sclerostin, and
effect on apoptosis, senescence and autophagy. In the future, the detection of bone cell metabolism-related products will
have certain application prospects for the clinical evaluation of periodontitis prevention and treatment. Therefore, this
paper reviewed the role of osteocytes in bone homeostasis and the relationship between osteocytes and periodontitis, to
provide new ideas for the prevention and treatment of periodontitis.
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