AREERFBRIE 2026F 48 $34% F4H
Journal of Prevention and Treatment for Stomatological Diseases, Apr. 2026,Vol.34 No.4 https://www.kqjbfz.com + 395 -

[ DOI]10.12016/j.issn.2096-1456.202550154 - ERIR -

oF R A 4F 4 4R B 72 5F JB) 5 WL o B 1 PR R
i

gK7k7§1’ ‘ﬂil 2
FHMERXFOEESKE, wMN FM(550004); 2.7 MERKFSHEEER S LAAMAE, XM KM
(550004)

(WE] TR —Fh i A BOR B 5K BN T 008 PR AE SN o %2 58 W& A oF i i 21 4k 20 i
(GFs) FZIIRE RYELFF I A B AR . EAERI ST R, GFs £ 5F Jil 8 vh A 1o 25 S 2 45 D fig . GFs il it
Toll #: 52 {4 4 (TLR4 ) 25 {5 518 % 1R 31 ZA° L1 I~ Wbl B9 17 458 J 4K 1) 288 013 TR 7, 3-8 25 T S RE A1 T3, BIK 2l 200 i &b
e T % % BB A L TR0 e 0] 42 vl P 240 i W 4 5 G 928 200 B, O AR BN, T U M 4% A
E~%mﬁ?%ﬂ%f@l%Lﬁ%%ﬁﬁﬁ@%ﬁl?UﬂW«M@%%%ﬁM%WHGH%%@ﬁJﬁ
JAE 55 A0 M 3 T ORGP , 552 GF's 1 32k 3805 W 7L 37 ) 7 A R 2R #E 25 F1 (mTOR ) 38 [ — 20 il o 2 A
IR . VAT GFs (9 T TSR W, Ani il NF- B il B% | 95425 mTOR 45 ) 5 2 55, AT BH IS R 5 H 2R I &
SR — B IRIT I 1 o AR 25 1] 2 4 B0 M 2 1 20 2 S5 SR HOR IR AR AT GFs SIE R 10925 [ 43 A
T REELAE 9 2% Sz D RE 52 B e , LATRAR X 2 5 28 Jal R A e T LT O PR . A SCERIR T GRs fE A AR P Y
ZHEAEABLE], B TR 5 GFs V897 5 i R I v TR IR T SN, by 2F J) 5 (Y 7 10 4 A4 1 B
[RgR] FJd; TR, PRSP dedni, iR, BRI
RPEWTE; ML TollHEZIK4; MW T «B; MWILYHFMERLED
(FESES] R78 [XEEEB] A [XEHS] 2096-1456(2026)04-0395-10 el
(SIA&ER®NX]  KAKFE, B3, I MRT 4 40 M 75 28 8 5 5 s HIL ) v 64 4 I OF 58 2 e (D). 100 RS B s B 2
2026, 34(4): 395-404. doi:10.12016/j.is3n.2096-1456.202550154.
Research advances on the role of gingival fibroblasts in the pathogenesis of periodontitis ZHANG Yong-
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[Abstract] Periodontitis is a chronic inflammatory disease triggered by periodontal pathogens and mediated by im-
mune responses. Traditionally, gingival fibroblasts (GFs) were considered to be primarily responsible for maintaining
periodontal matrix homeostasis. However, recent studies reveal that GFs play a significant immunoregulatory role in
periodontitis. Through signaling pathways, such as the Toll-like receptor 4 (TLR4) pathway, GFs recognize virulence fac-
tors from pathogens, such as Porphyromonas gingivalis, and secrete various inflammatory mediators, thus driving extra-
cellular matrix degradation and osteoclast differentiation. Simultaneously, GFs modulate immune cells, including neutro-
phils and macrophages, amplifying inflammatory responses and fostering a chronic inflammatory microenvironment.
Risk factors, such as hyperglycemia and smoking, exacerbate GFs dysfunction via oxidative stress-mediated activation
of the nuclear factor kappa B (NF-kB) pathway and other mechanisms, while inflammation and cellular senescence form

a vicious cycle. Senescent GFs further aggravate alveolar bone destruction by activating the mechanistic target of the ra-
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pamycin (mTOR) pathway. Therapeutic strategies targeting GFs, such as suppressing NF-kB signaling or modulating
mTOR-mediated senescence, may disrupt the link between inflammation and tissue destruction, showing promising
therapeutic potential. Future studies should employ advanced technologies such as spatial multi-omics and single-cell
proteomics to elucidate the spatial distribution, functional interactomes, and heterogeneity of GFs subsets, in order to
deepen our understanding of their roles in periodontitis progression. This review summarizes the multifaceted mecha-

nisms of GFs in periodontitis and explores potential therapeutic strategies targeting GFs, offering novel insights for peri-

odontitis prevention and treatment.
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Figure 1 Regulatory mechanisms of gingival fibroblasts on neutrophils and the inflammation-aging vicious cycle
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Figure 2 Regulatory mechanisms of gingival fibroblasts on periodontal tissues in healthy and inflammatory states
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