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ABSTRACT 
Background: Dental caries and bruxism are common conditions of the stomatognathic system, with different 

etiopathogenic mechanisms, but with the potential to interact at the level of dental structures. Objectives: The 

aim of this narrative review is to analyze current data from the literature regarding the interaction between carious 

lesions and bruxism, highlighting the involved mechanisms and clinical implications. Materials and Methods: 

A narrative literature analysis was performed by consulting the PubMed, Scopus, and Web of Science databases, 

using relevant keywords. Studies published in the last 10 years were included, such as experimental studies, 

clinical studies, and review articles. Results: The data suggest a synergistic effect between dental demineralization 

and parafunctional mechanical loads. Caries-affected tissues become more susceptible to mechanical stress, while 

bruxism may favor lesion progression and compromise dental restorations. Conclusions: The interaction between 

dental caries and bruxism requires an integrated clinical approach. Further studies are needed to clarify the 

relationship between the two conditions and to optimize therapeutic strategies. 

 

INTRODUCTION 

 

Dental caries represents one of the 

most common chronic diseases worldwide. 

Dental caries affects all age groups and has 

a major impact on both oral health and 

quality of life. The etiopathogenic 

mechanism responsible for the 

development of carious lesions is the result 

of a dynamic process involving the 

imbalance between demineralization and 

remineralization. This imbalance is 

determined by the activity of the dental 

biofilm, the consumption of fermentable 

carbohydrates, the composition of saliva, 

and host susceptibility. In the absence of 

therapeutic interventions, carious lesions 

progress through the loss of hard dental 

structure and, in advanced stages, lead to 

pulpal involvement (1–3). 

Repetitive muscular activity of the 

mandible, characterized by grinding or 

clenching of the teeth and/or by 

maintaining a tense position of the 

mandible, is defined as bruxism. Bruxism 

may occur both during sleep and during 

wakefulness. From an etiological 

perspective, bruxism is considered a 

phenomenon with multifactorial etiology, 

involving neurobiological mechanisms and 

psychological factors. From a clinical point 

of view, bruxism is associated with tooth 

wear, enamel microcracks, coronal 

fractures, as well as with the compromise of 

dental restorations (4–6). 

Most often, dental caries and 

bruxism are analyzed separately, with 

dental caries considered a predominantly 

biochemical process, and bruxism a 

mechanical phenomenon. Thus, the 

interaction between them remains 

insufficiently explored in the scientific 

literature. 
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From a pathological and 

physiopathological perspective, bruxism 

can affect the integrity of demineralized 

enamel, facilitating the progression of 

carious lesions due to excessive occlusal 

loads. At the same time, the dental structure 

compromised by caries becomes more 

vulnerable in the presence of parafunctional 

forces, increasing the risk of fracture and 

restorative failure  (7,8). 

 The correlation of these two 

destructive mechanisms, namely chemical 

and mechanical, may generate a negative 

synergistic effect on hard dental tissues, 

influencing the progression of dental caries 

and the prognosis of restorative treatments. 

Additionally, the presence of common risk 

factors, such as stress or salivary changes, 

may contribute to this interrelationship (9). 

 The aim of the present narrative 

analysis is to synthesize current data from 

the literature regarding the interaction 

between carious lesions and bruxism, 

highlighting the biological and mechanical 

mechanisms involved, as well as the 

clinical and therapeutic implications 

resulting from the coexistence of the two 

conditions. 

 

MATERIALS AND METHODS 

 

The present study represents a 

narrative analysis of the scientific literature, 

aiming to evaluate the existing data 

regarding the interaction between carious 

lesions and bruxism, with a focus on 

pathogenetic mechanisms and clinical 

implications. 

 

Search Strategy 

 

The identification of relevant 

studies was carried out by consulting the 

electronic databases PubMed, Scopus, and 

Web of Science. The literature search was 

performed using combinations of keywords 

such as “dental caries”, “bruxism”, “tooth 

wear”, “occlusal stress”, “enamel 

demineralization”, and “dental 

biomechanics”. 

 

Inclusion and exclusion criteria 

 

Articles published in the last 10 

years were included in the analysis to 

ensure the relevance of the data. Original 

studies (in vitro and in vivo), clinical 

studies, observational studies, and review 

articles relevant to the addressed topic were 

selected. 

Articles published prior to the established 

period, studies with limited access to the 

full text, as well as papers that did not 

present direct relevance to the interaction 

between dental caries and bruxism were 

excluded. 

 

LITERATURE REVIEW 

 

The scientific literature frequently 

addresses both dental caries and bruxism, 

but most often they are analyzed separately, 

without addressing a systematic integration 

of the possible mechanisms of interaction 

between them. 

 

3.1.1. Dental caries and structural changes 

of hard tissues 

 

Dental caries is described as a 

dynamic process, characterized by the 

progressive loss of minerals from the 

structure of enamel and dentin. 

Demineralized enamel shows decreased 

microhardness and changes in the prismatic 

structure, thus leading to reduced resistance 

to mechanical stress (10). 

Caries processes progressing in 

dentin, the alteration of the tubular 

structure, and the reduction of mineral 

content lead to a decrease in the 

biomechanical properties of the tooth. 

Multiple in vitro studies have shown that 

the modulus of elasticity and fracture 

resistance are significantly reduced in 

demineralized tissues compared to healthy 

structures (10,11). 
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3.1.2. Bruxism and Its Impact on Dental 

Integrity 

 

 Bruxism is associated with 

excessive, repetitive occlusal loads, which 

most often exceed normal forces. Studies 

indicate that bruxism contributes to the 

occurrence of wear facets, enamel 

microcracks, coronal fractures, and 

restorative failure (12–14). 

 Research on the mechanical fatigue 

of enamel shows that repeated cyclic 

loading can lead to the progression of pre-

existing microcracks. Additionally, clinical 

studies have reported an increased 

incidence of dental fractures and 

deterioration of restorations in patients with 

bruxism (5). 

 

3.1.3. Data on the indirect interaction 

between carious lesions and bruxism 

 

 Studies that directly investigate the 

relationship between dental caries and 

bruxism are limited, but the literature 

provides relevant indirect data. Studies 

conducted on demineralized enamel have 

demonstrated an increased susceptibility to 

fracture under mechanical stress. In 

parallel, studies on tooth wear suggest that 

the loss of the superficial enamel layer may 

favor bacterial plaque retention and the 

exposure of vulnerable structures (15). 

 Various studies indicate that 

mechanical deterioration of the dental 

surface may lead to changes in its 

topography, influencing the process of 

bacterial colonization as well as the 

diffusion of acids into the underlying 

structure. However, the direct causal 

relationship between bruxism and the 

acceleration of carious lesion progression 

has not yet been fully demonstrated, and the 

available data are methodologically 

heterogeneous (15). 

 Overall, the literature supports the 

hypothesis of a possible synergistic 

interaction between the chemical damage 

caused by caries and the mechanical stress 

induced by bruxism. Longitudinal clinical 

studies are needed to clarify the extent and 

direct clinical significance of this 

relationship (5,16). 

 

3.2. Mechanism of interaction between 

carious lesions and bruxism 

 

 The interaction between carious 

lesions and bruxism must be analyzed from 

the perspective of the overlap between the 

two types of aggression on the dental 

structure, namely progressive 

demineralization of a biochemical nature 

and repetitive mechanical loading of 

increased intensity. These two mechanisms, 

although independent in terms of etiology, 

may become interdependent in terms of 

structural consequences (17). 

 

3.2.1. Alteration of the Mechanical 

Properties of Demineralized Enamel 

 

 From the early stages of caries, 

demineralization affects the superficial 

layer of enamel, leading to a decrease in 

microhardness and changes in the 

arrangement of hydroxyapatite prisms. This 

modification reduces the ability of enamel 

to absorb and evenly distribute occlusal 

forces (10). 

 In the presence of bruxism, repeated 

cyclic loading generates mechanical fatigue 

phenomena. Enamel weakened by mineral 

loss becomes more prone to the initiation 

and progression of microcracks, fracture of 

superficial fragments, leading to structural 

collapse in demineralized areas (15,18). 

 Repetitive mechanical stress can 

accelerate the transformation of an initial 

non-cavitated carious lesion into a cavitated 

lesion by compromising the integrity of the 

superficial layer (19). 

 

3.2.2. Crack propagation and structural 

amplification effect 
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 Bruxism is associated with the 

generation of lateral and axial forces that 

may exceed normal physiological 

thresholds. In the presence of 

demineralized areas, the concentration of 

stresses at the level of structural defects 

favors crack propagation (20). 

 The enamel–dentin interface 

represents a critical area in stress 

distribution. When the carious process 

affects this region, the tooth’s ability to 

absorb mechanical loads decreases 

significantly. Therefore, microdefects may 

evolve into macroscopic fractures, 

especially at the level of posterior cusps 

(19). 

 The presence of such a mechanism 

suggests the existence of a structural 

amplification effect, in which the initial 

biomechanical weakening is enhanced by 

repetitive mechanical stress (19). 

 

3.2.3. Vulnerability of carious dentin in the 

presence of parafunctional loads 

 

 The extension of the carious process 

to the level of dentin significantly alters the 

biomechanical behavior of the tooth. 

Demineralized dentin is associated with a 

decrease in the modulus of elasticity and 

compressive strength, which reduces the 

ability to dissipate mechanical energy (21). 

 In the presence of bruxism, cusp 

flexure may occur, along with an increase 

in internal stresses at the level of cavity 

walls, as well as the occurrence of 

incomplete or complete fractures (19,20). 

 Posterior teeth with significant 

structural loss are particularly vulnerable. 

In these situations, parafunctional loads 

may transform a restoratively treated 

carious lesion into a structural failure (22). 

 

3.2.4. Modification of dental topography 

and biofilm retention 

 

  Bruxism modifies the dental 

surface through occlusal wear and 

microfractures, increasing roughness and 

forming micro-retentive areas. Irregular 

surfaces may favor biofilm accumulation 

and may hinder effective oral hygiene 

(9,23). 

 Additionally, the removal of the 

superficial enamel layer, often more highly 

mineralized, may expose more porous 

layers that are more susceptible to acid 

attack. Thus, mechanical degradation may 

facilitate the biochemical progression of 

caries (10). 

3.2.5. Implications for restorations and the 

risk of secondary caries 

 

 In the case of restored teeth, the 

remaining structure is often reduced. In the 

presence of bruxism, increased occlusal 

loads may lead to marginal microleakage, 

poor adaptation of the restoration, fracture 

of the restorative material, as well as the 

recurrence of the carious process at the 

tooth–restoration interface (14). 

 Repeated mechanical fatigue may 

compromise adhesive integrity, facilitating 

bacterial penetration and the development 

of secondary caries. Thus, the interaction 

between caries and bruxism may negatively 

influence the long-term restorative 

prognosis (24). 

 

3.2.6. Possible indirect mechanisms and 

common factors 

 

 Psychological stress, frequently 

associated with bruxism, may influence 

dietary behavior and oral hygiene, 

increasing the risk of caries. Additionally, 

reduced salivary flow during sleep limits 

the buffering capacity of acids, while 

episodes of bruxism generate additional 

mechanical loads (25). 

 Therefore, the relationship between 

the two conditions may go beyond a simple 

mechano-structural interaction, with the 

possibility of a common pathogenic 

framework that favors their coexistence and 

the mutual enhancement of their destructive 

effects (25). 
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3.3. Clinical implications 

 

The interaction between carious 

lesions and bruxism leads to complex 

clinical consequences, influencing both the 

progression of dental pathology and the 

success of restorative treatments. In this 

context, the therapeutic approach must be 

integrated, taking into account the overlap 

of mechanical and biochemical factors 

(23,26). 

 

3.3.1. Risk assessment and early diagnosis 

 

Patients with bruxism present an 

increased risk of accelerated deterioration 

of dental structures, especially when early 

carious lesions are present. Excessive 

occlusal forces may promote the collapse of 

demineralized enamel structure, leading to 

the rapid transition from non-cavitated 

lesions to cavitated lesions (13). 

In this regard, the early 

identification of clinical signs of bruxism 

(wear facets, hypersensitivity, muscle 

hypertrophy) and their correlation with the 

presence of carious lesions are essential. 

Caries risk assessment should also include 

the analysis of parafunctional factors, not 

only biochemical ones (13). 

 

3.3.2. Preventive strategies and risk factor 

control 

 

Preventive management must be 

adapted for patients who present both caries 

and bruxism. Preventive measures include 

the use of remineralizing agents (fluorides, 

CPP-ACP), dietary control, and the 

optimization of oral hygiene (27). 

In addition, the control of bruxism 

plays an essential role. Interventions may 

include stress reduction, behavioral 

therapies, and the use of occlusal splints. 

These contribute to reducing mechanical 

loads on the teeth and, consequently, to 

reducing the progression of carious lesions 

(28). 

 

3.3.3. Particularities in restorative 

treatment 

 

The presence of bruxism 

significantly alters the prognosis of dental 

restorations. Teeth affected by caries and 

simultaneously subjected to parafunctional 

loads present an increased risk of fracture, 

marginal microleakage, and restorative 

failure (24). 

In these cases, the choice of 

restorative material must take into account 

mechanical resistance and the ability to 

evenly distribute occlusal forces. Materials 

with superior adhesive properties and 

increased wear resistance are preferred. A

 Additionally, cavity design should 

minimize stress concentration (14). 

The protection of restorations through 

nocturnal occlusal splints is frequently 

recommended, contributing to increased 

longevity (29). 

 

3.3.4.Management of Complications and 

Restorative Failures 

 

The interaction between caries and 

bruxism increases the risk of complications 

such as dental fractures, decementation of 

restorations, or the development of 

secondary caries. Repeated mechanical 

fatigue may compromise the adhesive 

interface and facilitate bacterial infiltration 

(30). 

The interaction between caries and 

bruxism increases the risk of complications 

such as dental fractures, decementation of 

restorations, or the development of 

secondary caries. Repeated mechanical 

fatigue may compromise the adhesive 

interface and facilitate bacterial infiltration 

(12). 

 

3.3.5. Importance of oral hygiene and 

biofilm control 

 

Changes in dental topography 

induced by bruxism, such as increased 

roughness and microcracks, favor the 
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retention of bacterial biofilm. This aspect 

may accelerate the progression of carious 

lesions (23). 

Patients should be instructed in 

adapted oral hygiene techniques, including 

the use of auxiliary means (dental floss, 

interdental brushes, mouthwash). Periodic 

check-ups should be performed more 

frequently to ensure effective biofilm 

control (15). 

 

3.3.6. Multidisciplinary approach 

 

Optimal management of patients 

with caries and bruxism requires a 

multidisciplinary approach. In addition to 

dental treatment, interventions from the 

fields of psychology (stress management), 

physiotherapy, or sleep medicine may be 

necessary (28). 

This integrated approach 

contributes to reducing the etiological 

factors of bruxism and to improving the 

long-term prognosis (25). 

 3.3.7. Prognosis and long-term 

monitoring 

 

 Patients with this pathological 

association require an individualized 

monitoring plan. The frequency of check-

ups should be increased, and the evaluation 

should include both caries status and signs 

of tooth wear, as well as the integrity of 

restorations (12). 

By integrating preventive, 

restorative, and bruxism control measures, 

dental prognosis can be significantly 

improved and the risk of long-term 

complications can be reduced (23). 

 

DISCUSSION 

 

Although dental caries and bruxism 

are studied as distinct pathologies, there are 

mechanical and biological arguments that 

support a complex interaction between 

them, as also highlighted by the results of 

this narrative review. Current scientific 

literature indicates a possible synergism in 

which tissue demineralization and repeated 

mechanical overload potentiate each other, 

leading to the accelerated deterioration of 

hard dental structures (5,15,17,22). 

An important aspect of this 

interaction is represented by the way in 

which the biomechanical properties of 

enamel and dentin are altered in the carious 

context. Thus, the decrease in 

microhardness and fracture resistance leads 

to increased vulnerability to occlusal 

loading, especially in the presence of 

parafunctional activities (10,11,19,21). The 

role of mechanical factors in the 

progression of dental caries is also 

suggested by the transformation of initial 

carious lesions into major structural defects 

under the influence of parafunctional forces 

(5,12,22). 

On the other hand, the analyzed data 

show that bruxism is not only an 

aggravating factor, but may also indirectly 

contribute to the initiation or acceleration of 

the carious process. Changes in dental 

topography, microcracks, and increased 

surface roughness favor bacterial biofilm 

retention and contribute positively to 

cariogenic activity (9,15,16). However, it 

should be noted that the direct causal 

relationship between the incidence of 

dental caries and bruxism has not been fully 

demonstrated, and the available studies 

show methodological heterogeneity 

(15,16). 

The literature also highlights the 

impact of parafunctional activities on 

restorative treatments. Teeth affected 

simultaneously by caries and bruxism 

present a much higher rate of restorative 

failure, through mechanisms such as 

marginal microleakage, the occurrence of 

structural fractures, or fatigue of the 

materials used. This aspect emphasizes the 

need to adapt therapeutic strategies and 

restorative protocols, primarily through the 

implementation of occlusal protection 

measures (14,24,30). 

Additionally, the existence of 

common risk factors such as changes in 
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salivary flow or psychological stress 

suggests that the interaction between the 

two pathological conditions may be part of 

a broader clinical context, requiring 

multidisciplinary approaches in patient 

management (14,29).  

 

LIMITATIONS OF THE ANALYSIS 

 

The limitations of the present 

analysis arise from the narrative nature of 

the study and the lack of longitudinal 

clinical studies that directly investigate the 

relationship between bruxism and carious 

lesions. Most of the available data come 

from observational or in vitro studies, 

which makes the extrapolation of results to 

the clinical level difficult. Therefore, future 

research is needed to focus on this 

interaction under controlled clinical 

conditions, following a well-established 

protocol and using a standardized 

methodology. 

 

CONCLUSIONS 

 

The interaction between bruxism 

and carious lesions represents an emerging 

topic in dentistry, with significant 

implications for the management of carious 

diseases. 

Current data suggest that there is a 

synergistic effect between parafunctional 

mechanical loads and the demineralization 

of hard dental structures, leading to 

accelerated deterioration of tissues. Both 

enamel and dentin affected by caries 

become more susceptible to mechanical 

stress, while bruxism is considered to favor 

lesion progression by altering structural 

integrity and dental morphology. 

From a clinical point of view, this 

interaction implies the need for a 

multidisciplinary approach to the patient, 

and the efficient management of such cases 

requires the combination of preventive 

strategies, control of parafunctional 

activity, and restorative treatments adapted 

to specific biomechanical conditions. 

In conclusion, the coexistence of 

bruxism and dental caries requires an 

individualized and complex clinical 

approach, focused not only on the treatment 

of existing lesions but also on the 

management of the underlying etiological 

factors. The development of future clinical 

studies is essential to clarify the causal 

relationship between them and to optimize 

clinical and therapeutic protocols.

 

 

REFERENCES 

 
1. Giacaman RA, Fernández CE, Muñoz-Sandoval C, León S, García-Manríquez N, Echeverría C, et 

al. Understanding dental caries as a non-communicable and behavioral disease: Management 

implications. Front Oral Health. 2022;3:764479. doi:10.3389/froh.2022.764479 PubMed PMID: 

36092137; PubMed Central PMCID: PMC9448953. 

2. WHO. Global oral health status report: towards universal health coverage for oral health by 2030 

[Internet]. 2022. Available from: 

https://www.who.int/publications/i/item/9789240061484?utm_source=chatgpt.com 

3. Sargod SS, Shifana A F, Rao H T A, Hegde N. New understanding of the systematic relation to the 

etiology of dental caries. IJOHD. 2024 Dec 28;10(4):262–5. doi:10.18231/j.ijohd.2024.046 

4. Hilgenberg-Sydney PB, Lorenzon AL, Pimentel G, Petterle RR, Bonotto D. Probable awake 

bruxism - prevalence and associated factors: a cross-sectional study. Dental Press J Orthod. 

2022;27(4):e2220298. doi:10.1590/2177-6709.27.4.e2220298.oar PubMed PMID: 35976287; 

PubMed Central PMCID: PMC9377317. 

5. L T Thayer M, Ali R. The dental demolition derby: bruxism and its impact - part 1: background. Br 

Dent J. 2022 Apr;232(8):515–21. doi:10.1038/s41415-022-4143-8 PubMed PMID: 35459823; 

PubMed Central PMCID: PMC9033581. 



Romanian Journal of Oral Rehabilitation 

Vol. 18, No.1 January-March 2026 

 

86 
DOI : 10.62610/RJOR.2025.1.18.7 

6. Pavlou IA, Spandidos DA, Zoumpourlis V, Papakosta VK. Neurobiology of bruxism: The impact 

of stress (Review). Biomed Rep. 2024 Apr;20(4):59. doi:10.3892/br.2024.1747 PubMed PMID: 

38414628; PubMed Central PMCID: PMC10895390. 

7. Beddis HP, Davies SJ. Relationships between tooth wear, bruxism and temporomandibular 

disorders. Br Dent J. 2023 Mar 24;234(6):422–6. doi:10.1038/s41415-023-5584-4 

8. Sladeckova N, Verhoeff MC, Koutris M, Lobbezoo F. Bruxism management during tooth wear 

rehabilitation: A perspective on the temporary use of contingent electrical stimulation. Dent Med 

Probl. 2025 Aug 22;(4):561–4. doi:10.17219/dmp/207388 

9. Morris K, Ait-Aissa K, Sahyoun AM, Wang Q, Abidi AH, Kassan M. Exploring the Role of Oral 

Microbiota in the Pathophysiology and Treatment of Bruxism. FASEB J. 2025 Sep 

15;39(17):e71017. doi:10.1096/fj.202502015R PubMed PMID: 40892040; PubMed Central 

PMCID: PMC12404231. 

10. Gevkaliuk NO, Nazarenko IV. Morphological structure of enamel caries in the dynamic process of 

demineralization and remineralization. Regul Mech Biosyst. 2023 Aug 5;14(3):333–40. 

doi:10.15421/10.15421/022349 

11. Fu Y, Ekambaram M, Li KC, Zhang Y, Cooper PR, Mei ML. In Vitro Models Used in Cariology 

Mineralisation Research—A Review of the Literature. Dentistry Journal. 2024 Oct 8;12(10):323. 

doi:10.3390/dj12100323 

12. Chrcanovic BR, Bergengren T, Stanisic N, Sohrabi S, Larsson C, Svensson P, et al. Relationship 

between bite force, bruxism, and fractures of teeth and dental restorations. Sci Rep. 2025 Jul 

2;15(1):22752. doi:10.1038/s41598-025-07772-2 PubMed PMID: 40595268; PubMed Central 

PMCID: PMC12214999. 

13. Popescu AM, Ionescu M, Popescu SM, Ionescu AG, Vlăduțu DE, Iacov-Crăițoiu MM, et al. Oral 

Clinical and Radiological Signs of Excessive Occlusal Forces in Bruxism. Diagnostics (Basel). 

2025 Mar 12;15(6):702. doi:10.3390/diagnostics15060702 PubMed PMID: 40150044; PubMed 

Central PMCID: PMC11941138. 

14. Al-Talib T, Goodman X, Ziada H, Abubakr NH. Bruxism and direct and indirect restorations failure: 

A scoping review. Journal of Dentistry. 2025 Jun;157:105738. doi:10.1016/j.jdent.2025.105738 

15. Bronkhorst H, Kalaykova S, Huysmans MC, Loomans B, Pereira-Cenci T. Tooth wear and bruxism: 

A scoping review. Journal of Dentistry. 2024 Jun;145:104983. doi:10.1016/j.jdent.2024.104983 

16. Tikhonova S, Booij L, D’Souza V, Crosara KTB, Siqueira WL, Emami E. Investigating the 

association between stress, saliva and dental caries: a scoping review. BMC Oral Health. 2018 Mar 

13;18(1):41. doi:10.1186/s12903-018-0500-z PubMed PMID: 29534715; PubMed Central PMCID: 

PMC5851323. 

17. Flemming J, Hannig C, Hannig M. Caries Management—The Role of Surface Interactions in De- 

and Remineralization-Processes. JCM. 2022 Nov 28;11(23):7044. doi:10.3390/jcm11237044 

18. Kim MJ, Lee MJ, Kim KM, Yang SY, Seo JY, Choi SH, et al. Enamel Demineralization Resistance 

and Remineralization by Various Fluoride-Releasing Dental Restorative Materials. Materials 

(Basel). 2021 Aug 13;14(16):4554. doi:10.3390/ma14164554 PubMed PMID: 34443077; PubMed 

Central PMCID: PMC8402149. 

19. Dejak B, Bołtacz-Rzepkowska E. Mechanism of enamel damage in the grooves of molars during 

mastication. Dent Med Probl. 2023 Feb 20;60(2):321–6. doi:10.17219/dmp/154777 

20. Uchima Koecklin KH, Aliaga-Del Castillo A, Li P. The neural substrates of bruxism: current 

knowledge and clinical implications. Front Neurol. 2024;15:1451183. 

doi:10.3389/fneur.2024.1451183 PubMed PMID: 39410996; PubMed Central PMCID: 

PMC11473305. 

21. Widyastuti A, Ratih DN, Siswomihardjo W, Dharma IGBB. The influence of dental cavity on 

biomechanical stress and strain distribution: A finite element analysis. J Conserv Dent Endod. 2026 

Feb;29(2):145–9. doi:10.4103/JCDE.JCDE_991_25 PubMed PMID: 41756796; PubMed Central 

PMCID: PMC12935442. 

22. Shahmoradi M, Wan B, Zhang Z, Swain M, Li Q. Mechanical failure of posterior teeth due to caries 

and occlusal wear- A modelling study. Journal of the Mechanical Behavior of Biomedical Materials. 

2022 Jan;125:104942. doi:10.1016/j.jmbbm.2021.104942 



Romanian Journal of Oral Rehabilitation 

Vol. 18, No.1 January-March 2026 

 

87 
DOI : 10.62610/RJOR.2025.1.18.7 

23. Turcio KHL, Neto CL de MM, Pirovani BO, Dos Santos DM, Guiotti AM, Bertoz AP de M, et al. 

Relationship of bruxism with oral health-related quality of life and facial muscle pain in dentate 

individuals. J Clin Exp Dent. 2022 May;14(5):e385–9. doi:10.4317/jced.59255 PubMed PMID: 

35582352; PubMed Central PMCID: PMC9094727. 

24. Yilmaz F, Dorterler OC. Effect of Bruxism on the Clinical Success of Posterior Composite 

Restorations in Endodontically Treated Teeth: A Cross‐Sectional, Case–Control Study. J Esthet 

Restor Dent. 2025 Oct;37(10):2180–92. doi:10.1111/jerd.70008 

25. Walczyńska-Dragon K, Grzybowska-Ganszczyk D, Hadzik P, Fiegler-Rudol J, Dubiel-Holecko I, 

Nitecka-Buchta A, et al. Bruxism as a Biopsychosocial Disorder: An Interdisciplinary Cross-

Sectional Study. JCM. 2025 Sep 26;14(19):6803. doi:10.3390/jcm14196803 

26. Saricam E, Tayman MA. Bruxism assessment combining fractal analysis, clinical evaluation, and 

self-reports: a case-control study. BMC Oral Health. 2025 May 30;25(1):851. doi:10.1186/s12903-

025-06234-5 PubMed PMID: 40448020; PubMed Central PMCID: PMC12124021. 

27. Veiga N, Figueiredo R, Correia P, Lopes P, Couto P, Fernandes GVO. Methods of Primary Clinical 

Prevention of Dental Caries in the Adult Patient: An Integrative Review. Healthcare. 2023 Jun 

2;11(11):1635. doi:10.3390/healthcare11111635 

28. Morales-Lastre CC, Morales-Ramírez AM, Wilches-Visbal JH, Castillo-Pedraza MC. Current View 

of the Clinical Management of Bruxism in Dentistry. Odovtos - Int J Dent Sc. 2025 Aug 

29;27(3):10–4. doi:10.15517/y9n9q009 

29. Alaida WS, Gadi SA, Al-Ghannam RE, Alamri MF, Mirdad FI, Argaibeh RM, et al. Biomechanical 

and Occlusal Factors Influencing the Longevity of Single-Unit Restorations: A Comprehensive 

Review. Cureus. 2025 Jun;17(6):e85998. doi:10.7759/cureus.85998 PubMed PMID: 40662002; 

PubMed Central PMCID: PMC12258076. 

30. Wierichs RJ, Kramer EJ, Meyer-Lueckel H. Risk Factors for Failure of Direct Restorations in 

General Dental Practices. J Dent Res. 2020 Aug;99(9):1039–46. doi:10.1177/0022034520924390 

 


