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Abstract: Pocket probing depth (PPD) and bleeding on probing (BOP) measurements are useful
indices for the assessment of periodontal conditions. The same periodontal indices are commonly
recommended to evaluate the dental implant/tissue interface to identify sites with mucositis and
peri-implantitis, which, if not treated, are anticipated to lead to implant failure. The aim of the
present narrative review is to discuss the available literature on the effectiveness of probing at
dental implants for identification of peri-implant pathology. There is substantial clinical evidence
that PPD and BOP measurements are very poor indices of peri-implant tissue conditions and are
questionable surrogate endpoints for implant failure. On the contrary, the literature suggests that
frequent disturbance of the soft tissue barrier at implants may instead induce inflammation and bone
resorption. Moreover, over-diagnosis and subsequent unnecessary treatment may lead to iatrogenic
damage to the implant-tissue interface. Despite this, the recommendations from recent consensus
meetings are still promoting the use of probing at dental implants. For evaluation of implants, for
instance at annual check-ups, the present authors recommend a clinical examination that includes
(i) a visual inspection of the peri-implant tissues for the assessment of oral hygiene and the detection
of potential redness, swelling, (ii) palpation of the peri-implant tissues for assessment of the potential
presence of swelling, bleeding, suppuration. In addition, (iii) radiography is recommended for the
assessment of crestal bone level for comparison with previous radiographs to evaluate potential
progressive bone loss even if there is a need for more scientific evidence of the true value of the first
two clinical testing modes.
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1. Introduction

The ultimate goals of the maintenance phase of implant treatment are to preserve the function
and the aesthetics of the rehabilitation as well as the stability /health of the peri-implant tissues for as
long as possible. From a research point of view, the goal is to monitor the treatment outcomes: implant
survival and success/failure. One evident problem is that the definitions of survival, success/failure
used in more recent publications do not necessarily reflect the patient/clinician perceived successful
maintenance of the function and aesthetics of the treatment. In other words, the definitions of disease,
which would motivate a clinical intervention to cure the disease, do not seem to reflect the clinical
reality. Thus, the first questions to be answered are “what should be considered pathology at a dental
implant?” and “what diagnostic tools are available?” With regards to the natural dentition, there
has been a wide agreement within the scientific community in relation to disease definitions and
available diagnostic tools [1]. Despite the recent World Consensus meeting in Chicago [1], a similar
consensus with regards to definition of pathologies and available diagnostic tools does not seem to
exist for peri-implant tissue conditions [2–5]. The controversy regarding the application of periodontal
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indices to dental implants is not a recent one [6]. The basis for the disagreement can be found in the
difference in the viewing of the peri-implant tissues. Can similar disease definitions and diagnostic
tools be used in natural dentition and in situations where the natural dentition has been replaced with
implant-retained restorations? The question is logical since there are no doubts that the periodontium
and the peri-implant tissues ought to be regarded as two very different entities [5,7,8].

Is it correct to assume that similar reactions to infection, occlusal trauma, trauma from probing
can be expected for the periodontium and the peri-implant tissues? Is there a similar pattern of
disease progression? And if these aspects differ between the two entities, is it correct to use similar
diagnostic tools? There is evidence in the literature that the peri-implant tissues are more susceptible
to inflammatory reactions, a phenomenon also confirmed immunohistochemically with increase of
inflammatory infiltrate in comparison to teeth [9] that lesions around implants and teeth have critical
histopathologic differences [10], and that there are differences in the onset and progression of the
periodontal and peri-implant diseases [11]. Becker and co-workers examined the differences and
similarities between peri-implantitis and periodontitis underlying disease mechanisms [12]. On the
basis of quantitative transcriptome analysis, peri-implantitis and periodontitis exhibited significantly
different mRNA signatures, supporting the hypothesis of peri-implantitis being a complex inflammatory
disorder with a unique pathophysiology. While in peri-implantitis tissue, the regulation of transcripts
related to innate immune responses and defense responses were dominating, in periodontitis tissues,
bacterial response systems prevailed [12]. Several authors questioned the role of infection as a principal
cause of peri-implant diseases. For instance, Koka and Zarb questioned whether peri-implantitis is
a disease entity at all. The Authors refuted the bacterial implications and suggested terms such as
osseoinsufficiency or osseoseparation to describe problematic implants [13]. Moreover, in a review
article, Qian and co-workers failed to find evidence that primary infection causes marginal bone
resorption around implants [14]. Osseointegration has been suggested to represent a foreign body
reaction to biomaterials and its long-term clinical function depending on a foreign body equilibrium
that, if disturbed, may lead to impaired clinical function of the implant [15]. Recently, dental implants
have been suggested having more in common to orthopaedic implants in terms of foreign body
reaction and failure pattern than to teeth [16]. Given these fundamental differences between the
periodontal and peri-implant tissues, can periodontal indices be used as reliable diagnostic tools for
peri-implant tissues?

2. The Risk of Using Surrogate Endpoints for Prediction of Fatal Events

In the most recent definition and diagnosis requirements for peri-mucositis and peri-implantitis,
the use of probing around dental implants has been recommended for the detection of presence of
bleeding on probing (BOP), of increases in pocket probing depth (PPD) or of presence of PPD equal or
more than 6 mm [17]. Thus, periodontal indices are recommended as biologic measures to distinguish
between health and disease conditions and as surrogate endpoints as substitutes for fatal events
(implant failures) in clinical trial designs. The underlying assumption is that an improvement in the
surrogates would benefit the patient and that it is equivalent to reducing the rate of implant losses [18].
Whenever surrogate endpoints (or biological markers) are used, the link between the surrogate and
the true clinical event is critical since the use of non-validated endpoints may be more harmful than
beneficial. A classic example in the field of medicine is the clinical investigation carried out on the
assumption that arrhythmia is a risk factor for acute myocardial infarction and that, as a consequence,
the suppression of arrhythmia would reduce the risk of death by infarction. The investigation had to
be stopped when it became clear that the antiarrhythmic agents successfully reduced the number of
arrhythmia episodes but increased the risk of dying by infarction. Clearly, the reduction of arrhythmia
was not a good surrogate of treatment benefit to the patient [19]. One can question whether the
high prevalence of periodontal diseases claimed in more recent years and the alarming possibility of
peri-implantitis becoming a major future health problem [20] is correct or whether it is based on the



J. Clin. Med. 2019, 8, 1123 3 of 13

wrong choice of surrogate endpoints (biologic markers), and therefore cause unnecessary alarmism
and overtreatments which are of no benefit to the patients.

3. The Use of Periodontal Indices to Diagnose Peri-Implant Disease

A systematic review of peri-implantitis therapy published in 2010 showed that PPD, BOP and
clinical attachment level (CAL) were the most frequently reported surrogate markers for important
clinical events such as implant failure, despite the fact that these surrogate markers/endpoints had not
yet been validated [18]. Has anything changed in the last nine years? Has the use of periodontal indices
around dental implants been validated since then? Periodontal probing has been a common basic
diagnostic tool around teeth since investigations in the 1970s demonstrated that PPD measurements
around teeth provide information regarding the ability of the periodontium to withstand probe
penetration as a measure of the inflammatory conditions of the tissues. In case of an inflamed
periodontium, the tip of the probe penetrates the epithelium into the connective tissue, overestimating
the depth of the histological pocket. In case of a healthy gingiva, the tip of the probe fails to reach
the most apical cell of the epithelium due to the increased resistance of the periodontal tissues, thus
underestimating the depth of the histological pocket [21–23]. Ericsson and Lindhe confirmed this
finding in animals but also showed that in healthy soft tissues conditions, probe penetration was
more advanced at implants than at teeth and concluded that the differences between the attachment
structure of teeth versus peri-implant mucosa makes the conditions for PPD measurements at teeth
and implants different [24]. In contrast, Lang and co-workers reported that in healthy and mucositis
sites, the probe tip was located at the most apical cell of the junctional epithelium, whereas in the
case of ligature-induced peri-implantitis sites, the probe tip penetrated into the connective tissue.
They concluded that probing around implants represents a good technique for assessing the status
of peri-implant mucosal health or disease. The difference in results between the two studies was
attributed to the lower probing forces in the last study, which was 0.2 N versus 0.5 N [25].

More relevantly, on an evidence-based scale, investigations in humans failed to detect a positive
correlation between the presence of periodontal signs of inflammation (PPD, BOP) and peri-implant
bone loss. In a cross-sectional study by Lekholm and co-workers with a mean follow-up time of
7.6 years of 125 implants placed in 20 partially edentulous patients reported that 60% of the pockets
measured more than 4 mm and that 80% of the sites were positive for BOP despite a limited mean
bone loss of 0.07 mm annually. The microflora was periodontally non-pathogenic in nature in 94% of
the samples and soft tissue biopsies showed a healthy mucosa in 95% of the cases. Thus, bleeding of
the peri-implant tissues and deep pockets had no correlation to crestal bone loss or to the presence of a
pathogenic microflora or to histological changes indicative for signs of periodontitis [26]. These findings
were confirmed several years later by Dierens and co-workers, who reported of lack of correlations
between PPD or BOP and crestal bone loss around single implants functional for 16–22 years. PPD and
BOP were found to be of poor diagnostic value [27]. Recently also Winitsky and co-workers confirmed
these observations, reporting of a lack of correlation between radiographically-detected crestal bone
loss and periodontal indices such as PPD >6 mm and BOP in a 14–20 follow-up of 48 single anterior
maxillary implants with a survival rate of 96%. The authors concluded by raising the question of
whether PPD and BOP should be used as diagnostic measurements of implant health [28].

4. Evidences That Pocket Probing Depth Is a Poor Indicator of Ongoing Peri-Implant Pathology

The thickness of the healthy soft tissues surrounding implants has been reported to range between
1.85 and 5.75 mm in beagle dogs [29]. A clinical study showed values ranging from of 0.85 to 6.85 mm,
but even papillae of 7–9 mm were observed [30]. Often, deeper PPDs are found at implant sites
inserted in partially edentulous ridges compared to edentulous ridges [31]. Kan and co-workers
reported the interproximal thickness of healthy peri-implant mucosa to be roughly 6 mm (SD 1.2)
in maxillary anterior single implant with a mean functional time of 3 years [32]. Long-term clinical
investigations have clearly shown that the probing depth of healthy peri-implant mucosa is often more
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than 4 mm (60% to 63%) [26,28,33] and up and over 6 mm (15% to 23%) [27,28] and that successful
implants with over 18 years of function might have a history of PPD up to 9 mm [28,33]. From animal
and human studies, it is evident that PPD depends on the thickness of the soft tissue at the time
of implant placement and on the anatomical circumstances. For these reasons, there is no specific
pocket depth that can indicate disease conditions. This fact is acknowledged in the new classification
scheme for periodontal and peri-implant diseases and conditions, where in the peri-implant health
definition it is stated that “it is not possible to define a range of probing depths compatible with
peri-implant health” [1], and it is reflected in the fact that for the diagnosis of peri-implant health,
it is mentioned that probing depths depend on the height of the soft tissue at the location of the
implant [17]. Unfortunately, in the same paper, it is stated that in the absence of previous examination
data, diagnosis of peri-implantitis requires the presence of bleeding and/or suppuration on gentle
probing, probing depths ≥6 mm, and bone levels ≥3 mm apical of the most coronal portion of the
intraosseous part of the implant.

Obviously, in light of what was discussed so far, the recommendation of using a 6-mm deep
pocket (which appears to be an arbitrary choice) as one of the indicators of peri-implantitis appears to
be highly questionable.

In the same paper, it is stated that for the diagnosis of peri-implantitis among other parameters,
“an increased probing depth compared to previous examinations” is required.

The use of changes in PPD to establish a diagnosis of peri-implantitis has been questioned [5].
Schou and co-workers have shown in animal studies that PPD assessments could not distinguish
between peri-implant sites with or without crestal bone loss and that the only correct indication of
bone level stability was obtained by radiographs [34]. Furthermore, even mild inflammation was
associated with deeper probe penetration around implants in comparison to teeth with no correlation
to presence of bone loss [35]. In a more relevant 5-year clinical prospective investigation, Weber
and co-workers assessed the ability of several clinical parameters (Suppuration, PI. BOP, PPD, PAL,
mobility) to predict crestal bone loss as detected on radiographs in 112 ITI implants [36]. The authors
reported no bone changes between years one and five in comparison to increasing PPD values during
the five years. The cumulative predictive power of the six clinical parameters with regards to bone loss
was reported to range from 2.8% to 14.3%. It was concluded that “the low levels of correlation between
the individual and cumulative clinical parameters with radiographically measured bone loss, suggests
that these measures are of limited clinical value in assessing and predicting future peri-implant bone
loss”. Healthy peri-implant soft tissues have been reported in sites with increased PPD values by
Giannopoulou and co-workers in a 9-year follow-up of 61 maxillary anterior implants using clinical,
microbiologic and biochemical parameters, thus showing a very poor correlation between PPD changes
and the presence of pathology at the peri-implant tissues [37]. From the above discussed data, it appears
that an increase in probing depth around implants does not necessarily mean that loss of bone or clinical
attachment has occurred. Since the key parameter for establishing a diagnosis of peri-implantitis is
bone loss and since the latter cannot be properly identified by a specific, pre-established PPD value or
by changes in PPD, the use of probing for PPD assessments around implants does not appear to be a
validated diagnostic tool.

5. Evidences That Bleeding on Probing Is a Poor Indicator of Ongoing Peri-Implant Pathology

For the detection of pathology and consequent treatment needs, BOP is a key parameter, according
to the most recent recommendations, since BOP is used as a diagnostic parameter for the detection of
both peri-mucositis and peri-implantitis [17]. This recommendation assumes that healthy peri-implant
soft tissues do not test positive to BOP, whereas only diseased sites do (or, at least, that there is a
statistically significant clinical difference between healthy and diseased sites when it comes to BOP
positivity test). While Lang and co-workers’ Beagle dog investigation detected constant increases
in BOP from healthy peri-implant sites to ligature-induced peri-mucositis sites to ligature-induced
peri-implantitis [25], Ericsson and Lindhe’s Beagle dog investigation reported of the presence of
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BOP for the majority of the healthy peri-implant sites [24]. One investigation comparing teeth and
implants with respect to soft tissue healing revealed that peri-implant healing as determined by
crevicular molecular composition differs from periodontal healing and suggested that peri-implant
tissues represent a higher pro-inflammatory state [38]. Thus, the peri-implant soft tissues could be
considered to be in a state of subclinical chronic inflammation. In fact, cross-sectional studies have
shown that BOP can be detected at the majority of sites, showing stable peri-implant tissues.

With a definition of peri-implantitis as an association of BOP and any bone-level alterations at
implant sites occurring between the 1-year and the 5-year (up to 23 years) follow-up examinations,
Fransson and co-workers reported the presence of BOP in 93.9% of the 197 implants with “progressive”
bone loss and in 90.9% of the 285 implants with stable bone level [39].

Roos-Jansåker et al reported that peri-implant mucositis, diagnosed by BOP, was detected in
approximately 70% of functioning implants after 9 to 14 years. The prevalence of peri-implantitis,
defined as bone loss of at least 1.8 mm following the first year of function, combined with BOP and/or
pus, was 16% at patient level and 6.6% at implant level. Interestingly, 42.2% of the implants had stable
bone levels and still showed BOP or suppuration, and 8.4% of the implants showed bone level gain
even in the presence of BOP or suppuration [40]. A very poor correlation between presence of BOP and
presence of peri-implant diseases has been reported in several long-term clinical studies. Lekholm at al
reported the BOP of 80% around implants, showing an annual bone loss of 0.07 mm and a 95% healthy
mucosa at biopsies [26]. Dierens and coworkers reported 81% BOP around implants, showing stable
conditions for 16 to 22 years of function [27]. Winitsky and co-workers reported 71% BOP around
implants, showing stable conditions for 14 to 20 years of function [28]. French and co-workers, in a
large cohort study including 4591 Straumann implants from 2060 subjects evaluated up to ten-year
follow-up, reported that BOP was a common finding, detected in more than 40% of the implants during
the study. Despite the high prevalence of bleeding, less than 3% of implants exhibited more than 1 mm
crestal bone. The presented data indicated that minimal bleeding did not correlate with bone loss,
whereas profuse bleeding or suppuration did [41].

The type of implant, two-piece vs. one-piece, may affect the soft tissue bleeding response
to probing. The presence of a chronic infiltrate at the implant-abutment interface of two-piece
implants has been reported and has been attributed to the microgap between the implant and
the abutment [42,43]. In contrast, the connective tissue surrounding one-piece implants has been
reported to be inflammation-free, possibly due to the absence of a microgap [44]. This could partially
explain the high BOP prevalence detected at stable peri-implant sites in investigations on two-piece
implants [26–28,39,40] and the lower percentage of BOP (40%) detected at stable peri-implant sites
around one-piece implants. In case of one-piece implants, the presence of profuse BOP had a higher
correlation to crestal bone loss compared to the poor correlation of minimal BOP [41].

The type of abutment material has been demonstrated to have an effect on BOP values in a recent
systematic review, where increased BOP values over time were demonstrated for Ti when compared
to Zi abutments [45]. Implant position (anterior v posterior), gender and PPD have been shown to
be factors affecting the probability of a peri-implant site to be positive to BOP. In 112 patients, data
related to 1725 peri-implant sites showed that the probability to bleed on probing increases for implants
placed in anterior compared to posterior areas of the dentition, for implants placed in female patients
compared to male patients, and that for each mm increase in PPD, there is a corresponding 10% increase
in the probability of detecting BOP at the site [46].

Thus, BOP seems to depend on the implant type (two-piece/one-piece), the type of abutment
material, the implant position (anterior/posterior), the patient’s gender and the PPD of the probed site
without correlation to disease presence.

It has been shown that BOP can be detected in the majority of healthy peri-implant sites and
cannot therefore be reasonably used to distinguish between peri-implant health and disease.

The investigations that attempted to establish the validity of the use of BOP as a predictor of future
crestal bone loss around implants have failed to produce convincing result to justify the use of BOP as
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an appropriate diagnostic test. Jepsen and co-workers reported no difference in BOP between sites
with progressive peri-implant PAL loss (rather than progressive bone loss) or stable sites. The authors
pointed out that probing might provoke a nonspecific bleeding that is unrelated to the amount of
inflammation. Thus, BOP as a diagnostic test for progressive PAL loss had a sensitivity of 70% and a
specificity of 32%. In other words, BOP was of limited value in the implant-specific diagnosis when
examined as positive predictors for peri-implant attachment loss. However, BOP demonstrated a
higher negative predictive value and it was concluded that negative scores can serve as indicators of
stable peri-implant conditions [47]. Monje and co-workers found that the diagnostic accuracy of BOP
was not enough to distinguish healthy from peri-implantitis sites (defined as presence of inflammation
and 2 mm crestal bone loss). A visual sign, such as mucosa redness, was reported having a much better
diagnostic accuracy in monitoring the presence of pathology. For the clinical parameters investigated
(PPD, BPO, mucosa redness, PI), it was found that, as diagnostic tests, their specificity surpasses their
sensitivity in the detection of peri-implant diseases. The authors therefore concluded that the diagnosis
of peri-implant diseases cannot rely on a single clinical parameter but rather requires a combination.
More interestingly, it was pointed out that progressive radiographic bone loss must be cautiously
examined to reach definitive diagnosis and avoid overtreatment [48]. Weber and co-workers reported
that the cumulative predictive power of six clinical parameters (Suppuration, PI. BOP, PPD, PAL) with
regards to bone loss ranges from 2.8% to 14.3% and concluded that “these measures are of limited
clinical value in assessing and predicting future peri-implant bone loss” [36]. A recent systematic
review and meta-analysis demonstrated that for BOP-positive implants, there was a 24.1% chance of
being diagnosed with peri-implantitis, while for BOP-positive patients, there was a 33.8% probability
of being diagnosed with peri-implantitis. It was concluded that clinicians should be aware of the
considerable false-positive rate of BOP to diagnose peri-implantitis [49].

6. Mismatch between Known Clinical Facts and Recommendations from Consensus Meetings

It is interesting to note that review articles [5,49,50] and prospective studies [36,48] conclude that
periodontal indices are unreliable tools for examining implants. Yet, the consensus meetings that often
commission the reports keep recommending the use of periodontal indices around implants.

As discussed by Coli and co-workers, the efficacy of a diagnostic test is affected by the prevalence of
the disease in the investigated population [5]. With increases in the disease prevalence, the probability
that a person with a positive test result does in fact have the disease increases. Thus, two factors are of
importance in order to properly establish an accurate disease diagnosis and avoid high figures of false
positives. The first factor is the availability of a diagnostic test with high sensitivity and specificity.
This has not yet been proven to be the case for any of the periodontal indices usually applied around
dental implants. The second factor is the application of the diagnostic test to a population that has a
high prevalence of the disease. Studies using the presence of BOP and a pre-established amount of
crestal bone loss can result in high prevalence of peri-mucositis and peri-implantitis, however, if more
stringent values of crestal bone loss are applied, much lower prevalence values are presented [50].

Long-term clinical investigations on machined implants are showing that despite the presence of
several clinical parameters that would be considered indicative of pathology in the case of natural
dentition (BOP, increases in PPD, suppuration), peri-implant tissue conditions were generally stable for
over 18 years with only 2.5%–5% of implants showing progressive bone loss [27,28,33,51,52]. A review
including ten different publications on three brands of moderately rough surfaces with ten- year or
longer follow-up times reported a 2.7% peri-implantitis prevalence [7]. Jemt and co-workers reported
that the incidence of surgery related to peri-implantitis problems carried out at the Branemark clinic
was on an average 1.2% of followed-up patients per year (on an average, 1294 patients per year) during
an 8-years period [53]. Thus, long-term clinical studies on machined as well as on modern micro-rough
implant surfaces are indicative of a low 1.2%–5% prevalence of peri-implantitis and implant losses due
to peri-implantitis. With such low peri-implantitis prevalence figures and with clinical parameters



J. Clin. Med. 2019, 8, 1123 7 of 13

with poor accuracy as diagnostic tests, the probability of a dental implant being correctly diagnosed as
suffering from peri-implant diseases appears to be very low and the risk of overtreatment very high.

Two investigations highlight the poor accuracy of periodontal indices causing overdiagnosis in
several cases and failing to correctly identify implants that will suffer crestal bone loss in the future.
In a follow-up study based on the population described by Fransson and co-workers [39,54], Jemt
and co-workers showed that 9 years after the initial diagnosis of peri-implantitis, 31% of the patients
presented with implants with bone loss >2mm/year or with implant failures, whereas 69% of them
showed no problems with their implants [55]. A total of 91.4% of the implants in the peri-implantitis
diagnosed patients showed no or smaller annual bone loss than <0.2mm during the 9 years from the
diagnosis. The authors reported a low prevalence of obvious bone loss at implants (>0.2 mm/year)
with a comparable distribution between “affected” and “not affected” implants. Hence, the definition
of peri-implantitis used in the Fransson and co-workers study [39], bone loss associated with BOP,
was shown to be a poor predictor of future bone loss and implant failure and, consequently, a poor
indicator of treatment needs. In a follow-up study based on the population described by Roos-Jansåker
and co-workers in 2006 [40], Renvert and co-workers reported that 12 years after the initial diagnosis
of peri-implantitis and surgical treatment, 23% of the patients presented with implants with further
bone loss ≥3 threads. In the remaining 77% of the subjects, bone gains (15%) or no further bone loss or
bone loss <3 threads were detected [56]. Out of the subjects that at the first examination did not have
peri-implantitis, 15% were diagnosed as having at least one implant with bone loss of ≥3 threads in the
21–26-year examination. For the 9–14 years examination, 58% of the individuals had been diagnosed
with mucositis. Of those, 14% were found to have developed peri-implantitis at the 21–26-year
examination. On the other hand, 22% of the patients without any sign of mucositis after 9–14 years had
developed peri-implantitis at a later stage. Thus, a diagnosis of mucositis established after 9–14 years
was not predictive for development of peri-implantitis after 21–26 years, nor was the diagnosis of
peri-implantitis after 9–14 years predictive of further bone loss at 21–26 years. It seems evident that
the use of a dichotomous diagnostic criterion (bleeding yes or no) for the definition of peri-mucositis
and the arbitrary choice of a defined bone loss in association with BOP (surrogate endpoints) for the
definition of peri-implantitis, does not capture the long-term true outcome (endpoint) in the form of
implant failure and could result in massive overtreatment of implant patients. In fact, patients treated
by oral hygienists and/or had experienced peri-implantitis surgery did not seem to show any more
favourable progression of bone loss as compared with non-treated patients [55,56].

7. The Risk of Iatrogenic Damage by Probing of Dental Implants

One important aspect that has not been debated in the literature and that has not yet been properly
tested is the fact that probing around implants could potentially result in trauma to the peri-implant soft
tissues with consequent inflammation, apical proliferation of the epithelium and consequent bone loss.
There is strong evidence in the literature that the mechanical disruption of the mucosal barrier around
an implant should be considered as a connective tissue wound resulting in epithelial proliferation to
cover the wound and in bone resorption to allow a connective tissue barrier of proper dimensions
to reform in order to re-establish a “biological width”. Repeated abutment dis/reconnections with a
consequent disruption of the peri-implant soft tissue barrier have been shown to cause crestal bone
resorption around dental implants in animal studies [57,58] and in short-term and long-term clinical
investigations, as confirmed in several meta-analysis reports [59–61]. Although this limited crestal
bone resorption does not seem to be clinically relevant, this established fact should at least raise the
doubt that regular peri-implant tissue probing assessments might repeatedly disrupt the soft tissue
barrier with consequent serious iatrogenic effects on the stability of the peri-implant tissues in the
long term.

Another serious aspect to be considered is the overdiagnosis and overtreatment caused by
the use of periodontal indices. In periodontology, it is well established that the presence of BOP
is not an indicator of future periodontal tissue loss, but rather that the absence of BOP is a good
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predictor of periodontal stability [62]. For this reason, during the active and maintenance phases of
periodontal treatment, 4-mm-deep or deeper sites showing BOP are treated by scaling and root planing.
This zero-tolerance approach certainly results in overtreatment in several cases but does not result in
damages to the periodontal tissues and is therefore accepted and recommended. The same approach
in the case of dental implants seems to be unjustified and potentially dangerous. As discussed above,
there is no evidence in the literature that the presence of BOP at an implant site is a sign of pathology
(peri-mucositis or peri-implantitis) with a consequent treatment needed. The zero-tolerance approach
to bleeding in the case of dental implants could not only result in overtreatment, but, in fact, in the
triggering and the establishment of a difficult-to-manage inflammation in the soft tissues and excruciate
into a foreign-body reaction.

Different techniques are used to achieve decontamination of the abutment/implant surfaces.
Calculus is removed by manual debridement, such as conventional or ultrasonic scaling, resulting
in the release of Ti particles in the surrounding tissues and in surface changes affecting the corrosion
resistance of the material [63–67]. Orthopaedic studies have shown that the presence of titanium
particles from wear of limb prosthesis could over-express pro-inflammatory cytokines, that are related to
the osteolysis process, culminating in bone loss around the implant and prosthesis failure [68]. A recent
review concluded that Ti particles and corrosion products from dental implants can have adverse effects
on biological tissue [69]. Titanium particles released by ultrasonic scaling on dental implants have been
shown to activate inflammatory responses in in vitro studies: activating the DNA damage response
pathway in oral epithelial cells [70] or resulting in an increased secretion of IL-1β, IL-6, and TNF-α
in cultured human macrophages [71–73], inducing bone resorption [71]. In vivo, titanium particles
have been found in soft and hard tissue biopsies retrieved from sites with peri-implantitis [74,75].
Peri-implantitis tissues have been shown to contain high concentrations of Ti compared to controls
from periodontitis tissues, leading to the conclusion that the high Ti content in peri-implant mucosa has
the potential to aggravate inflammation [76]. Furthermore, greater levels of dissolved titanium have
been detected in submucosal plaque around implants with peri-implantitis compared with healthy
implants, indicating an association between titanium dissolution and peri-implantitis [77].

Since Ti particles can be released from surfaces of dental implants because of mechanical wear
and because of contact to chemical agents and/or with substances produced by adherent biofilm
and inflammatory cells, Mombelli and co-workers suggested that rather than being the trigger of
disease, the observed higher concentration of Ti particles in inflamed peri-implant tissues could be the
consequence of the presence of biofilms and inflammation [78]. However, in a recent animal model, it
was shown that Ti particles induce an inflammatory response with consequent bone loss and that both
inflammation and bone loss can be inhibited by the use of blockers targeting specific inflammatory
cytokines. The specific role of inflammatory cytokines in the development of Ti particle-induced
peri-implantitis was therefore clearly demonstrated [79]. Another investigation using a different animal
model further confirms that Ti particles can induce inflammatory bone loss even in the absence of
a bacteria infection and that the inflammatory response can be inhibited by blocking macrophage
activity [80]. Thus, there is increasing evidence that dental implant degradation products released
by corrosion and/or abrasion during mechanical debridement can act as foreign bodies, initiating
the release of inflammatory mediators associated with bone resorption, as already described in the
case of orthopaedic implants [81]. Hence, non-surgical implant debridement, incorrectly triggered
by the detection of BOP at one otherwise healthy and stable implant site, could result in alterations
of the implant surface, with the release of Ti particles (at the time of debridement and/or as a later
consequence of the surface corrosion) and initiation of a foreign-body reaction.

8. Conclusions and Recommendations Regarding Evaluation of the Implant-Tissue Interface

Periodontal indices do not seem to be reliable indicators for appropriate diagnosis and treatment
needs around dental implants. Apparently, they do not provide better information than visual
inspection and detection of mucosa redness. Probing around dental implant is more uncomfortable
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for the patient compared to probing around teeth. Probing around implants could potentially create
a trauma in the peri-implant scar tissue that could become difficult to manage. All the information
gathered from probing (BOP, PPD, CAL) needs to be associated to the radiographic assessment of
crestal bone levels to establish a definitive diagnosis and avoid overtreatment. Therefore, it appears
to be more logical to avoid any risks of disturbing the peri-implant tissues with probing and instead
proceeding with a clinical examination that includes (1) a visual inspection of the peri-implant tissues
for the assessment of oral hygiene and the detection of potential redness, swelling, (2) palpation of the
peri-implant tissues for assessment of the potential presence of swelling, bleeding, and suppuration,
and (3) radiography for the assessment of crestal bone level for comparison with previous radiographs
to evaluate potential progressive bone loss even if there is a need for more scientific evidence of the
true value of the first two clinical testing modes.
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