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Abstract The aim of this studywas to compare low-level laser
therapy (LLLT) as adjuvant treatment for induced periodontitis
with scaling and root planing (SRP) in dexamethasone-treated
rats. One-hundred twenty rats were divided into groups: D
group (n=60), treated with dexamethasone; ND group (n=60)
treated with saline solution. In both groups, periodontal
disease was induced by ligature at the left first mandibular
molar. After 7 days, the ligature was removed and all animals
were subjected to SRP and were divided according to the
following treatments: SRP, irrigation with saline solution (SS);
SRP + LLLT, SS and laser irradiation (660 nm; 24 J;
0.428 W/cm2). Ten animals in each treatment were killed after
7 days, 15 days and 30 days. The radiographic and histometric
values were statistically analyzed. In all groups radiographic
and histometric analysis showed less bone loss (P<0.05) in
animals treated with SRP + LLLT in all experimental periods.
SRP + LLLTwas an effective adjuvant conventional treatment
for periodontitis in rats treated with dexamethasone.
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Introduction

Periodontal disease is the result of collapse of the structures
supporting the teeth, caused by the local action of periodonto-
pathogenic microorganisms. These microorganisms release
substances that injury periodontal tissues and induce tissue
destruction by inflammatory and immunologic responses of
the host. Systemic factors such as diabetes, tobacco and stress
have been found to be associated with severe and/or rapidly
progressive periodontitis [1]. Furthermore, some medications
have an impact on the periodontium and its response to
bacterial plaque [2].

In the past decades, organ transplantation has become an
accepted treatment for a range of acquired and congenital
disorders. Corticoids are commonly used to treat many different
diseases because of their anti-inflammatory effect and immu-
nosuppressant properties. Glucocorticoids link to receptors
inside the cell and cause redistribution of the lymphocytes.
They also reduce T-cell proliferation, with a decrease in
interleukin-2, and they also downregulate interleukin-1 and
interleukin-6, thereby curtailing inflammation [3].

Prolonged therapy with corticoids may cause osteoporosis,
which is now regarded as a risk factor for periodontal disease
[2]. The systemic use of drugs such as non-steroidal anti-
inflammatory substances and their possible effects upon
periodontal disease have been studied [1, 4–6]. Experimental
studies have demonstrated that the use of corticoids can
provoke many conditions, from gingival ulceration to the
downward migration of the epithelium, attachment loss and
disruption of transeptal fibers [4, 6]. In addition, the systemic
use of high doses of glucocorticoids leads to inhibition of
fibroblast activity, loss of collagen and connective tissue,
with decreased re-epithelization and angiogenesis [7], reduc-
tion in the number and activity of the osteoblasts, and
increased osteoclast function [8]. However, clinical studies

Lasers Med Sci (2010) 25:197–206
DOI 10.1007/s10103-009-0678-z

V. G. Garcia (*) : L. A. Fernandes : J. M. de Almeida :
Á. F. Bosco :M. J. H. Nagata : T. M. Martins : T. Okamoto
Department of Surgery and Integrated Clinic,
Division of Periodontics, São Paulo State University (UNESP),
Rua Jose Bonifácio 1193, Centro,
16050-300 Araçatuba, SP, Brasil
e-mail: vg.garcia@uol.com.br

L. H. Theodoro
Department of Periodontics,
University Center of Educational Foundation of Barretos (UNIFEB),
Barretos Dental School,
Barretos, SP, Brazil



are somewhat equivocal with respect to the effect of systemic
glucocorticoids on periodontal tissues [5, 9].

The treatment of periodontal disease is based on the
reduction of pathogenic microbiota by scaling and root
planing [10]. However, mechanical therapy used on its own
can fail to eliminate pathogenic bacteria that are located in
the soft tissue and in areas inaccessible to the periodontal
instrument, such as furcation areas and root depressions [11].

Systemic disease and adverse drug reactions are strategic
challenges to the conventional periodontal treatment plan,
leading to the use of complementary therapies to compensate
for the intrinsic changes related to the periodontal repair
process. Because of these limitations, adjuvant methods that
promote the elimination of periodontal pathogens have called
the attention of many researchers, who consider antibiotic and
antiseptic use to be effective in periodontal treatment [12]. On
the other hand, the literature also evidences uncountable
research studies that demonstrate the selection and resistance
of bacteria promoted by the overuse of antimicrobial drugs in
periodontal therapeutics [13].

Utilization of low-level laser therapy (LLLT) as a
biomodulation therapy has the advantages of promoting
biomodulation in the tissue to be repaired, since laser
therapy may increase mitochondrial respiration and adeno-
sine triphosphate (ATP) synthesis [14], favor the repair
process [15, 16], induce cell proliferation [17, 18], promote
production of nucleic acid [19], and increase cell division
[20] and collagen synthesis [15]. Additionally, it has a low
bactericidal effect [21]. In bone tissue it can accelerate new
bone formation, promoting increased osteoblastic activity
[22], increased vascularization [23], and organization of
collagen fibers [24].

Recent studies in animals [25–27] have examined the
effects of LLLT on the evolution of periodontal disease.
However, some studies have analyzed LLLT effects plus
scaling and root planing (SRP) for periodontal treatment
[28]. On the other hand, few studies have evaluated the
effects of LLLT on immunosuppression [7]. In this context,
the aim of our study was to compare the efficacy of low-level
laser plus conventional mechanical therapy with scaling and
root planing on alveolar bone loss in periodontitis induced in
rats either treated or not treated with dexamethasone.

Materials and methods

Animals

This study was conducted on 120 adult male Wistar rats
(120–140 g). The animals were kept in plastic cages with
access to food and water ad libitum. Prior to surgical
procedures, all animals were allowed to acclimatize to the
laboratory environment for a period of 5 days. All protocols

described below were approved by the Institutional Review
Board of Araçatuba Dental School, São Paulo State
University, Brazil (no. 22/06).

Experimental design

Drug administration

The animals (n=120) were numbered and divided randomly
into two groups, with 60 rats in each: D group was given
injections of 2 mg/kg [7] body weight of dexamethasone
(Decadron® 2 mg, Prodome) (Aché Pharmaceutical Labo-
ratories SA, Campinas, São Paulo, Brazil); ND group (non-
dexamethasone) was subjected to injections of 2 mg/kg [7]
body weight of saline solution. The subcutaneous injections
were initiated 24 h before the induction of periodontal
disease and maintained every 3 days [6], during all the
periods of killing.

The administration site was on the backs of the animals,
next to the cephalic region, and the injections were always
scheduled for the morning. The animals were weighed
weekly with regard to dose maintenance throughout the
experimental period.

Experimental periodontal disease

General anesthesia was obtained by ketamine (0.4 ml/kg)
with xylazine (0.2 ml/kg), via intramuscular injection. One
mandibular first left molar of each animal in the ND and D
groups was selected to be given the cotton ligature (2-0) in
a submarginal position to induce experimental periodontitis
[26]. Seven days after the induction of periodontal disease,
the ligature was removed from all animals in both groups.
The left molars were submitted to scaling and SRP with
manual curettes (n.13-14/mini-five, Hu-Friedy Co. Inc.,
Chicago, IL, USA) through ten distal-to-mesial traction
movements. This was done by the same experienced
operator. The animals in each group were randomly
assigned to one of the two treatments: for SRP (n=30/
group), the mandibular left molars were submitted to SRP
and irrigation with 1 ml of saline solution; for SRP + LLLT
(n=30/group), the mandibular left molars were submitted to
SRP and irrigation with 1 ml of saline solution, followed by
the application of low-intensity laser for 1 min afterwards.

SRP + LLLT treatment

The low-intensity laser used in this study was a gallium–
aluminum–Arsenide (GaAlAs) (Laser Bio Wave LLLT;
Kondortech Equipment, São Carlos, SP, Brazil) with a
wavelength of 660 nm and a spot size of 0.07 cm2. After
1 min of saline solution application, low-intensity laser was
applied to three equidistant points at each buccal and
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lingual aspect (mesial, central and distal) of the first
mandibular molar in contact with the gingival tissue. The
laser was released with power of 0.03 W for 133 s per point,
power density of 0.428 W/cm2, and energy of 4 J per point
(57.14 J/cm2 per point). The treated area received total
energy of 24 J. Saline solution was deposited into the
periodontal pocket slowly, with a syringe (1 ml) and an
insulin needle (13 mm×0.45 mm) (Becton Dickinson Ind.
Ltd, Curitiba, PR, Brazil) without a bevel.

Experimental periods

Twenty animals from the ND and D groups (SRP=10; SRP +
LLLT=10) were killed 7 days, 15 days and 30 days after the
periodontal disease treatment by administration of a lethal
dose of thiopental (150 mg/kg) (Cristália, Ltd, Itapira, SP,
Brazil). Their jaws were removed and fixed in 10% neutral
formalin for 48 h.

Laboratory procedures

The specimens were demineralized for 15 days in a solution
of equal parts of 50% formic acid and 20% sodium citrate.
Serial sections (6 µm) were obtained in a mesiodistal
direction, embedded in paraffin, and stained with hematox-
ylin and eosin (HE) or Masson’s trichrome (MT).

Radiographic analysis

We removed the left mandibles to determine the degree of
bone loss. Standardized radiographs were obtained with the
use of digital radiographic images provided by the
computerized imaging system Digora (Soredex, Orion
Corporation, Helsinki, Finland), which uses a sensor
instead of an X-ray film. Electronic sensors were exposed
at 70 kV and 8 mA, with an exposure time of 0.4 s. The
source-to-film distance was 50 cm. The distance between
the cementum–enamel junction and the alveolar bone was
determined for the mesial root surface of the mandibular
left first molars [26]. Millimeters of bone loss on each
radiograph were measured in a blind fashion three times by
the same examiner.

Histological and histometric analysis

We examined the HE-stained sections by light microscopy to
establish the bone loss and characteristics of the periodontal
ligament in the furcation region of the first molars. Collagen
fibers were examined in the sections stained with MT.

The area of bone loss in the furcation region was
histometrically determined with an image analysis system
(Image Tool, University of Texas Health Science Center at
San Antonio, San Antonio, TX, USA). After we had

excluded the first and last sections where the furcation
region was evident, we selected five equidistant sections of
each specimen block and captured them with a digital
camera connected to a light microscope. The mean values
were averaged and compared statistically. In a blind
fashion, one trained examiner selected the sections for
histometric and histological analysis. Another qualified
examiner conducted the histometric analysis, also in a
blind fashion. The amounts of bone loss in each section
were measured three times by the same examiner, on
different days, to reduce variation in the data [27].

Statistical analysis

The hypothesis that there were no differences in bone loss
rate in the furcation region between treatment groups was
tested by Bioestat 3.0 software (Bioestat, Windows 1995,
Sonopress Brazilian Industry, Manaus, AM, Brazil).

After the normality test, radiographic and histometric
data were analyzed by Shapiro–Wilk test, and the intra-
group and inter-group analysis by two-way analysis of
variance (ANOVA; P<0.05). When the ANOVA detected a
statistical difference, multiple comparisons were performed
with a Tukey test (P<0.05).

Results

Clinical analysis

All the non-dexamethasone (ND) group of animals,
regardless of their treatment, showed no clinical differences
in general health, and weight gain was within the predicted
range for healthy rats (Table 1).

The dexamethasone-treated group (D group) showed
progressive weight loss, at a significant level, when
compared with the animals not treated with dexamethasone
(Table 1), which showed trends of immunosuppression and
systemic changes.

Radiographic analysis

Intra-group radiographic analysis showed in both groups
that there was significantly less bone loss in the animals
treated by SRP + LLLT than by SRP in all experimental
periods than (Fig. 1). In the inter-group radiographic
analysis the comparison between the SRP treatment data
showed that the animals in the D group presented greater
bone loss than those in the ND group, but there was no
significant difference in bone loss of SRP + LLLT treatment
between the ND and D groups. In the ND group, treated
with SRP, there was greater bone loss than in the D group,
treated with SRP + LLLT, in all experimental periods; and
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in the ND group, treated with SRP + LLLT, there was less
bone loss than in the D group, treated with SRP, in all
experimental periods (Fig. 1).

Histological analysis

SRP treatment

After 7 days, 15 days and 30 days, most specimens from
the ND group that received the SRP treatment showed
connective tissue with a high number of degenerating
neutrophils and bone tissue with thin bone trabeculae and
resorption areas (Fig. 2a, b). After 7 days, 15 days and

30 days, most specimens in the D group that received SRP
treatment showed disorganized connective tissue, with a
slight number of fibroblasts. There were areas of bone
resorption with thin bone trabeculae and intense inflamma-
tory infiltrate (Fig. 2c and d). The cementum surface in
most specimens showed resorption areas.

SRP + LLLT treatment

At 7 days, 15 days and 30 days, in most specimens from the
ND group (Fig. 3a, b) and the D group (Fig. 3c, d) that
received the laser treatment, the periodontal ligament was
found to be intact, and organized, with parallel collagen
fibers and lack of inflammatory infiltrate. The bone tissue
showed organization, with thick bone trabeculae and no
signs of resorption. The cementum surface did not show
resorption areas.

Histometric analysis

The histometric data are showed in Table 2. In the ND
group, statistical analysis revealed greater bone loss in the
rats treated with SRP (1.12±0.13 mm2; 0.90±0.27 mm2;
1.00±0.16 mm2) than in those treated with SRP + LLLT
(0.59±0.04 mm2; 0.60±0.04 mm2; 0.61±0.03 mm2) for all
experimental periods (Fig. 4a and c).

In the D group, statistical analysis of histometric data
showed a greater bone loss in rats subjected to SRP
treatment after 7 days, 15 days and 30 days (Fig. 4b)
(1.65±0.15 mm2; 1.71±0.11 mm2 1,5±0.25 mm2) than
those subjected to SRP + LLLT treatment (0.64±0.01 mm2;
0.63±0.04 mm2; 0.65±0.04 mm2) (Fig. 4d).

Fig. 1 Mean and standard deviation n=10) of the distance between
the cemento-enamel junction and the alveolar bone crest (in
millimeters) on the mesial surface of the mandibular first molars for
each group, treatment and period. * Significant difference with SRP +
LLLT treatment in the same period and the same group (P<0.05).
ANOVA and Tukey tests, & significant difference between groups in
the same treatment period(P<0.05). ANOVA and Tukey tests,
† significant difference inter-group and between treatment in the same
period (P<0.05). ANOVA and Tukey tests

Table 1 Mean and standard deviation (Mean ± SD) of body weight (in grams) for each group, treatment and period

Groups Non-dexamethasone group (M ± SD)

Periods Initial periods 7 days 15 days 0 days

Treatments

SRP (n=30) 245.85±4.18a 262.28±2.05a,b,c 282.85±1.46a,b,c 306.00±0.81a,b,c

SRP + LLLT (n=30) 247.28±5.31a 261.42±1.61a,b,c 284.14±2.03a,b,c 307.85±1.95a,b,c

Total 60 20 20 20

Groups Dexamethasone group (M ± SD)

Periods Initial periods 7 days 15 days 30 days

Treatments

SRP (n=30) 246.85±5.6a 218.00±1.29a,b,c 198.28±1.49a,b,c 177.14±1.34a,b,c

SRP + LLLT (n=30) 246.57±4.92a 219.14±1.21a,b,c 199.14±2.19a,b,c 178.28±1.11a,b,c

Total 60 20 20 20

a Significant difference among experimental periods (initial, 7 days, 15 days, and 30 days) in the same group and treatment (P<0.05). ANOVA
and Tukey tests
b Significant difference between groups in the same treatment and period (P<0.05). ANOVA and Tukey tests
c Significant difference between groups and treatments in the same period (P<0.05). ANOVA and Tukey tests
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Histometrically, intergroup analysis demonstrated in ND
group, treated with SRP (1.12±0.13 mm2; 0.90±0.27 mm2;
1.00±0.16 mm2), a greater bone loss than in the D group,
treated with SRP + LLLT, in all experimental periods (0.64±
0.01 mm2; 0.63±0.04 mm2; 0.65±0.04 mm2).

Discussion

In our study we reproduced a previously reported model of
periodontitis in rats [26, 29] caused by a ligature around a
tooth. This experimental model is characterized by accu-
mulation of plaque, flattening and displacement of the
gingival crest, increased proliferation of epithelium into
underlying connective tissue, and infiltration of mononu-
clear inflammatory cells [29].

The aim of this study was to compare the influence of
low-level laser therapy (LLLT) as an adjuvant treatment on
induced periodontitis in rats treated with dexamethasone. In
the study the induced periodontal disease was characterized

by clinical signs of gingival inflammation, such as edema,
redness and attachment loss. In the dexamethasone-treated
animals (D), the clinical signs of gingival inflammation
were more exacerbated, characterized as greater bone loss
in the furcation region, disorganization of connective tissue,
discreet fibroblasts and intense inflammatory infiltrate in all
experimental periods, than in the non-treated rats (ND).

The animals treated with this drug presented lethargy,
hematoma and alopecia at the time they were killed.
Furthermore, there was a significant weight reduction
during the study; this was probably because the drug
decreases the gastrointestinal absorption of nutrients [30].
These changes have already been described by other
authors [4], showing a trend towards immunosuppression
and systemic changes.

The results of the study also demonstrated that group D
animals had greater bone loss in the furcation area and more
disorganized connective tissue than the group ND animals.
These changes have been described in other studies that have
also evaluated corticoid effects upon periodontal tissues [4, 6].

Fig. 2 Photomicrograph
illustrating area of bone loss in
the furcation region of the
mandibular first molars in the
two groups (ND and D) treated
with SRP. a ND group,
treatment with SRP for 30 days.
Middle third into the furcation
region. ×12.5. b Note the thin
bone trabeculae with resorption
activity. ×50. c D group,
treatment with SRP for 30 days.
Middle third into the furcation
region. ×12.5. d Areas of bone
resorption with thin bone
trabeculae. ×50. All sections
stained with HE
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Table 2 Mean and standard deviation (Mean ± SD) of bone loss area (in square millimeters) in the furcation region of the mandibular first molars
for each group, treatment and period

Groups Non-dexamethasone group (M ± SD)

Periods 7 days 15 days 30 days

Treatments

SRP (n=30) 1.12±0.13 a,b,c 0.90±0.27 a,,b,c 1.00±0.16 a,b,c

SRP + LLLT (n=30) 0.59±0.04 c 0.60±0.04c 0.61±0.03 c

Total 20 20 20

Groups Dexamethasone group (M ± SD)

Periods 7 days 15 days 30 days

Treatments

SRP (n=30) 1.65±0.15 a,b,c 1.71±0.11 a,b,c 1.50±0.25 a,b,c

SRP + LLLT (n=30) 0.64±0.01 c 0.63±0.04 c 0.65±0.04 c

Total 20 20 20

a Significant difference with SRP + LLLT treatment in the same period and group (P<0.05). ANOVA and Tukey tests
b Significant difference between groups in the same treatment and period (P<0.05). ANOVA and Tukey tests
c Significant difference between groups and treatments in the same period (P<0.05). ANOVA and Tukey tests

Fig. 3 Photomicrograph
illustrating bone loss area
in the furcation region of the
mandibular first molars in
the twp groups (ND and D)
treated with SRP + LLLT.
a ND group, treatment,
treatment with SRP + LLLT for
30 days. Coronary third into
the furcation region. ×12.5.
b Thick bone trabeculae with no
signs of resorption. ×50).
c D group, treatment with SRP +
LLLT for 30 days. Coronary
third into the furcation
region. ×12.5. d Thick bone
trabeculae with no signs of
resorption. ×50. All sections
stained with HE
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On the other hand, a clinical study has not demonstrated an
influence of corticosteroid therapy on clinical parameters of
periodontal disease in patients suffering from neurological
disease [5]. The use of high doses of corticoid leads to a
reduction in the number and activity of the osteoblasts and an
increase in osteoclast function [8]. It also reduces gastroin-
testinal absorption of calcium, which, in turn, results in lower
calcium blood levels and triggers parathyroid hormone
(PTH) secretion that leads to systemic bone resorption [31].

In the analysis of the histometric results the group ND
and D animals, which were subjected to low-level laser
treatment, exhibited less significant bone loss than the
animals treated with only SRP, in all experimental periods.

The scaling and root planing was not effective in
controlling bone loss in the furcation areas in either animal
group. Clinically, it is evident that SRP with hand instru-
ments provides the best results for the treatment of
periodontal disease [32]. However, several anatomic varia-
tions may limit the success of conventional SRP, such as
root concavities, dental crowding, and deep pockets and
furcation areas, which may hinder the access of hand
instruments to the periodontal pocket. In this context,
adjuvant periodontal therapies have been proposed to
compensate for these limitations [33].

It was also evident in our study that group D animals,
which received SRP + LLLT treatment, presented less bone
loss than the group ND animals, which received only SRP
treatment, in all experimental periods. Further, significant
bone loss was observed in the animals treated with
dexamethasone and subjected to SRP when they were
compared with non-treated animals that had also received
the same local treatment. There were no significant differ-
ences in alveolar bone loss in the SRP + LLLT treated areas
between the animals not treated with dexamethasone and
those treated with dexamethasone. In both groups (ND and
D), radiographic examination showed that there was
significant bone loss in the animals treated with SRP +
LLLT in all experimental periods than in those undergoing
SRP only.

In a previous study by our group [27] LLLT did not control
bone loss in furcation regions for all periods, only after
15 days. The failure of LLLT to control bone loss in the
previous study could be explained by the low action of the
isolated use of LLLT on the viability of different bacteria. In
this case the low action of LLLT can be explained by its
discrete interaction with the bacteria on the tooth’s biofilm,
because, in this research, the areas examined were not treated
with mechanical instruments. However, in a clinical study on

Fig. 4 Photomicrograph
illustrating bone tissue in
the furcation region of the
mandibular first molars in the
two groups (ND and D) for
different treatments a ND
group, treatment with SRP for
30 days. b D group, treatment
with SRP for 30 days. c ND
group, treatment with SRP +
LLLT for 30 days. d D group,
treatment with SRP + LLLT for
30 days. All Masson’s
trichrome, ×12.5
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humans, Yilmaz et al. [28] did not observed beneficial effect
of LLLT associated or not associated with conventional
periodontal therapy. These controversial results must have
been due to the differences in the parameters of irradiation
utilized in the studies.

The action of LLLT on either the viability or activity of
bacterial cells is species dependent [34] and directly related to
absorption of laser wavelength by endogenous porphyrins,
which are present in several bacteria [35]. Many bacteria do
not have components able to absorb visible or infrared light,
except for Porphyromonas gingivalis and Prevotella interme-
dia, which have protohemin and protoporphyrin, respectively
[36]. Sigusch et al. [25] showed, in vivo, that the isolated
application of laser represented no significant influence on the
frequency of Porphyromonas gingivalis and Fusobacterium
nucleatum. On the other hand, Karu [37] contraindicated the
isolated use of laser in infected areas. However, several
studies in the literature demonstrated the efficacy of LLLT to
accelerate tissue repair in either normal or infected areas [38].

However, in our study, SRP + LLLT was more effective in
the treatment of periodontal disease than was SRP alone. This
was probably related to the ability of LLLT to promote
angiogenesis, cell proliferation, control of the inflammatory
process and acceleration of events involved in tissue repair [39]

Corticoids can delay the healing process by decreased
angiogenesis and capillary proliferation [7], which reduce
blood flow [40]. They also interfere in phagocytosis and
antigen digestion, inhibiting macrophage migration and
stabilizing lysosomes, avoiding the liberation of proteolytic
enzymes. In addition, they modify fibroblast function,
delaying their migration, and damaging type I and type II
pro-collagen synthesis by modifying mRNA and mitotic
activity [41]. Recent research by our group [7] in animals
systemically treated with the same corticoid doses as used in
this study has demonstrated a reduction in inflammatory
infiltrate, higher epithelial differentiation, and a more intense
differentiation repair process, with more collagen deposition
in cutaneous wounds irradiated with low-intensity laser, but
with distinct parameters from those in this study.

A possible explanation for the results of our study could
be the biomodulatory action of the isolated low intensity
laser. Studies have reported that this light source inhibits
inflammatory mediator production by periodontal ligament
cells, favors cellular chemotaxis, and promotes local
vasodilatation and angiogenesis [39]. Thus, LLLT must
promote increased oxygen diffusion through the tissue,
favoring the repair process, because collagen secretion by
fibroblasts in the extracellular space occurs only in the
presence of high oxygen pressure [42].

Susceptibility to the irradiation and activation depends
on the physiologic state of the irradiated cells. Cells with
reduced redox potential (as in some pathologic states) are
more sensitive to irradiation [37].

It should be mentioned that the biological effects of
LLLT may be modified if some variables are considered:
energy density, wavelength, power intensity, exposure time,
and type of application [21, 43]. Also, the light intensity of
laser should be enough to allow significant penetration into
the tooth–gingiva interface [43].

Laser irradiation is able to modify cell behavior, depen-
dent on wavelength, besides presenting complex light
dispersion by the tissue components [44]. The laser’s power,
the exposure time (liberated energy) and the spot beam
diameter can have an influence on biologic tissues. Despite
this, the factors inherent in irradiated tissue, such as pH,
tissue color, thermal conductivity, water content, organic
material and cell density, can also have an influence [21].

The systemic use of corticoids has been indicated in low
and high doses for many treatments, such as mucocutane-
ous and respiratory diseases, tendinitis, bursitis, arthritis
and cysts in general [45]. It is also used in all levels of
immunotherapy, based on the patient’s need and the
regimen prescribed by the individual practitioner [3]. One
of the side effects of this drug is the increased risk of
infection, because of the inhibitory effects of cell immunity,
which could cause more severe periodontal damages [4, 6],
as demonstrated in this study.

From these facts, the systemic use of antibiotics has been
indicated as an adjuvant periodontal treatment to conven-
tional SRP, in spite of the development of bacterial drug
resistance [13]. Although the isolated use of low-intensity
laser is not very effective in reducing the numbers of
biofilm bacteria, it has a local action and does not promote
development of the resistant bacterial strains.

Within the limits of this study, it can be concluded that
low-intensity laser improved the results, as an adjuvant
therapy to conventional treatment by SRP on experimental
periodontal disease induced by bacterial plaque and
modified by high doses of corticoid. Further, it led to
reduced bone loss , to levels identical to those in the
animals that suffered the same local treatment and that did
not receive systemic applications of this drug. These
encouraging results suggest that further experimental and
clinical studies be carried out to determine effective
parameters of irradiation for clinical applicability to the
periodontal treatment of immunosuppressed patients.
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