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INTRODUCTION
Periodontitis is a chronic inflammatory 

disease associated with the destruction of tooth 
supporting tissues. This disease results from an 
inflammatory cascade generated by the interaction 
between periodontopathogenic bacteria and the host 
immune response, which includes a complex network 
of cytokines, reactive oxygen species, and proteolytic 
enzymes1,2.

The differentiated response to bacterial 
pathogenicity has been described as the basis for the 
individual susceptibility to periodontitis. Modulating 
mechanisms of the host immune response to 
periodontal pathogens are seen as essential in disease 
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development and progression, which varies among 
affected patients2,3. Hence, it is indeed important to 
understand the etiologic and pathogenic mechanisms 
that trigger aggressive and destructive responses 
in tissues, thus fostering the development of more 
effective diagnostic and therapeutic approaches to 
periodontal disease.

Although pathogenic microbiota and 
environmental risk factors are considered critical 
factors involved in the pathogenesis of periodontitis, 
evidence also points to an important role of the 
genetic component, which associates multigenic 
predisposition with disease etiology and characterizes 
periodontitis as a disease of complex inheritance4. 
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Studies that have evaluated the role of genetic 
factors in the immune response in periodontitis 
suggest that polymorphisms in genes that codify 
cytokines may cause structural and/or functional 
changes in the encoded protein or in their expression 
levels. Thus, it is proposed that the severity and/or 
progression of periodontitis may be related to these 
allelic variants, which partly explains the differences 
observed in the individual immune response against 
periodontopathogenic bacteria5. 

The interaction of pro- and anti-inflammatory 
cytokines has been described as a critical step in the 
pathogenesis of periodontitis1-3. In recent years, there 
has been a remarkable increase in the understanding 
of the role of the cytokines produced in bone 
environments. Although several immune mediators are 
related to the development of the tissue inflammatory 
response, interleukins 1 (IL-1α and β), the tumor 
necrosis factor α (TNF-α), lymphotoxin (TNF-β), and 
interleukin-6 (IL-6) have been considered to be the most 
important cytokines involved in inflammation-related 
periodontitis6. In particular, IL-1 interleukins have the 
capacity to stimulate bone resorption and may regulate 
fibroblast proliferation, both in the gingival tissue and 
in the periodontal ligament, which is considered critical 
for resolution of the patient’s clinical condition7.

Several genetic polymorphisms have been 
described in the genes of IL-1 clusters and were 
associated with alterations in this protein expression 
and, consequently, in the pathophysiology of 
periodontitis8,9. The polymorphism that results from 
cytosine for thymine switching in a -889 position 
(c.-889C>T - rs1800587) in the IL1A gene is among 
these. Nevertheless, conflicting results regarding the 
association of this polymorphism with periodontitis in 
different population samples have been reported4,10-12. 
These findings corroborate the importance of the 
analysis of this variant in other populations so as 
to better elucidate the role of this polymorphism 
within periodontitis. Therefore, the aim of the present 
study was to investigate the relationship between the 
IL1A c.-889 C>T polymorphism and periodontitis 
in a sample from a study conducted in Vitória da 
Conquista, Bahia, Brazil. 

METHODS
Ethical aspects

Ethical approval for this research was obtained 
from the Research Ethics Committee of the State 
University of Southwest of Bahia. All experiments 
were conducted in accordance with the Declaration 
of Helsinki, and written consent forms were signed 
by all participants who agreed to participate in the 
study. The project’s data collection process was also 
approved and authorized by the Health Department of 
Vitória da Conquista. 

Casuistic 
The sample population of the present study 

is characteristically multiethnic, consisting of 259 
unrelated individuals of both genders (52 males 
and 207 females), between 25 and 69 years of age, 
who received medical care at public health units of 
the National Health System of Vitória da Conquista, 
Bahia, Brazil. This urban area of this city contained 
23 health units, of which 10 offered dental care from 
December 2009 to February 2011, period in which 
clinical examinations were performed and materials 
were collected. To analyze the demographic data 
and clinical aspects of periodontitis, anamnesis was 
performed. Individuals were excluded from the study 
if they (i) were pregnant or breastfeeding, edentulous, 
or children; (ii) had received antibiotic treatment in 
the previous 3 months; (iii) were taking long-term 
anti-inflammatory or immunosuppressive drugs and/
or (iv) were diagnosed with aggressive periodontitis. 
Based on these criteria, patients were divided into 
two distinct groups, 127 chronic periodontitis patients 
(Age: 25-69 years/ 40.12 ± 13.09 - mean ± standard 
deviation) and 132 healthy controls (Age: 25-62 
years/ 38.80 ± 11.49 - mean ± standard deviation). 
The sample size was calculated considering a 5% 
significance level based on the expected prevalence 
of 40%13 and a desired accuracy of 4.0%, using the 
STATA 12 program (Stata Corp., College Station, 
USA). The minimum sample size was 250 individuals. 
The sample consisted of users of all public health 
units who had received dental care.

Clinical examination
The clinical examination was performed 

by the dentists of the public health units, who had 
been properly trained to diagnose periodontitis. The 
diagnosis was based on: 1) the presence of four teeth 
with one or more sites that presented deep probing ≥4 
mm and 2) clinical attachment loss (CAL) ≥ 3 mm 
and bleeding on probing in the same site13. Diagnostic 
criteria were evaluated as follows: 1) probing pocket 
depth (PPD) - calculated by distance in millimeters 
from the free gingival margin to the bottom of the 
pocket; 2) gingival recession - represented by the 
distance between the cement-enamel junction (CEJ) 
and the gingival margin; 3) CAL - calculated by the 
distance in millimeters from the CEJ to the bottom of 
the pocket; 4) During the measurement of PPD, when 
the gingival margin was more coronal in relation to the 
CEJ, the distance between the two, used to calculate 
the CAL, proved to be smaller14.

Collection of biological material
The sampling was made by scraping the oral 

mucosa using a custom-made sterile wooden spatula, 
which was then immediately immersed in a 2mL 
sterile microtube. The samples were stored at -20°C 
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until their use for molecular analysis. 

DNA extraction and genotyping
DNA extraction was performed by applying 

the alkaline technique according to the protocol 
described by Saab et al.15. 

Genomic DNA was amplified by Polymerase 
Chain Reaction - Restriction Fragment Length 
Polymorphism (PCR-RFLP), as described in 
prior literature16. The amplicon consisted of 
99pb, considering the following oligonucleotides: 
5′-AAGCTTGTTCTACCACCTGAACTAGGC-3′/ 
5′-TTACATATGAGCCTTCCATG-3′. PCR reactions 
were performed in 25 uL and included 20 pM of primers 
and 1 U of Taq DNA polymerase (Invitrogen Life 
Technologies®, São Paulo, Brazil). Thermal cycling 
conditions included an initial denaturation at 94°C 
for 10 min, followed by 45 cycles of amplification at 
94ºC for 1min, and annealing at 50°C for 1 min 20s, 
with an extension for 1 min 20s at 72°C, and with a 
final extension for 5 min at 72°C. 

The amplified fragments were digested 
with the restriction enzyme Nco I16 following the 
manufacturer’s protocol (New England BioLabs 
Inc, Ipswich, MA, USA). The digestion product was 
analyzed by horizontal electrophoresis on a 4.0% 
agarose gel in 1X TBE buffer stained with ethidium 
bromide (0.5 mg/mL) and viewed in a UV light 
transilluminator (LABImage L-PIX (H.E.) - Loccus 
Biotecnologia, Cotia, SP,Brazil).

Statistical analyses
The magnitude of the associations between 

risk factors and periodontitis was estimated by the 
odds ratio (OR) with a 95% confidence interval 
(95% CI). The Chi-square test (χ2) measured the 

association between the independent (age, gender, 
educational level, smoking, tooth mobility, gingival 
bleeding, dentin sensitivity, and discomfort when 
chewing) and dependent (periodontitis) variables. 
All variables with p < 0.20 in the χ2 were included 
in the multivariate analysis using logistic regression. 
A backward deletion strategy was applied, and those 
variables with p-values of equal to or less than 0.05 
remained in each of the final models. Goodness of 
fit was evaluated using the Hosmer-Lemeshow test, 
while the Stata software version 12.0 was used for 
data analysis (Stata Corp., College Station, USA).

Allele and genotype frequencies were obtained 
by direct counting. Comparison between the groups 
was made using the Chi-square and Fisher’s exact 
tests for other categorical variables. Associations 
with a p-value < 0.05 were considered statistically 
significant.

RESULTS 
In the present study, 259 subjects from Vitória 

da Conquista, Bahia, Brazil were evaluated regarding 
periodontal health, demographic profile, and most 
common signs and symptoms for periodontitis. 
Table 1 presents the basic characteristics of the 
selected subjects, as well as the general results of 
the periodontal examination and anamnesis. The 
data obtained in the bivariate analysis suggest that 
there is a positive relationship between periodontitis 
and low educational level (χ2 = 5.2364, p = 0.024), 
tooth mobility (χ2 = 10.5720, p = 0.001), and gingival 
bleeding (χ2 = 5.6007, p= 0.019). Smoking revealed 
an association with periodontitis, but this result proved 
to be statistically insignificant (OR= 1.96-95% CI= 
0.99-3.84/ p = 0.051). The remaining variables were 
not statistically associated with the disease

Table 1 - Clinical and demographic profiles of the case and control groups regarding periodontitis

Variables
Case

n = 127
n(%)

Control
n = 132
n(%)

Odds Ratio
(raw) 95% CI p-value

Demographic data
Age
≥ 30 years
< 30 years

97 (76.37)
30 (23.63)

99 (75.0)
33 (25.0)

1.08
1.00

[0.61; 1.90] 0.796

Gender
Female
Male

98 (79.03)
26 (20.97)

106 (80.30)
26 (19.70)

0.92
1.00

[0.51; 1.70] 0.801

Educational level
< High school
≥ High school

108 (85.03)
19 (14.97)

97 (73.48)
35 (26.52)

2.05
1.00

 [1.10; 3.82] 0.024

Smoking
Yes
No

28 (22.04)
99 (77.96)

16 (12.12)
116 (87.88)

1.96
1.00

[0.99;3.84| 0.051

(continua)
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Table 2 presents the case group’s data 
regarding the variables of probing depth, 
number of teeth, and affected sites. Among 
these individuals, 27.12% had up to 30% of 
the teeth affected by periodontitis, whereas 
23.73% presented 31-60%, 11.86% presented 

Legend: * Observation loss:  1Tooth mobility = 2 losses (n = 257) and 2 Discomfort when chewing = 7 losses (n = 252). 
*Chi-square (χ2) and Fisher’s exact tests

Variables
Case

n = 127
n(%)

Control
n = 132
n(%)

Odds Ratio
(raw) 95% CI p-value

Specific clinical aspects
Tooth mobility1

Yes
No

44 (34.64)
83 (65.36)

22 (16.92)
108 (83.08)

2.60
1.00

[1.45; 4.68] 0.001

Gingival bleeding
Yes
No

91 (71.65)
36 (28.35)

76 (57.57)
56 (42.43)

1.86
1.00

[1.11; 3.12] 0.019

Dentin sensitivity
Yes
No

102 (80.32)
25 (19.68)

102 (77.27)
30 (22.73)

1.20
1.00 [0.66;2.18] 0.550

(conclusão)

61-80%, and 37.29% presented 81-100% of the 
teeth affected by periodontitis. This group also 
showed that 27.12% of the patients had localized 
periodontitis (less than 30% of affected sites), 
while 72.88% presented widespread periodontitis 
(over 30% of affected sites).

Table 2 - Clinical aspects related to severity and extent of periodontitis in the sample from Vitória da Conquista, 
Bahia, Brazil.

Affected 
sites (%)

Patients(%)
Probing depth 

of 4-5mm
Probing depth  

of 6-7mm
Probing depth >7mm

0-10 33.06 44.07 87.29 93.22
11-30 38.98 35.59 11.86 2.54
31-50 12.71 15.25 0.85 4.24
>50 15.25 5.09 0 0

Legend: Relationship between patients (%) and total number of affected sites (%) categorized as follows: 0-10%, 11-30%, 31-50%, and > 50% of the 
total number of sites.

Table 3 presents the odds ratios (OR) for 
periodontitis with their respective confidence intervals 
(95% CI) estimated by the multivariate regression model. 

The results indicate a positive association between 
periodontitis and the variables of educational level 
(<High school), gingival bleeding, and tooth mobility. 

Table 3 - Factors associated with periodontitis in the analyzed sample from Vitória da Conquista, Bahia, Brazil. 

Variables
Adjusted

Odds Ratio
95% CI p-value

Educational level (<High school) 2.01 [1.06; 3.83] 0.034
Gingival bleeding (Yes) 1.87 [1.09; 3.20] 0.023

Tooth mobility (Yes) 2.41 [1.32; 4.37] 0.004

 * Note: Multivariate logistic regression model. The adjusted analysis contains the variables with p-values <0.20 of table 1: educational level, smoking, 
tooth mobility, and gingival bleeding.
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65.1%, and the T allele was 34.9%. The observed 
genotype frequencies did not significantly differ 
between the analyzed case and control groups (χ2 
= 1.6983; p = 0.428), thus making it impossible to 
establish a relationship between the polymorphism 
IL1A c.-889 C>T and periodontitis. 

The selected sample was also evaluated for 
the relationship between the IL1A c.-889 C>T gene 
polymorphism and periodontitis. The results are shown 
in table 4. Genotype frequencies obtained in the total 
population were 34.7% for the CC genotype, 60.6% 
for the TC genotype, and 4.7% for the TT genotype. 
The frequency of the C allele in the population was 

Table 4 - Allele and genotype frequencies observed in case and control subjects regarding the IL1A c.-889 C>T 
gene polymorphism.

*Chi-square (χ2) and Fisher’s exact tests

Genotypes Case
n (%)

Control
n (%)

p-value

CC 39 (30.70) 50 (38.63)

0.428
CT 81 (63.78) 76 (57.57)
TT 7 (5.52) 5 (3.80)

Total 127 132
Alleles C                T

  62.6%        37.4%
C                T

     67.4%        32.6%
0.4558

DISCUSSION
The periodontitis etiological factors 

evaluation has been pinpointed as an important 
tool for the development and implementation of 
public health system policies, aimed at reducing the 
prevalence of periodontitis and other oral diseases 
in different populations17. In the studied population, 
among the assessed demographic aspects, the lowest 
educational level proved to be significantly associated 
with periodontitis. Nevertheless, for the variables 
of gender and age, no significant association was 
observed. Age, education, socioeconomic status and 
smoking have been described as potential risk factors 
for periodontitis in several populations. Associations 
of disease with obesity, hormonal changes, 
cardiovascular disease, and pregnancy have also been 
researched18. 

Regarding age, although it has been identified 
as a risk factor for periodontitis by several authors, 
it is understood that this disease should not be 
considered a natural event of aging, and that this 
association is a result of the cumulative nature of 
periodontitis19,20. No association between the age risk 
factor and periodontitis was observed in this study’s 
population. Nevertheless, results of periodontal 
disease prevalence and/or severity from different 
studies show that this disease is more common in 
older-aged groups when compared to younger-aged 
groups19. On the other hand, it is still unclear whether 
aging per se is a risk factor for severe periodontitis, or 
if its effect is due to the prolonged exposure of older 
subjects to other etiologic factors.

Periodontal disease also presents a reciprocal 
relationship with educational level. Several studies 

have pointed out that this association is directly 
related to low educational levels17,21. Likewise, in 
the present study, the risk factor of education level 
was significantly associated with periodontitis, since 
the disease was most frequently observed among 
individuals who have not completed high school. 
Another study conducted in a Brazilian population 
revealed that the risk of dental insertion loss due 
to disease progression was increased by 53% in 
individuals who studied four years or less, compared 
to those who have completed the graduation course19. 
Similarly, Buchwald et al.22 showed that the prevalence 
of periodontitis in a German population sample was 
related to socioeconomic status, and educational level 
proved to be the determining factor for the disease. 

The effect of smoking on general health has 
been widely discussed in the medical literature. It is 
known that smoking is closely linked to an increased 
risk of heart disease, various cancers, and lung 
diseases. The data found in this sample showed an 
association, although not statistically significant (p = 
0.051), between smoking and periodontitis, which is 
similar to studies that link smoking as one of the most 
prevalent risk factors for periodontitis. These studies 
indicate that smoking exerts a substantial destructive 
effect on the periodontal tissues and increases the rate 
of periodontal disease progression17. Furthermore, 
these studies suggest that 40% of the cases of chronic 
periodontitis are referent to smokers, and reported 
that these individuals have a 2-7 times higher risk of 
developing periodontal disease and dental insertion 
loss when compared to nonsmokers23. In another study 
conducted in Brazil to assess the effects of smoking on 
periodontitis, it was observed that smokers presented 
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a significantly higher mean probing depth and level of 
dental insertion loss when compared to nonsmokers20.

The exacerbation of the inflammatory 
processes in response to the stimulus generated by 
pathogenic bacteria in the oral cavity results in the 
progressive destruction of the supporting tissues, 
which is manifested in characteristic signs: dentin 
sensitivity, gingival bleeding, increased tooth 
mobility, and discomfort when chewing24. In the 
present study, statistically significant associations with 
periodontitis were observed regarding tooth mobility 
and gingival bleeding. However, dentin sensitivity 
and discomfort when chewing were not significantly 
associated with periodontitis. These clinical variables 
are not considered pathognomonic clinical signs of 
periodontitis, which can be seen in other diseases 
that affect the oral cavity, such as gingivitis. Thus, it 
is possible that patients who are not diagnosed with 
periodontitis have presented dentin sensitivity and/or 
discomfort when chewing, since these variables did 
not statistically show significant differences among 
the groups25,26.

Sequelae of periodontal destruction may be 
assessed and reported at subject, tooth, and site levels. 
A common approach to describe the periodontal status 
of a sample or population is to report the individual’s 
average periodontal probing depth. Alternatively, 
the periodontal status may be described by reporting 
the prevalence and extent of clinical parameters 
according to the severity of the disease. In this context, 
prevalence is defined as the percentage/number of 
individuals presenting the condition. Severity is 
provided by the clinical use parameters27.

Higher periodontitis estimates among adults 
were also found in Porto Alegre, Brazil. Among 
subjects over 18 years of age presenting at least six 
teeth, 59.9% of the subjects showed periodontal 
probing depth ≥ 5 mm with 14.0% of the teeth 
affected28. Some similar findings were observed in 
a convenience sample of adults who received dental 
care at a public Dental School in Rio de Janeiro29. 
Another study examined a large sample of patients 
seeking dental care in private practices, hospitals, 
and community health centers in 23 different regions 
of Argentina. Overall, the prevalence of periodontal 
probing depth of 3.5 - 5.5 mm and ≥ 5.5 mm were 
26.4% and 14.3%, respectively30. In general, studies 
on the prevalence of destructive periodontal disease 
in urban and isolated areas of Latin America indicate 
a high prevalence and low extent of moderate to 
severe CAL27.

The subjects in the present work showed 
clinical parameters that allowed them to be 
characterized according to the severity and extent of 
the disease. Regarding the probing depths, 35.59% 
of the patient population showed 11% to 30% of 

the sites with probing depths ranging from 4 mm to 
5 mm; however, the pocket depths of greater than 6 
mm were observed in 14.40% of the sample. These 
data demonstrate that although a significant portion 
of the sample presented probing depths of greater 
than 4 mm, most ranged between 4mm and 5mm. 
In 49.15% of the population, the teeth affected by 
the disease ranged from 60% to 100%, which is an 
extensive involvement in nearly half of the complete 
sample. The disease severity in the population can 
also be exemplified by the percentage of patients 
presenting: 11% to 30% of affected sites, 38.98% 
of the sample; over 31% of affected sites, 27.6% of 
the sample; 31% to 50% of affected sites, 12.71% of 
the sample; and over 50% of affected sites, 15.25%. 
Regarding the disease localization, 72.88% presented 
widespread disease, which expresses the extension of 
periodontitis in these individuals. These data reflect 
the severity and significant extension of periodontitis 
in the study sample, which clearly requires effective 
intervention of public health policies in order to 
reduce the prevalence and severity of the disease and 
its consequences.

Although infection by pathogens is essential 
for the onset of periodontitis, their presence and/or 
amount in the oral cavity is insufficient to explain 
the differences among individuals regarding the 
severity of the disease8. Such characteristics would 
be mostly related to the genetic profile of the 
individuals, especially those related to the expression 
of gene coding molecules involved in the host 
immune response in periodontitis31. Although several 
immune mediators influence the development of 
the inflammatory response in the tissue, IL-1 genes 
are considered to be the main cytokines involved 
in most inflammatory responses6. IL-1α and IL-1β 
have pro-inflammatory properties and can be found 
in increased levels in periodontal disease. IL-1 is 
also considered a key regulator of the host responses 
to microbial infection and a major modulator of 
extracellular matrix catabolism and bone resorption31. 
Additionally, polymorphisms in the IL-1 genes have 
a direct functional significance by altering the gene 
transcription or the protein production. These have 
also been connected with other complex diseases32.

Several studies have attempted to relate 
the IL1A c.-889 C> T gene polymorphism and the 
etiology of periodontal disease. The results obtained 
in this study point to the lack of association between 
this polymorphism and periodontitis in the sample 
from Northeastern Brazil. Braosi et al.10 examined a 
possible association between IL1A c.-889 C> T gene 
polymorphism and periodontal disease in a population 
sample of 246 individuals from Southern Brazil. 
Although the level of transcription of the IL1A gene 
was increased in the presence of the T allele, genotype 
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frequencies did not differ significantly between the 
evaluated case and control groups. These findings are 
in accordance with those obtained in the present study, 
in which the association between the polymorphism 
and periodontitis was also insignificant.

In contrast, studies conducted on multiethnic 
population-based samples from the Brazilian 
Southeast and on Caucasians of German origin 
revealed a statistically significant association between 
periodontitis and the -889 polymorphism. In these 
studies, the T allele was considered a risk factor for 
the disease11,33. Similarly, according to a meta-analysis 
performed by Nikolopoulos et al.4 involving eight 
studies, mostly conducted on Caucasian population 
samples, the T allele for the polymorphism in question 
was also more frequent in periodontitis cases when 
compared to controls. The results of the meta-analysis 
indicated a moderate positive association between 
IL1A c.-889 C> T gene polymorphism and chronic 
periodontitis in Caucasians. Recently, two other 
meta-analyses revealed similar results and showed a 
positive association between the -889 polymorphism 
and chronic periodontitis in population samples of 
Caucasian and Asian origin34,35. These results differ 
from those observed in the current study.

The analysis of the relationship between the 
IL1A c.-889 C> T gene polymorphism and periodontitis 
also showed that the frequency of the T allele varies 
from population to population, but has generally been 
lower in Asian populations. The allele and genotype 
frequencies observed for the population analyzed in this 
study, which is characteristically multiethnic, resemble 
those observed in previously analyzed populations4. 
These data demonstrate that allele frequencies can 
vary between different ethnic groups, enabling the 
observation of positive associations between a genetic 
polymorphism and a particular disease in a given 
population, and that these cannot necessarily be 
extrapolated to other populations 5. The present study 
did confront some limitations that should be considered. 
First, the results obtained concerning IL1A c.-889 C>T 
gene polymorphism can still be added to the analysis 
of other factors related to the etiology of periodontitis 
not evaluated here, including other genetic markers. 
Second, the results of the present study would have 
been more authentic if quantitative detection of IL-
1α cytokine levels had been applied to both the case 
and control groups. However, due to the higher cost 
of ELISA kits used for this purpose, IL-1α cytokine 
levels were not evaluated. Third, clinical examinations 
were performed by different professionals in the health 
units; therefore the possibility of minor discrepancies 
in diagnostic procedures among patients cannot be 
excluded.

Therefore, it can be concluded that, in this work, 
no association could be observed between the IL1A 
c.-889 C>T gene polymorphism and periodontitis 

in individuals from Vitória da Conquista, Bahia, 
Brazil. This result can be explained by the fact that 
periodontitis is a disease of complex inheritance, which 
is determined by the interaction of environmental and 
genetic factors. Thus, it is possible that other factors, 
not only environmental, but also other genetic factors 
not assessed in this study, may well have caused 
periodontitis in patients from the present sample. 
However, it was possible to confirm the statistically 
significant association between periodontitis and other 
factors, such as educational level (<High school), tooth 
mobility, and gingival bleeding, in the investigated 
subjects.

RESUMO
Objetivo: Este estudo teve por objetivo 

analisar a relação entre o polimorfismo c.-889 C> T 
no gene IL1A e periodontite em usuários do Sistema 
Único de Saúde de Vitória da Conquista, Bahia - Brasil. 
Material e Métodos: Duzentos e cinquenta e nove 
indivíduos foram classificados quanto ao diagnóstico 
de periodontite em casos e controles. O DNA 
genômico foi extraído a partir de células epiteliais 
bucais. A genotipagem foi realizada por PCR-RFLP, 
seguida pela eletroforese em gel de agarose. Os 
dados foram analisados por meio dos testes de Qui-
quadrado, exato de Fisher e Hosmer-Lemeshow. 
Resultados: Entre os indivíduos analisados, a 
periodontite mostrou-se significativamente associada 
ao menor grau de escolaridade (p = 0,024) e às 
variáveis clínicas sangramento gengival (p = 
0,019) e mobilidade dentária (p = 0,001). Dentre 
os pacientes do grupo caso, a maioria (72,88%) 
apresentou a forma generalizada da periodontite. As 
frequências genotípicas para o polimorfismo IL1A 
c. 889-C> T entre os grupos caso e controle não 
diferiram significativamente (χ2 = 1.6983; p = 0,428). 
Conclusão: Nossos achados indicam a ausência de 
associação entre a periodontite e o polimorfismo no 
gene IL1A c -889 C> T na amostra avaliada.
Descritores: Periodontite. Polimorfismo genético. 
Interleucina-1.
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