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Abstract
Objectives: To find the relationship of diabetes control 
to periodontal status in type 1 diabetic patients and to 
compare the severity of periodontal disease of type-1 
diabetics (IDDM) and non-diabetics and to further compare 
the periodontal status in the controlled and uncontrolled 
diabetics in a group of Libyan population to form a baseline 
reference for future researches.
Materials & Methods: The periodontal status of 30 diabetic 
and 30 control subjects was examined. The diabetic group 
was further subdivided into controlled and uncontrolled 
groups. 
Results: There were significant differences between the 
whole diabetic group and the control group in terms of 
the periodontal status. A comparison between the controls 
and diabetic subgroups revealed that controlled diabetic 
patients had poor periodontal health than controls. Within 
the diabetic subgroups, there was more loss of attachment 
in the uncontrolled diabetics. 
Conclusion: Better periodontal health in the diabetic patients 

may be related to good control of diabetes, indicating better 
resistance of the periodontium.  

Key Words:  Periodontal status, Diabetes, Diabetes control 
& Periodontitis, Gingivitis, Periodontal health, Oral health, 
Libya.

Introduction
It is no longer acceptable to consider all individuals to be at 
the same level of risk of developing periodontitis. Certain 
individuals or subgroups of the population are at higher 
risk than others. There are some diseases of which diabetes 
mellitus has received the greatest attention (1). Diabetes 
mellitus is a clinically and genetically heterogeneous group 
of disorders affecting the metabolism of carbohydrates, 
lipids, and proteins. Various studies have shown strong 
relationship between type 1 diabetes, gingival, and 
periodontal problems both in children and adults (2). The 
aim of this study was  to find the relationship of diabetes 
control to periodontal status in type 1 diabetic patients and 
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to compare the severity of periodontal disease, age and sex 
matched to type 1 diabetes (insulin-dependent diabetes 
mellitus -IDDM) and non-diabetics and to further compare 
the periodontal status in the controlled and uncontrolled 
diabetics in a Libyan population. The rationale was to 
introduce  data on the relationship of diabetes control, but 
not casualty, to the periodontal status in a Libyan population 
as very few such data exists from this region. 

Materials and Methods
The study was carried out in the Department of Periodontics, 
Faculty of Dentistry, Al-Arab Medical University (formerly, 
Garyuonis University), Benghazi, Libya. Patients with a 
history of type 1 diabetes attending to receive periodontal 
treatment at the Department of Periodontics during the 
course of this study were included.
The study was approved by the ethical committee of 
Faculty of Dentistry and verbal consent was obtained from 
patients before they were screened. Subjects consisted of 30 
insulin dependent, diabetic dentate subjects aged 35 to 54 
years. The same number of individuals was included in the 
control group who had no history of diabetes mellitus. The 
exclusion criteria were patients who were type 2 diabetics, 
excessively edentulous, had previous periodontal therapies, 
juvenile diabetic patients and pregnant diabetic patients. 
The current study is an example of a cross-sectional study.
The diabetic status was determined after a final medical 
status report was registered by a medical practitioner. 
The glycemic control was based on the patient’s fasting 
blood glucose levels, taken within 24 hours of the dental 
screening, as informed by the medical practitioner. However 
this would not exactly be an accurate method of assessing 
a glycemic control. In a patient with diagnosed diabetes, 
the haemoglobin A1c test (HbA1c) is used to monitor the 
patient’s overall glycemic control. The test may not be used 
when anemia or other conditions are present (3). 
The diabetic group was further divided into subgroups 
according to the degree of control of their diabetic states, 
well controlled (n = 10) and uncontrolled (n = 20). The 
control of diabetes was defined according to the normal 
fasting blood glucose level (80-120 mg/dl).
In the controlled diabetic group, the mean duration of 
diabetes was 5.9 + 2.38 years and mean fasting blood 
glucose level was 113.4 + 8.0 mg/dl. In the uncontrolled 
diabetic group, the mean duration of diabetes was 6.1 + 
2.73 years and mean fasting blood glucose level was 234.7 
+ 52.9 mg/dl. Minitab 15 was used to statistically analyze 
the data.

Diagnostic Criteria for Measurement of Periodontal 

Status
Number of remaining teeth
All teeth except the third molars were recorded.
Plaque
The presence of plaque at four surfaces of each tooth as 
described in the index system of Sillness and Loe (4) was 
assessed.
Calculus
The presence of calculus was recorded for its presence 
and extent on facial and lingual surfaces of the teeth as 
described by Ramfjord (5).
Gingival condition
The occurrence of gingival inflammation of four surfaces 
of each tooth was assessed using the criteria of gingival 
index system of Loe and Sillness (6).
Probing pocket depth
It was measured to the nearest millimeter at the deepest 
part at four surfaces of the tooth by a William’s periodontal 
probe.
Probing attachment level
It was measured to the nearest millimeter from the 
cementoenamel junction (CEJ) to the deepest part of four 
surfaces of each tooth by a William’s periodontal probe. 
All recordings were noted down by the same experienced 
specialist.

Statistical Analysis
The student t-test for unpaired data was used to determine 
the significance of difference between two independent 
groups.

Results
Plaque index
The plaque index was higher in the whole diabetic group 
(2.029 + 0.665) compared to the control group (1.095 + 
0.552). The uncontrolled diabetic group (2.270 + 0.612) 
showed more plaque than the controlled diabetic group 
(1.548 + 0.498). There was also increased plaque when 
controlled diabetics were compared to the controls. In all 
the three cases, the differences were statistically significant 
(Tables 1, 2, 3 & 4).
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Table 1: Comparison of Means of Periodontal Parameters between Whole  Diabetic and Control Patients

Mean Plaque 
Index                     
+ S. D.

Mean Calculus 
Index 
 + S. D. 

Mean Gingival 
Index
+ S. D.

Mean Probing 
Pocket Depth
 + S. D. 

Mean Probing 
Attachment Level  + 
S. D. 

Diabetic Patients (n = 30) 2.029 + 0.665 0.744 + 0.362 1.847 + 0.676 2.987 + 0.610 3.3642 + 0.894

Controls (n = 30) 1.095 + 0.552 0.655 + 0.384 0.952 + 0.598 2.331 + 0.233 2.513 + 0.362

P Value Significance 0.000          
H. S.

0.42
N. S. 

0.000
H. S. 

0.000
H. S.

0.000
H. S. 

Table 2: Comparison of Means of Periodontal Parameters between Controlled Diabetic Patients and Controls 

Mean Plaque 
Index                     

+ S. D.

Mean Calculus 
Index                 

 + S. D. 

Mean Gingival 
Index                  

+ S. D.

Mean Probing 
Pocket Depth

 + S. D. 

Mean Probing 
Attachment Level

 + S. D. 

Controlled Diabetics
 (n = 10) 1.548 + 0.498 0.759 + 0.334 1.480 + 0.499 2.707 + 0.496 3.098 + 0.791

Controls (n = 30) 1.095 + 0.552 0.655 + 0.384 0.952 + 0.598 2.331 + 0.233 2.513 + 0.362

P Value Significance P = 0.028          
S

P = 0.47
N. S. 

P = 0.013
H. S. 

P = 0.044
S

P = 0.047
S 
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Calculus index
The calculus index was higher in the whole diabetic 
group (0.744 + 0.362) than the controls (0.655 + 0.384). 
Surprisingly the controlled diabetics recorded more 
calculus (0.759 + 0.334) than uncontrolled diabetics (0.736 
+ 0.383). In all the three cases, the differences were not 
statistically significant (Tables 1, 2, 3 & 4). 

Gingival index
In the whole diabetic groups there was a higher level of 
gingival inflammation (1.847 + 0.676) than the control 
group (0.952 + 0.598). The uncontrolled diabetic group 
(2.030 + 0.687) showed more severe gingival inflammation 
than controlled diabetics (1.480 +0.499). There was also 
increased severity when controlled diabetics were compared 
to the controls. In all the three cases, the differences were 
statistically significant (Tables 1, 2, 3 & 4). 

Probing pocket depth
The mean probing pocket depth (2.987 + 0.610) in the 
whole diabetic group was higher than the controls (2.331 + 
0.233). In the uncontrolled diabetic group, the mean probing 
pocket depth (3.127 + 0.624) was more than the controlled 
diabetics (2.707 + 0.496). There was also increase in pocket 
depth when the controlled diabetic group was compared 
to the controls. In all the three cases, the differences were 

statistically significant (Tables 1, 2, 3 & 4). 

Probing attachment level

The mean loss of attachment in the whole diabetic group 
(3.364 + 0.894) was higher than the controls (2.513 + 0.362). 
In the uncontrolled diabetics, the mean attachment level 
(3.915 + 0.830) was more than controlled diabetics (3.098 
+ 0.791). There was increase in loss of attachment when the 
controlled diabetics were compared to control groups. In all 
the three cases, the differences were statistically significant 
(Tables 1, 2, 3 & 4).

Discussion
There are various studies for the development of periodontal 
diseases and some diabetic studies have tried to correlate 
metabolic controls and retinopathy (though there are other 
systemic complications of diabetes) to an increased severity 
of periodontal disease. The results from these studies are 
conflicting, however, and there is no clear picture of which 
medical variables may be associated with an increased risk 
of developing periodontal disease (7-9). The consequences 
of diabetes may be interference with local tissue nutrition 
and reduction of the exchange of chemical substances. 
This might imply diminished possibility of tissue defense 
and repair and therefore, increased susceptibility to oral 
microorganisms and progression of periodontal disease 
(10). 

Comparison of means of periodontal parameters between 

whole diabetic and control patients, comparison of means 
of periodontal parameters between controlled diabetic 
patients and controls; and comparison of means of 

Table 3: Comparison of Means of Periodontal Parameters between Uncontrolled Diabetics and Controls 

Mean Plaque 
Index                     

+ S. D.

Mean Calculus 
Index                 

 + S. D. 

Mean Gingival 
Index                  

+ S. D.

Mean Probing 
Pocket Depth

 + S. D. 

Mean Probing 
Attachment Level 

+ S. D. 

Uncontrolled 
Diabetics (n = 20) 2.270 + 0.612 0.736 + 0.383 2.030 + 0.687 3.127 + 0.624 3.915 + 0.830

Controls (n = 30) 1.095 + 0.552 0.655 + 0.384 0.952 + 0.598 2.331 + 0.233 2.513 + 0.362

P Value Significance 0.000
S

0.53
N. S. 

0.000
H. S. 

0.000
H. S.

0.000
H. S. 

Table 4: Comparison of Means of Periodontal Parameters between Controlled and Uncontrolled Diabetic Patients 

Mean Plaque 
Index                     

+ S. D.

Mean Calculus 
Index                  

+ S. D. 

Mean Gingival 
Index                  

+ S. D.

Mean Probing 
Pocket Depth 

+ S. D. 

Mean Probing 
Attachment 

Level 
+ S. D. 

Controlled Diabetics 
(n = 10) 1.548 + 0.498 0.759 + 0.334 1.480 + 0.499 2.707 + 0.496 3.098 + 0.791

Uncontrolled Diabetics         
(n = 20) 2.270 + 0.612 0.736 + 0.383 2.030 + 0.687 3.127 + 0.624 3.915 + 0.830

P Value Significance 0.0023          
H. S.

0.87
N. S. 

0.020
S 

0.058
N. S.

0.017
S 

N. S. – not significant,  S. - significant, H.S. – highly significant
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periodontal parameters between uncontrolled diabetics and 
controls all show  significant results favoring a need for a 
better diabetic control. The higher plaque score in poorly 
controlled diabetics compared to the controlled diabetics is 
explained in this observation and explains the link between 
the high plaque index, and consequently gingivitis in our 
diabetic patients compared to controls. In this study, there 
was no statistical difference in the calculus indices of the 
diabetics and controls. The patients with well controlled 
diabetes may also be more cooperative in following oral 
health care habits and dental care (8), but we observed 
that the controlled diabetics recorded more calculus than 
uncontrolled diabetics. This is an unusual observation 
and does not have any logical explanations, except for the 
fact that the controlled groups were selected based on the 
normal fasting blood glucose level within 24 hours of the 
dental screening, when in reality they could have had a long 
spell of uncontrolled glycemic levels. 
Both diabetes and periodontitis can stimulate the chronic 
release of CRP, PGE2 and pro-inflammatory cytokines, 
e.g., IL-1β, IL-6, TNF-α, that have a deleterious effect on 
periodontal tissues. While these are considered split medical 
conditions, they may reciprocally aggravate one another 
by biochemical mechanisms at the cellular and molecular 
levels (11).  However, the quantity, breadth, and strength 
of evidence based knowledge are currently insufficient to 
establish periodontal therapy as influential in improving 
glycemic control in either type 1 or type 2 diabetes (12).
Another possible risk factor for the periodontal disease is 
the genetic linkage in IDDM found in the human leukocyte 
antigens (HLA). HLA-DR3 and DR4 are common in 
individuals with IDDM and HLA-DR4 more common in 
IDDM subjects with or without periodontitis and in non-
diabetics with periodontitis (13).

The rationale for expecting a relationship between poor 
metabolic control and periodontitis is that during periods 
of poor diabetic control, the elevated blood glucose level 
in gingival crevicular fluid may favor the growth of certain 
pathogenic microorganisms in periodontal pockets (14, 
15). Studies have identified Capnocytophaga sputigena 
and Actinobacillus actinomycetemcomitans as specific 
periodontal pathogens in type 1 diabetes (16, 17). There are 
also reports of decreased ingestion and killing of bacteria by 
neutrophils in poorly controlled patients (18, 19). Diabetic 
micro-angiopathies, which are related to decreasing control 
of diabetes may also add to the impaired host response 
in the sulcular area (20, 21). These clearly explain the 
increased pocket depths and attachment loss in our diabetic 

groups. Each of the periods of poor metabolic control may 
thus result in cumulative periodontal destruction. 

Karjalainen and Kaisa, did a study on adult patients with type 
1 diabetes and the complex diabetic status was assessed by 
means of the level of metabolic control and/or the presence 
and severity of diabetic complications (22). They found 
that adult diabetic patients with poor metabolic control 
and/or complications exhibited more deepened pockets 
and clinical attachment loss. Another study concluded that 
untreated periodontal disease has been shown to contribute 
to poor glycemic control in diabetic patients (23). The 
poorly controlled diabetics when compared to the controlled 
diabetics also showed more loss of attachment in type 1 
diabetes (24) and greater pocket depths (25). Though the 
controlled diabetics have a better periodontal health than 
uncontrolled diabetics, the periodontal status of controlled 
diabetics was poorer compared to the controls (26), which 
was the same finding in this study. A greater incidence and 
severity of periodontitis is observed in both type 1 and 2 
long-term diabetics with poor metabolic control (27). The 
relation between periodontitis and diabetes is irrefutable 
and can result in multifaceted issues. The presence of 
calculus was associated with increased risk of periodontitis 
in diabetic patients (28). 

This study recommends a stronger primary prevention 
programs in the form of health education and health 
promotion as the first step towards reducing the periodontal 
problems, and secondary prevention programs be 
implemented later depending on the availability of resources 
for oral health. The preventive program should also integrate 
prevention of common oral problems with the prevention 
of other non-communicable medical diseases. Participation 
from both governmental and non-governmental agencies is 
encouraged.

References
1. Thorstensson H. Periodontal disease in 

adult insulin dependent diabetes. Swedish 
Dental Journal Supplement 1995;107:1-
68. 

2. Ervasti T, Knuutilla M, Pohjamo L, 
Haukiporo K. Relationship between 
control of diabetes and gingival bleeding. 
Journal of Periodontol 1985;56:154-7.

3. Mealey LB, Oates WT. Diabetes 
mellitus and periodontal diseases, AAP-
Commissioned Review. J. Periodontol 



  Ibnosina J Med BS (2010)

www.ijmbs.org   ISSN: 1947-489X          

116

2006;77(8)1289-303.
4. Sillness J, Loe H. Periodontal Disease in 

Pregnancy II. Correlation between Oral 
Hygiene and Periodontal Condition. Acta 
Odontal Scan 1964;22:533-51.

5. Ramfjord SP.Indices for prevalence 
and incidence of periodontal disease. J 
Periodontol 1959;30:51-9.

6. Loe H, Sillness J. Periodontal disease in 
Pregnancy. Prevention and Severity. Acta 
Odontol Scand 1963;35:610-6.

7. Bacica M, Pancak D, Granic M. CPITN 
assessment of periodontal disease in 
diabetic patients. Journal of Periodontol 
1998;59:816-22.

8. Tervonen T, Knuutilla M. Relationship of 
diabetes control to periodontal pocketing 
and alveolar bone level. Oral Surg., Oral 
Med., Oral Path 1986;61:346-9.

9. Oliver RC, Tervonen T. Periodontitis 
and tooth loss: Comparing diabetes with 
the general population. J of Am Den Ass 
1993;124:71-6.

10. Thorstensson H, Hugson A. Periodontal 
disease experience in adult long duration 
insulin dependent diabetes. J. Clin. 
Periodontol 1993;20:352-8.

11. Mealy BL, Rethman MP. Periodontal 
Disease and Diabetes Mellitus: 
Bidirectional Relationship, Dentistry 
Today 2003;22(4):107-13. 

12. Taylor GW. Periodontal treatment and its 
effects on glycemic control: A review of 
the evidence, Oral Surgery, Oral Medicine, 
Oral Pathology, Oral Radiology, and 
Endodontics 1999;87(3):311-6. 

13. Seagren-Alley C, Reinhardt RA, Maze 
CA, Dubois LM, Nahl TO, Duckworth 
WC, et.al. HLA-D and T-lymphocyte 
reactivity to specific periodontal pathogens 
in type I diabetic periodontitis. Journal of 
Periodontol 1993;64:974-9.

14. Kjellman O. The presence of glucose 
in gingival exudates and resting saliva 
of subjects with insulin treated diabetes 
mellitus. Swedish Dental Journal 
1970;63:11-9.

15. Ficara AJ, Levin MP, Grower MF, Kramer 
GD. A comparison of glucose and protein 

control of gingival fluid from diabetics and 
non-diabetics. J of Periodont. Research 
1975;10:171-5.

16. Gusberti FA, Syed SA, Bacon G, 
Grossman N, Loesche WJ. Puberty 
gingivitis in insulin dependent diabetic 
children (I) cross sectional observations. J 
of Periodontol 1983;54:714-20.

17. Mashimo PA, Yamamoto Y, Slots J, Park 
BH, Genco RJ. Periodontal micro-flora 
of juvenile diabetics. Culture immuno 
florescence and serum antibody studies. J 
of Periodontol 1983;54:424-30.

18. Bagdade JD, Nielson KL, Bulger RJ. 
Reversible abnormalities in phagocytic 
function in poorly controlled diabetic 
patients. The Am J of Med Sci 
1972;263:451-6.

19. Repine JE, Clawson CC, Goetz FC. 
Bactericidal function of neutrophils from 
patients with acute bacterial infections 
and from diabetes. The J of Infectious Dis 
1980;142:869-75.

20. Browniee M, Cahill GF. Diabetic 
control and vascular complications. 
Atherosclerosis Reviews 1979;4:29-70.

21. Jackson RJ, Esterly JA, Cuthrie RA, 
Hewett JE, Waiches HB. Capillary 
basement membrane changes in adolescent 
with type I diabetes. J of Am Med Ass 
1982;248:2143-7.

22. Karjalainen K. Periodontal diseases, dental 
caries, and saliva in relation to clinical 
characteristics of type 1 diabetes PhD 
[Dissertation]. Acta Univ. Oul ; 2000.

23. Stillman N, Genco RJ. Periodontal Disease 
and Diabetes: Interdependent Conditions, 
Practical Diabetology 2000;19(4):19-27. 

24. Safkan-Sseppala B, Ainamo J. Periodontal 
conditions in insulin dependent diabetes 
mellitus. J of Clin. Periodont 1992;19:24-
9.

25. Hugson A, Thorstensson H, Falk H, 
Kuylenstierna J. Periodontal conditions 
in insulin dependent diabetics. J of Clin. 
Periodont 1989;16:215-33.

26. Cohen WD, Friedman LA, Shapiro J, Kyle 
CG, Franklin S. Diabetes mellitus and 
periodontal disease: Two year longitudinal 



Ibnosina Journal of Medicine and Biomedical Sciences

Abufanas S et al Diabetes Cntrol and Periodontal Status 117

observations. J. Periodontol 1970; 41:709-
12.

27. Bjelland S, Bray P, Gupta N, Hirsch 
R, Dentists, diabetes and periodontitis 
Australian Dent J 2002;47(3):202-7.

28. Emrich LJ, Schlossman M, Genco 
RJ. Periodontal disease in non-insulin 
dependent diabetes mellitus. Journal of 
Periodontol 1991;62:123-30. 


