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Table 1. Age, Remaining teeth, Duration of medication of Cyclosporin A induced gingival

overgrowth patients

. . Duration of
e Remaining medication
Pt.No 28 teeth
mean+ S.D meanst SD (month)
) meant S.D
Cyclosporin A 40 397+ 13.35 235+5.21 17.53+ 15.76
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Fig. 1. Prevalence of gingival overgrowth(%)

Table 2. Prevalence per tooth of Cyclosporin A induced gingival overgrowth

No. of
DF 1 2 3 4 5 6 7 Total
teeth number
of gingival 43 44 44 8 9 21 16 185 %
overgrowth
ratio 232 238 238 43 49 114 8.6 100%

* [ Total tooth number of gingival overgrowth in 40 patients examination

D.F : Dental formula
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Table 3. Gingival overgrowth score
Anterior region | Premolar region Mo.lar Total
region
meant S.D mean+ S.D meanzt S.D
mean+ S.D
Gingival
overgrowth 152+ 0.75 1.14+ 0.90 156+ 0.81 1.33+ 0.86
score *
* [ Score by Angelopoulos & Goaz method
Table 4. Clinical indices of control and experimental group(ANOVA test).
PI PBI PD
Control 115+ 105 063+ 070 * 220+ 046 *
mean+ S.D
Experimental 140+ 1,01 133+ 0.94 320+ 0.76
meant S.D

PI : Plaque index

PBI : Papillary bleeding index

PD : Pocket depth

% : Statistically significant different from control(p<{0.05)

Table 5. Correlation with gingival overgrowth scroe and Duration of medication, and clinical

indices of experimental group(Spearman Rank - Order Correlation)

Duration of ) ]
medication | Plaque index Papllla.ry bleeding]| Pocket depth
index (mm)
(month)
Gingival
overgrowth | 1.33+0.86 | 17.53+ 15.75 140+ 1.01 1.33+0.94 3.20+ 0.76
score
Correlation coefficient 0.018 0525 % 0578% 0.609%
value
Mean+ S.D

% ! statistically significant coefficient from gingival overgrowth score(p<0.001)

(p=0.9D 2 #A7} g+ Reg Yebgri(ta-

ble 5).
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Table 6. Microorganism distribution of control and experimental group(%) (ANOVA test)
Cocci Non - motile rod Motile rod Spirochetes
Control 5624+ 3122 | 17.39+1501 | 18.23+1852 8.04+ 13.65
meanz+ S.D
Experimental | /o ci 9043 | 1779+1220 | 2696+2208 | 981+ 1441
mean+ S.D

Cocci, Non motile - rod, Motile rod and Spirochetes were not statistically significant different

from control group

Table 7. Correlation of gingival overgrowth score and microorganism distribution of experi-
mental group(Spearman Rank - Order Correlation)

Cocci(%) Non - motile | Motile rod Spirochetes
rod(%) (%) (%)
Gingival
overgrowth | 133+ 0.86 | 4545+ 29.43 | 17.29+ 12.51 | 26.96+ 22.08 1.20+ 0.91
score
Correlation coefficient | _; 55 4 0216 0549 % 022
value
Mean+ S.D

% ! statistically significant coefficient from gingival overgrowth score(p<0.001)
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Fig. 2. An example of Cyclosporin A induced
gingival overgrowth
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— Abstract—

THE STUDY OF CORRELATION WITH CYCLOSPORIN A INDUCED
GINGIVAL OVERGROWTH AND LOCAL FACTORS

Eun-Ah Ko, Hyung-Keun You, Hyung-Shik shin

Department of Periodontology, College of Dentistry, Wonkwang University

Cyclosporin A is a powerful immunosuppressive agent commonly used for patients recei-
ving organ transplants. Like phenytoin and the calcium channel blockers, the drug is associa-
ted with gingival overgrowth. The purpose of this study was to compare the correlation
with gingival overgrowth score and clinical indices(i.e, . plaque index, papillary bleeding
index, probing depth) and correlation with gingival overgrowth score and microorganism
distribution in use of phase contrast microscope.

After renal tranplant, taking cyclosporin A 40 patients participating in this investigation.
Post - transplatation cyclosporin medication period was average 17.53+ 15.75 months. In
previous study reported that gingival overgrowth is an adverse side - effects seen in about
25—81% of patient taking cyclosporin A.

The results were as follows :

1. Gingival overgrowth prevalence in taking cyclosporin A patients was 77.5%. Prevalence
rate of region was anterior region(26 teeth, 55.3%), molar region(14 teeth, 29.8%),
premolar region(7 teeth, 14.8%) in turns. Gingival overgrowth score by Angelopoulos
& Goaz method was molar region(1.56+ 0.81), anterior region(1.52+ 0.75), premolar
region(1.14+ 0.90) in turns. 4

2. Medication period was not correlation with gingival overgrowth score.

3. Clinical indices and gingival overgrowth score were as follows.

1) Plaque index and gingival overgrowth score was significantly correlated(p<{0.001).
2) Papillary bleeding index and gingival overgrowth score was correlated(p<0.001).
3) Pocket depth and gingival overgrowth score was correlated(p<{0.001).

4. In gingival overgrowth score and microorganism content, cocci and motile rod were
statistically correlated. In contrast non - motile rod and spirochetes were not correlated.
A microorganism distribution, experimental group and control group were not statistically
significant.
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