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Clinical assessment of sampling sites

gingival index
probing depth
loss of attachment

bone loss

1.7

+ 0.4
. 4.5 + 0.8 mm
b.h # 1.3 mm
h4.2 £ 14.2 %

n=15 .

Each value represents the mean and standard deviation for measurements

of 15 subjects.

The measurable value of each subject was expressed in the mean of
sextant sites (range : 2 to 6 contiguous teeth) per subject.
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Fig.1 Contour graphs of FITC vs.PE fluorescence -

and single histograms of FITC

Lymphocytes were stained with FITC—anti IL2R

| and PE—Leu 3a. PB (left panels) ,GT (middle
- panels) and GCF (right panels)

Upper row:Th were determined and gated in a

- rectangular frame as those having a PE fluorescence

value greater than the distribution of control

sample.Lower row:Note the maker set on the

appr(j)Lpriate control histogram. Proportions of
IL2R Th were 15.2% in PB,28.3% in GT and

50.0% in GCF.
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Fig.2 Contour graphs of FITC vs.PE fluorescence
and single histograms of FITC

Lymphocytes were stained with FITC—anti
HLA—DR and PE—Leu 3 a. The cells were
analyzed as qucribed in Fig.1 legend.Proportions
of HLA—DR Th were 6.9% in PB,20.2% in GT

and 39.4% in GCF.

Table 2l =D 7' 2 v b %Fig.3I;rd, GCFT
DT/Bix1.97+0.94TGTD4.19+1.98, PBD5.
51+1.84I LR THEED - 2o Th/TsidGC
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5 HE| 5% Fig.4. Table2iz”d, GCF, G
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18.4+4.4%, 13.7+7.3% TH - 1zo GCFFENDI
[2R BI323.9+10.3%C, GT12.5+4.6%, PB
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M50.3+16.0%, PBMD27.14+14.1% X » &4 H
B L,

& 2

Ta—HA bAMY)—EE) JTa—FPEE
Wb Z &, GCFRofEMOERRHIED
BBROLDO, B THEEMOS 5 HETH 5,
ZDHER, B X ABRBE L TR
EREMBLRBIE, F—bEMTFBEI LD,

.___.5_.



126

HERYLESEE 208 25 19904

HLA—DR positive fraction of each subset

Table.2 Lymphocyte subset ratios and proportions of IL2R or

PB _ GT GCF
T/B 5.51+ 1.84 4,19+ 1.98 1.97+ 0.94
X %k %k
, * %
Th/Ts 1.94% 0.81 1.22+ 0.48 1.41+0.72
| ) | o
+ T *
ILZRTTh 13.7+ 7.3 18.4+ 4.4 34.0+ 18.0
(%) * * %
+ %k %k
[L2R" Ts 2.2+ 2.2 3.1+ 2.8 3.3+ 2.4
NS NS
%
(%) NS
IL2R'B 6.3+ 4.4  12.5+ 4.6 23.9+ 10.3
| * %k * %k
(%) |
* % _ .
HLA-DRT™Th 8.7+ 4.1 27.94+ 11.1 44,7+ 19.0
%k >k E 3
(%)
| % %k
HLA-DRTTs 27.1+ 14.1  50.3+16.0  65.3+ 18.4
o ( %’")

Xk Xk

n =15 : Each value represents the mean+tstandard deviation for
measurements of 15 subjects |

PB : peripheral blood;‘ GT: inflamed gingival tissue

GCF : gingival crevicular fluid |

T, B : T'Iymphocyt_e to B lymphocyte ratio

Th,~ 'JIr‘s : T helper/inducer to T suppressor/cytotoxic ratio

IRZR Th: percentage of IL2R positive cells in T helper/inducer

| +' lymphocytes

IR2R Ts : percentage of IL2R positive cells in T suppressor,”

'+ cytotoxic lymphocytes
IRZR B: fercentage of IL2R positive cells in B lymphocytes
HLA—DR Th : percentage of HLA—DR positive cells in T

.\ helper/ inducer lymphocytes

HLA—DR Ts : percentage of HLA—DR positive cells in T

suppressor/cytotoxic lymphocytes
%k %k : significant at p<0.01 | | |
K : significant at p<<0.05
N.S ! not significant at p>0.05
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Fig.3 T/B and Th/Ts ratios in PB,GT and GCF

- n =15 : Each point represents measurable value per patient.

X : median value of the sum of all cases in three groups

k sk :significant at p<0.01, %k : significant at p<0.05

N S : not significant at p>0.05
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Fig.4 IRZR Th,IR2R Ts and IR2R B percentages in PB,GT and GCF

n =15 : Each point represents measurable value per patient.

X : median value of the sum of all cases in three groups

ke : significant at p<0.01
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NS ! not significant at p>0.05
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Fig.5 HLA—DR Th and HLA—DR Ts percentages in PB, GT and GCF

n =15 : Each point represents measurable value per patient.
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: median value of the sum of all cases in three groups
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