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Table 1. Number of experimented periapical lesions, their location, clinical symptoms and Tenta-

tive diagnosis of involved teeth.

Sample No.| Age/Sex | Location Symptoms Tentative
P. | D. S.| F.| Pus. clinical Dx.
untreated 1 52/F 3-1 - - + + - Peria. cyst
group 2 39/M {2 - | + + | - - Peria. granuloma
3 51/F 134 - + + | - - Peria. cyst
4 30/F 1 - + + + + Peria. cyst
5 42/F Tﬁ,_z — + + — — Peria. cyst
treated 6 26/M 1112 + - + - - Peria. cyst
group 7 53/M 11 +| — | +| = | — | Peria.cyst
8 23/F {2 -+ + — - Peria. abscess
9 52/M 12 - - - + + Peria. cyst
10 17/M 2,1 - - + | + + Peria. abscess
11 22/F 1 - + + - - Peria. granuloma
12 26/M 1 + - —1 + + Peria. abscess
13 22/F 1] - + + + + Peria. abscess
14 22/M L1 -~ - + + Peria. abscess
16 58/M 2,1 - + + + + Peria. abscess
16 38/F 2] + 1 = + | - - Peria. cyst
17 11/M 1] + - + | - - Peria. abscess
18 27/M 1 -+ - + Peria. abscess
19 24/F s - + + + + Peria. cyst
20 25/M 2] - + + + Peria. cyst
21 30/M [2 -1 + - - — Peria. abscess
P: pain D: discomfort S: swelling F: fistula Pus: pus discharge Peria: Periapical

Table 2. Monoclonal antibodies and their reacti-
vity (DAKO corp. USA)

Monoclonal antibody Reactive cell population

1. mouse anti-human all B cells

B cell (pan-B)

. mouse anti-human
T cell (T;)

95% normal T cells
identical to specificity
of anti-Leul, OKT1
human suppressor/
cytotoxic T cells
identical to specificity
of anti-Leu2a, OKTS8

. mouse anti-human
T cell, Suppressor/
cytotoxic (Tg)
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Table 3. Composition and role of Universal Immunoperoxidase Kit for stain (K.660 DAKO corp.

USA)

1. 3% hydrogen peroxide

2. normal swine serum, pH7.6
(prediluted in 0.05M Tris)

3. rabbit Ab. against mouse Ig. pH7.6—
(prediluted in 0.05M Tris)

4. swine Ab. against rabbit Ig. pH7.6
(prediluted in 0.05M Tris) —

aminoethylcarbazole —
0.1M acetate buffer, pH5.2

. 0.3% hydrogen peroxide in water —

. graduated test tube
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Table 4. Concentrations of B, T and T suppressor cells in Endodontically untreated and treated
periapical lesions.

Sample Histopath. Dx. Pan T(T, xlg%o-) T8 Pan B
1. P. cyst 47.4+1.3* 26.7+1.0 25.4:1.0
2. P. cyst 28.6+1.2 13.310.9 11.740.7
;:‘:fl;atcd 3 P. cyst 91.5:0.8 62.241.0 78.3+1.0
4. P. cyst 32.5+14 19.240.7 29.311.7
5 P. cyst 148.743.6 78.11.7 115.4+3.8
6 P. cyst 29.3+1.4 22.840.6 15.741.4
7 P. cyst 49.6+1.8 45.7+1.8 48.3£2.7
treated g P. granuloma 44.210.9 29.140.7 30.70.7
group P. granuloma 23.7+1.3 16.8+1.8 12.9+0.8
10. P. cyst 76.5%3.3 49.1+1.4 60.412.7
11, P. cyst 139.7£2.5 84.1£1.0 57.4%1.6
12, P. abscess 19.6x1.4 13.0+1.0 38.6x2.4
13. P. cyst 40.2+1.6 31.741.0 34.8+1.2
14. P. cyst 80.0+2.5 59.1+2.0 40.1+1.8
15. P. granuloma 52.0+1.6 42.11+2.4 30.0+1.6
16. P. cyst 58.9+3.6 42.543.5 51.6+2.2
17. P. abscess 324+1.7 27.8+1.3 33.9+1.6
18. P. cyst 34.6+2.0 19.840.7 18.6+0.9
19. P. cyst 20.9+1.4 14.040.6 14.740.9
20. P. cyst 15.9£0.7 13.00.9 12.240.7

* Count=average number of stained cells observed in 6-10 microscopic fields (x400) £SE.

Table 5. Lymphocyte distribution in 5 untreated and 15 treated periapical lesions.

Lyrfx[.)hocyte untreated treated t€ p
positive cell MeantSD* Mean1SD
Pan T 69.7:45.3 47.8430.9 1.146 >0.05
Pan B 56.0%36.9 33.8+15.3 1.798 >0.05
T8 45.9£35.5 33.6+18.5 0.946 >0.05
PanT/PanB 1.41+0.52 1.42+0.46 -0.039 >0.05
T8/PanT 0.61+£0.09 0.7240.11 -1.936 >0.05

*SD=standard deviation

€t=actual difference between mean/standard error of difference

p = level of significance
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Table 6. Lymphocytes distribution according to the duration after Endodontic treatment

Lyglphocyte 1 day (3) 1 week (5) 1 mon (5) 3 mons. (2) pe b
positiveccell  peanrsp*  MeantSD Mean+SD MeantSD
PanT 41.0x8.6 60.0+44.6 51.6117.4 18.4+2.5 0.913 > 0.05
PanB 31.6+13.3 40.8+7.1 34.8+10.9 13.5+1.3 1.672> 0.05
T8 32.5+9.7 38.9+£25.9 38.3%+13.5 13.5%0.5 1.396> 0.05
PanT/PanB 1.25+0.17 1.4410.64 1.54+041 1.36+0.06 0.212> 0.05
T8/PanT 0.79+0.11 0.67+0.08 0.741+0.10 0.68+0.15 0.803> 0.05

*SD=standard deviation
ep=rate of variance

p = level of significance

Table 7. Relative concentrations of lymphocytesin cysts(10), granulomas (3) and abscesses (2) of

treated lesions

Lymphocyte cyst granuloma abscess Fe P
positive cell MeanzSD* Mean+SD MeanSD
PanT 54.5%35.0 40.0£11.9 26.016.4 0.746 > 0.05
PanB 35.4%17.9 24.5£8.2 36.32.4 0.554 > 0.05
T8 38.2121 4 29.3+£10.3 204174 0.602 > 0.05
PanT/PanB 1.49%+0.42 1.67+0.17 0.7410.23 3.526 > 0.05
T8/PanT 0.73%£0.10 0.73%0.06 0.76%0.10 0.167 > 0.05
*SD=standard deviation
€F=rate of variance
p = level ofsignificance
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IMMUNOHISTOCHEMICAL STUDY ON LYMPHOCYTE
DISTRIBUTION IN ENDODONTICALLY TREATED
AND UNTREATED PERIAPICAL LESIONS.

Tae Seok Oh, Sung Sam Lim

Department of Operative Dentistry, Seoul National University.

This study was designed to identify lymphocytes and to compare the lymphocyte distribution
in endoodontically treated periapical lesions with that in endodontically untreated periapical
lesions by way of immunohistochemical staining. Twenty-one human dental periapical lesions
were obtained, frozened, serially sectioned to 4-5u, and stained using the three-stage indirect
immunoperoxidase technique and monoclonal antibodies for detecting the presence of B,T lym-
phocyte and T suppressor cell.

Following results were obtained;

1. All of the examined periapical lesions had positive staining for B,T lymphocyte and T sup-
pressor cell.

2. The concentration of T lymphocytes in 18 lesions diagnosed as periapical cyst and granuloma
in both groups was greater than that of B lymphocytes and 2 periapical lesions identified as
abscess in treated lesions had more positive B lymphocytes than positive T lymphocytes.

3. The average numbers of T,B lymphocytes and T suppressor cells in Endodontically treated
lesions were lower than those of untreated lesions, but no statistically significant difference
was noted.

4. When the distribution ratios of T lymphocytes to B lymphocytes and T suppressor cellsto T
lymphocytes were compared in Endodontically treated lesions by the histological aspects of
the lesions and at the intervals of the duration after Endodontic treatment, a statistically
significant change was not found.

5. The mean values of T lymphocytes, B lymphocytes and T suppressor cells in Endodontically
treated lesions were markedly decreased in the specimens obtained at 3 month after En-

dodontic treatment, but no statistically significant difference was found.
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EXPLANATICN OF FIGURES

Immunoperoxidase staining of normal lymph node showing, positive staining B lym-
phocytes in lymphoid follicle (F). (X100)
Immunoperoxidase staining of norrmal lymph node showing, positive staining T lym-

phocytes in interfollicular area (I). (X100)

Immunoperoxidase staining of normal lymph node showing, Negative control section in
incubated with 5% AEC. (X100)

Periapical cyst being composed of granulation tissue (G) and numorous inflammatory
cells (Ic). (H&E, X40)

Immunoperoxidase staining of untreated periapical cyst showing, positive staining of B
lymphocytes (arrow). (X100)

Immunoperoxidase staining of untreated periapical cyst showing, positive staining of T
lymphocytes (arrow). (X100)

Endodontically treated periapical cyst being composed of strtified squamous epithelium
(E) and diffuse infiltration of inflammatory cells (Ic). (H&E, X40)

Immunoperoxidase staining of treated periapical cyst showing, positive staining of B
lymphocytes (arrow). (X400)

Immunoperoxidase staining of treated periapical cyst showing, positive staining of T
lymphocytes (arrow). (X400)

Endodontically treated periapical granuloma being composed of fibrous connective

tissue(C) and multi-focal inflammatory cells infiltration (Ic) around blood vessels (B).
(H&E, X40)

. Immunoperoxidase staining of treated periapical granuloma showing, positive staining

of T lymphocytes (arrow). (X400)

Immunoperoxidase staining of treated periapical granuloma showing, positive staining of

T suppressor cells (arrow). (X400)
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