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Table 1. Separation of conversion products of “C - arachidonic acid in diseased periodontal tissue
and affected” pulp tissue by thin layer chromatography

% Total radioactivity (Mean+ SD)

Conyersion Diseased Affected”
Periodontal tissue Pulp tissue
TXB, 0.43+0.32 0.13+0.05*
X 0.64+0.53 0.17+0.08*
6 - keto - PGF..+PGE, 0.49-+0.30 0.18+0.10*
LTB. 0.19+0.13 0.99+0.99

HETEs 5.28+3.93 2.66+2.18

X : Unidentified product
HETEs:5-HETE+12-HETE+15-HETE
* Showing the pulp vitality clinically

* Statistically significant within each row by Student-t test (P<0.05)

Table 2. Concentration of conversion products of “C - arachidonic acid (pmol/mg tissue pro-

tein/hr)
Expelnmental TXE, X 6 - keto - PGFy, LTB, HETEs
fissue +PGE,
Diseased
periodontal 28.25£20.91 44.63£39.53  30.75£19.24 13.25%7.32 337.50+ 256. 36
tissue
Affected
pulp 32.38+12.87 40.75£19.13  40.88+£18.13  211.631+202.57*  599.75: 455.08
tissue

X : Unidentified product
HETEs:5-HETE+12-HETE+15-HETE

* Statistically significant within each only column by Student-t test (P<0.05)
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Table 3. Percentage of each product in total converted products

Conversion Diseased Affected
products periodontal tissue(%) pulp tissue(%)
TXB, 6.68+ 3.16 4.87+ 3.11
X 9.83+ 4.25 6.05+ 3.77
6 - keto - PGF;,+PGE; 7.72+ 3.34 5.56+ 2.59
LTB. 3.33+ 1.868 18.64+ 13.95*
HETEs 72.45+ 10.02 65.75+ 10.77

X : Unidentified product
HETEs:5-HETE+12-HETE+15-HETE
* Showing the pulp vitality clinically

* Statistically significant within each row by Student -t test (P<0.05)

Table 4. Comparison of the total concentration of products from cyclo - oxygenase and lipoxygenase

pathways
Experimental Cyclo - oxygenase Lipoxygenase L/C
tissue products(C) products(L) patio

Diseased

periodontal 59.00+ 39.34* 350.75+ 261.35" 6.12+ 2.55

tissue

Affected

pulp 73.25+ 28.01% 812.38+612.117 11.89:+ 10.46

tissue

* pmol/mg tissue protein/hr
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— Abstract—

A COMPARATIVE STUDY ON THE ARACHIDONIC ACID
METABOLITES IN HUMAN INFLAMMATORY DENTAL
PULP AND PERIODONTAL TISSUES.

Ho Hyun Son', Hyung Seop Kim? Kee Wan Chang®
Institute of Dental Science
Depts. of ‘Conservative Dentistry, *Periodontology and
*Preventive Dentistyy, College of Dentistry, Chonbuk National University

The purpose of the present study was to measure and compare the arachidonic acid metabolites in
diseased periodontal tissue and vital pulp tissue of the tooth, and to investigate the relationship between
periodontal and pulp disease. Diseased periodontal tissie of periodontally involved human teeth and
vital pulp tissue from the same teeth which were intact with no periapical lesions were obtained. Each
periodontal and pulp tissue homogenates from the same tooth were incubated with “C - arachidonic acid.
Lipid solvent extracts were separated by thin layer chromatography to be analyzed by autoradiography
and TLC analyzer.

1. The conversion into TXB,, 6 - keto - PGF,, and PGE,, and unidentified metabolite in pulp tissue were
less than that in diseased periodontal tissue(P<0.05).

2. Biosynthetic levels of TXB, unidentified metabolite, 6 - keto - PGFi. and HETEs were not satistically
significant between diseased periodontal tissue and pulp tissue, LTB, was measured highly in pulp
tissue(P<0. 1).

3. The percentage of each metabolite to the total converted metabolites were not statistically significant
between diseased periodontal tissue and pulp tissue. But the percentage of LTB, in pulp tissue was
higher than that in diseased periodontal tissue(P<0.05).

4. The relative amounts of the total metabolites formed in lipoxygenase pathway to those formed in
cyclo - oxygenase pathway were 6 fold in diseased periodontal tissue and 12 fold in pulp tissue. But
there was no statistical significance between diseased periodontal tissue and pulp tissue(P)0. 05).
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