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Table 1. (u mol/mg protein/min.)

number

of minjuam  maximum Mean S.E. 5.D. T-value Probability

sample
Group 1 15 14,59 28.46 23.02 0.75 2.90
Group 2 15 18.95 33.20 24.82 0.83 3.21 1.6105 0.05<p
Group 3 17 6.46 18.68 12.95 0.68 2.81  -9,9654 P<*(i.£01
Group 4 18 18.31 36.19 28.56 1.38 5.83 3.2237 P<*(l.01
Group 5 16 8.44 22.42 14.83 0.86 3.45  -7.1153 Pfi);OOl
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Mgt++-ATP ase activity

Table 2. (u mol/mg protein/30 min,)

number
of minimum maximum Mean S.E. 5.D. T-value Probability
sample
Group 1 17 17.56 34.32 24,11 0.79 3.24
Group 2 14 20.46 33.87 26.88 0.59 2.80 1.5177 P>0.05
Group 3 16 11.38 21.78 15.64 0.71 2.84 -7.9736 p<0.01
kK
Group 4 18 16.56 43.04 33.79 1.86 7.89 4.6974 P<0.001
Hok
Group 5 15 7.23 23.10 14,17 0.81 3.12  -7.3196 p<0.001
& kR
. 354
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E g
g 10 & 10
&
Group 1  Group2  Group 3  Group4  Group 5 Group1  Group2  Group3 Group4  Group '
Fig. 2. Mg'"—ATPase activity Fig. 3. (Ca™"+Mg"")—ATPase activity
(Ca+++Mg++) - ATP ase activity
Table 3. (u mol/mg protein/30 min)
number
of minitum  maximum Mean S.E. S.D. T-value Probability
sample
Group 1 16 22.48 37.08 28.09 0.70 2.81
Group 2 17 16.70 34.66 24,53 0.93 3.84  -2.0246 P>>0.05
Group 3 16 12,56 31.17 21.26 1.00 3.99  -5.5988 P<0.001
ook ok
Group 4 17 24,13 51.55 32.23 1.38 5.67 2.6299 P<0.02
Group 5 15 2.98 20.78 11.39 1.09 4.24 -13.0072 P<0.001
Hoksk
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Comparision of activity with various divalent cation.

Table 4. (mol/mg protein/30 min),

CatT-ATPase Mg++~ATPase (Ca+++Mg++)-ATPase
Group 1 23.02 £ 2.90 24.11+3.24 28,09 + 2.81
Group 2 24.82 £3.21 26.88 £ 2.80 24,53 +3.84
Group 3 12.95 + 2.81 15.64 = 2.84 21.26 £ 8.99
Group 4 28.36 £ 5.83 33.79+7.89 32.23 £ 5.67
Group 5 14.83 + 3.45 14.17 + 3.12 11.39 + 4.24
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—Abstract —

A BIOCHEMICAL STUDY OF Ca*—ATPASE AND Mg™*~ATPASE ACTIVITY IN
HUMAN DENTAL PULP

In Sung Hwang, Jong Gap Lee

Dept, of Pedodontics College of Dentistry Yonsei University

This study was undertaken to evaluate the physiological roles & mechanism of Ca™~ATPase
& Mg"™ —ATPase in human dental pulp. Each specimen of dental pulp was obtained from the
freshly extracted, freeze-dried 242 teeth, Ca™ —ATPase & Mg '—ATPase activity were mea-
sured by the release of inorganic phosphate & protein with Spectrophotometer.
The results were as follows;
The Ci™"—ATPase & Mg™*—ATPase activity were significantly increased in developing teeth.
The Ca™—ATPase & Mg "—ATPase activity were significantly decreased in nonvital teeth.
The Ca"-ATPase & Mg'—ATPase activity were significant decreased in deciduous teeth,
The Ca*-ATPase & Mg’ —ATPase activity didn’t have relation with dental cariesx
The Ca"*—ATPase & Mg™"—ATP ase were activated by either Ca* alone or Mg" alone.
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