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Table 1. Ratios of “Ca-release inducd by LPS(1
Hg/ral) from the fetal rat ulhae and radii
compared 1o paired control
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Table 2. Ratios of *Ca-release inducd by LPS(10
Hg/ml) from the fetal rat uinae and radii
compared to paired control

ratio (experimental/control)

ratio {experimental/control)

Group 24hr 48hr 72hr Group 24hr 48hr 72hr
control 1.00-009  1.00-008  1.00-0.07 control 1.00-0.13  1.00-0.12  1.00-0.08
experimental  1.15-0.19  145-0.12* 144-0.09** experimental  0.87-0.10 1257009  129-0.05%

* P<0.05, compared to paried control.
** P<0.01, compared to paried control.
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Fig. 1. Effect of LPS(14g/ml) on the “*Ca-release
from the fetal rat ulnae and radii in organ
culture(Ratio).

Table 3. Effect of sulfaniamide(SA, 1mMon the
LPS-induced bone resorption in the or-
gan culture

* P<{0.05, compared to paried control.
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Fig. 2. Effect of LPS(104g/ml) on the “Ca-release
from the fetal rat ulnae and radii in organ
culture(Ratio).

Table 4. Effect of sulfaniamide(SA, 10mMjon the
LPS-induced bone resorption in the or-
gan culture

ratio of ¥*Ca release form the bone
Group 24hr 48hr 72hr

ratio of *Ca release form the bone
Group 24hr 48hr 72hr

LPS 10#g/ml  1.00-0.07  100-0.04  1.00-0.06

LPS 10#g/ml  1.00-017 100-014  100-0.13

LPS+SA ImM 091-007  1.03-006  1.03-0.06

LPS+SA 10mM 0.77-004  0.66-0.04*  0.71-0.06*

*P<{0.05, compared to paried control.
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Fig. 3. Effect of sulfanilamide on the LPS-induced
“Ca-release from the fetal rat uinae and
radii in the organ culture.

Table 5. Effect of dichiorphenamide(DP, 0.1mM)on
the LPS-induced bone resorption in the
organ culture
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Fig. 4. Effect of dichlorphenémide on the LPS-in-
duced “Ca-release from the fetal rat ulnae
and radii in the organ culture.

Table 6 Effect of dichlorphenamide(DP, 1mM)on
the LPS-induced bone resorption in the
organ culture

ratio of **Ca release form the bone

ratio of *Ca release form the bone

Group 24hr 48hr 72hy

Group 24hr 48hr 72hr

LPS 104g/ml  1.00-0.03  1.00-0.06  100-0.04

LPS 10#g/ml  100-009 1.00-003  100-0.05

LPS+DP 0.1mM 0.88-0.04 0.83-007 093-0.04

LPS+DP ImM 1.04-0.10 0.81-0.04** 0.83-0.04**

Table 7. Effect of actazolamide (AZ, 0.1mM)on the
LPS-induced bone resorption in the or-
gan culture

ratio of *Ca release form the bone

Group 24hr 48hr 72hr
LPS 104g/ml  1.00-002  1.00-0.03  1.00-0.08
LPS+AZ ImM 103-004 105-0.10  0.91-0.04
O———QLPS + AZ ImM

Ratlo V/g\ C{SLPS + AZ 5mM
1.0 i\ \

0.9

0.8

07 *k

0

24 48 72 hrs
Fig. 5. Effect of acetazolamlde on the LPS-indu-
ced “Ca-release from the fetal rat ulnae
and radii in the organ culture.

** P<0.01, compared to paried control.

Table 8 Effect of dichlorphenamide(DP, SmMjon
the LPS-induced bone resorption in the
organ culture

ratio of ¥*Ca release form the bone
Group 24hr 48hr T2hr

LPS 104g/ml  1.00-0.01  1.00-0.03 1.00-0.03
LPS+DP 5mM 104-009  0.93-009 0.75-0.06™*

* P<0,01, compared to paried control.
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—ABSTRACT—

EFFECTS OF CARBONIC ANHYDRASE INHIBITORS
ON THE LPS-INDUCED BONE RESORPTION IN VITRO

Yang-Ho Park, D.DS, Kyung-Suk Cha, D.DS, MS, PhD.

Department of Orthodontics, College of Dentistry, Dan Kook University

To study bone resorption mechanism, effect of LPS on the *Ca release from fetal rat ulnae and radii,
and effects of carbonic anhydrase inhibitors on the LPS-induced bone resorption in organ culture were
studied.

Ulnae and radii were removed from 19 day old fetal rats, prelabelled by subcutaneous injection of 2004Ci
“CaCl, into their mother on the 17th day of gestation. Radioactivities of “Ca released into media were
determined after 24, 48 and 72 hours. Effects of LPS and carbonic anhydrase inhibitors were observed
by the ratio of % release of “Ca between paired control and experimental group. The observed results
were as follows :

1. LPS(1#g/ml) supplemented in media for 72hours increased the “Ca release significantly after 48 and

72 hours of culture and LPS(10#g/ml) increased the “Ca release significantly after 72 hours of culture.
2. LPS-induced “Ca release was not inhibited significantly by 1mM sulfanilamide but inhibited significantly

by 10mM sulfanilamide after 48 and 72 hours of culture.

3. LPS-induced *Ca release was not inhibited significantly by 0.1mM dichlorphenamide but inhibited signifi-
cantly by 1mM dichlorphenamide after 48 and 72 hours of culture.

4. LPS-induced “Ca release was not inhibited significantly by 1mM acetazolamide but inhibited sighificantly
by 5mM acetazolamide after 72 hours of culture.
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