LHT2| x| 2007;33:94-102

2P M| ZZZ0| A Receptor Activatorof Nuclear Factor-xB Ligand(RANKL)2}
Osteoprotegerin(OPG) E4540]] 2+ 917

_O'h
o
el
oot
]

>

N
oo
iinl
>

>
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IDENTIFICATION OF RECEPTOR ACTIVATOR OF NUCLEAR FACTOR- x B LIGAND(RANKL)
AND OSTEOPROTEGERIN(OPG) IN AMELOBLASTOMA

Woo-Hun Ha, Dae-Seok Hwang, Yong-Deok Kim, Sang-Hun Shin, Uk-Kyu Kim, Jong-Ryoul Kim, In-Kyo Chung
Dept. of Oral and Maxillofacial Surgery, College of Dentistry, Pusan National University

The ameloblastoma is a common odontogenic tumor of the jaw bone and represents approximately 1% of tumor in the jaw. However, it might be
ableto infiltrate into the adjacent tissue, causing bony destruction and high recurrent rate. In this study, expression of RANKL and OPG in ameloblas-
tomain relation to age and gender of patient and recurrence, location of the lesion were examined through immunohistochemisry study. The RANKL
and OPG antibody staining were used. The obtained result were as follow.

1. Positive immunoreactivity to RANKL/OPG in al specimens was found.

2. 1n recurrenc, location of ameloblastoma and age, gender of patients using immunohistochemical expression of RANKL. There was not signifi-

cant difference.
3. In recurrence, location of ameloblastoma and age, gender of patients using immunohistochemical expression of OPG. There was not significant
difference.

In summary, it is suggested that activation of osteoclasts by RANKL is an important mechanism by which ameloblastomas cause bone destruction.
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Table 1. Immunohistochemical expression of RANKL relating to recurrence

Wesakly High Total p-value
Non-recurrent amel oblastoma 21 8 29
52.5% 20.0% 72.5% 0399
Recurrent ameloblastoma 10 1 11
25.0% 2.5% 27.5%
Totd 31 9 40
77.5% 22.5% 100.0%
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hotol A uHAE & 36 #) (G0.0%)= 14 #](35.0%)el 4 high resc-
tiong B3 0w AJetel A1 2 g 4 2 (10.0%) 5 2 & (5.0%) 1 A1

Table 2. Immunohistochemical expression of RANKL relating to location, gender, age

Wesakly High Totd p-vaue
Location
Mandible 27 9 36
67.5% 22.5% 90.0%
Maxilla 4 0 4 0.557
10.0% 0% 10.0%
Totd 31 9 40
77.5% 22.5% 100.0%
Gender
Male 16 5 21
40.0% 12.5% 52.5%
Femae 15 4 19 1.000
37.5% 10.0% 47.5%
Totd 31 9 40
77.5% 22.5% 100.0%
Age
=<19rs 5 2 7
12.5% 5.0% 17.5%
20-29yrs 9 2 11
22.5% 5.0% 27.5%
30-3%rs 7 4 11 0.455
17.5% 10.0% 27.5%
>40yrs 10 1 1
25.0% 2.5% 27.5%
Totd 31 9 40
77.5% 22.5% 100.0%
Table 3. Immunohistochemical expression of OPG relating to recurrence
Weskly High Totd p-vaue
Non-recurrent ameloblastoma 15 14 29
37.5% 35.0% 72.5% 0148
Recurrent ameloblastoma 9 2 11
22.5% 5.0% 27.5%
Tota 24 16 40
60.0% 40.0% 100.0%
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Table 4. Immunohistochemical expression of OPG relating to location, gender, age

Weekly High Totd p-vaue
Location
Mandible 2 14 36
55.0% 35.0% 90.0%
Maxilla 2 2 4 1.000
5.0% 5.0% 10.0%
Totd 24 16 40
60.0% 40.0% 100.0%
Gender
Made 13 8 21
32.5% 20.0% 52.5%
Femae 1 8 19 1.000
27.5% 20.0% 47.5%
Totd 24 16 40
60.0% 40.0% 100.0%
Age
<19rs 5 2 7
12.5% 5.0% 17.5%
20-29rs 9 2 1
225% 5.0% 275%
30-3%rs 4 7 1 0.154
10.0% 17.5% 275%
=40yrs 6 5 11
15.0% 12.5% 275%
Totd 24 16 40
60.0% 40.0% 100.0%
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Fig. 1. RANKL weakly immunoreactivity Fig. 2. RANKL weakly immunoreactivity Fig. 3. RANKL weakly immunoreactivity

(5%) on ameloblastoma (original ma- (5%) on ameloblastoma (original ma- (56%) on ameloblastoma (original ma-
gnification X 100). gnification x 200). gnification x 400).

e

Fig. 4. RANKL high immunoreactivity Fig. 5. RANKL high immunoreactivity Fig. 6. RANKL high immunoreactivity

(20%) on ameloblastoma (original ma- (20%) on ameloblastoma (original ma- (20%) on ameloblastoma (original ma-
gnification X 100). gnification x 200). gnification x 400).

Fig. 7. RANKL high immunoreactivity Fig. 8. RANKL high immunoreactivity Fig. 9. RANKL high immunoreactivity
(40%) on ameloblastoma (original ma- (40%) on ameloblastoma (original ma- (40%) on ameloblastoma (original ma-
gnification X 100). gnification X 200). gnification X 400).
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Fig. 10. OPG weakly immunoreactivity Fig. 11. OPG weakly immunoreactivity Fig. 12. OPG weakly immunoreactivity

(20%) on ameloblastoma (original ma- (20%) on ameloblastoma (original ma- (20%) on ameloblastoma (original ma-
gnification x 100). gnification x 200). gnification X 400).

Fig. 13. OPG high immunoreactivity Fig. 14. OPG high immunoreactivity Fig. 15. OPG high immunoreactivity

(60%) on ameloblastoma (original ma- (60%) on ameloblastoma (original ma- (60%) on ameloblastoma (original ma-
gnification x 100). gnification X 200). gnification X 400).

Fig. 16. OPG high immunoreactivity Fig. 17. OPG high immunoreactivity Fig. 18. OPG high immunoreactivity
(90%) on ameloblastoma (original ma- (90%) on ameloblastoma (original ma- (90%) on ameloblastoma (original ma-
gnification x 100). gnification X 200). gnification X 400).
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