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Table 1A. The clinical findings of the conventional ameloblastoma cases
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Fig. 1. The histological patterns of unicystic amelob-
lastomas
A : Group I (original magnification X25), B :
Group II(original magnification Xx10), C :
Group IM(original magnification X 25)

No. chief complaint age sex site and location area progress X-ray examination
1 swelling 35 male left mandibular molar recurrence unilocular

2 swelling 53 male left mandibular molar non unilocular

3  swelling 52 female left maxillary canine non multilocular
4  swelling 40 female left mandibular angle recurrence multilocular
5 swelling 33 male left maxillary premolar non unilocular

6 swelling 47 female left mandibular molar non multilocular
7  swelling 40 male left mandibular canine non unilocular

8  swelling 11 male left mandibular molar non unilocular

9  swelling 52 female left mandibular molar non multilocular
10  swelling 11 male right mandibular molar non unilocular
11  swelling and pain 26 female left mandibular molar non multilocular
12 swelling and paralysis 49 ﬁiaié left mandibiilar inglé non multilocular
13 swelling and pain 47 female left mandibular angle recurrence unilocular
14  swelling and pain 30 female left mandibular angle non unilocular
15 swelling 13 male left mandibular molar non unilocular
16  swelling 22 female right maxillary molar recurrence multilocular
17  swelling 41 male right maxillary canine non unilocular
18 swelling and pain 61 male right mandibular premolar non multilocular
19 swelling 20 male left mandibular molar recurrence multilocular
20 swelling and pain 17 male left mandibular angle recurrence multilocular
21  swelling 31 male right mandibular angle non multilocular
22  swelling and pain 17 female right mandibular angle non multilocular
23  swelling 20 female right mandibular angle non unilocular
24  swelling 10 male left mandibular angle non unilocular
25 swelling and paralysis 66 female right mandibular molar recurrence multilocular

* age at the time of admitted to hospital
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Table 1B. The clinical findings of the unicystic ameloblastoma cases

No. chief complaint age" sex site and location area progress X-ray

1 swelling 35 female right mandibular molar non multilocular
2  swelling 14 male left mandibular molar non unilocular

3  swelling 55 female left mandibular angle non unilocular

4  swelling 10 male right maxillary premolar non multilocular
5 swelling 36 female right mandibular premolar non multilocular
6 swelling 10 female left mandibular angle non unilocular

7  swelling 74 female left mandibular molar non multilocular
8  swelling 21 female right mandibular molar non multilocular
9 swelling 58 male .right mandibular angle non multilocular
10 swelling 9 male right mandibular molar non unilocular
11  swelling 39 male right mandibular molar non unilocular
12  swelling 27 female right mandibular angle non multilocular
13 swelling 12 male - left mandibular premolar non unilocular
14  swelling 16 female left mandibular molar non unilocular
15 swelling 56 male " left mandibular angle non unilocular

* age at the time of admitted to hospital
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Fig. 2. The illustrations of location areas of the conventional (A) and unicys-
tic (B) ameloblastoma cases

EICKREEZA SN Do 72 (Fig. 2A, B). JEE L D XHATRCHLIRERE RS o7

5) R@ 3. REHELEFNIMER

4081 7 FICREBHICER 2RO, ThoiT 1) Y ARKEICBI b Rak

RCEFEHIF ANVERETH - 72, TF AV LR EORBEHBILEMREICAU 25 T,
6) X#pTR FO< Y AEEIZBITBPCNA, E-4 AN ¥, B-H

BERIF ANV EEBECREEEEEABERLE FoYORBERREBRERICTLEOLET A, Fig 3
BlAs1261, % Rtk A513B TH o A2, F A2, unicystic DL LR T/.
ameloblastoma T3 B2 8 #, ZRaMAT7 #IT, iy PCNAZ 5 4130 # \C 12 BB M B2 1 % < (Fig. 3



EERIY B X ORI L 2 B9 1S X B unicystic ameloblastoma® PR OBET 21

...,v
ST

]

e

Fig. 3. Immunobhistolocalization of PCNA in developing tooth organ of the mouse first molar

The marker is found within the dental organ as well as in the surrounding mesenchyme at
the cap stage, and localized in the enamel rod, outer ameloblasts and stellate reticulum at
the bell stage. Inner ameloblasts are positive for PCNA at the dentin formation stage, and
Hertwig’s epithelial sheath is also positive at the enamel formation stage.

A : bud stage ; gestational 13 days (original magnification X 25), B : cap stage ; gestational
14 days (original magnification X 25), C : bell stage ; gestational 14.5 days (original magnifi-
cation X50), D : dentin formation stage ; postnatal one day (original magnification X25), E :
enamel formation stage ; postnatal two days (original magnification % 25)
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Fig. 4. Immunohistolocalization of E-cadherin and S -catenin in developing tooth organ of
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E-cadherin is weakly stained in the stellate reticulum at the bell stage (C), but positive
stained in the outer ameloblasts and stellate reticulum at the dentin formation stage (D). f—
catenin is strong positive in the stellate reticulum and inner ameloblasts at the bell stage
(E) and in the enamel formation stage (F). At the bud stage (A) and cap stage (B), both

markers are negative.

A : bud stage ; gestational 13 days (original magnification X 25), B : cap stage ; gestational
14 days (original magnification X 50), C, E : bell stage ; gestational 14.5 days (original magni-
fication % 50), D : dentin formation stage ; postnatal one day (original magnification X25), F :
enamel formation stage ; postnatal two days (original magnification X 25)
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Table 2A. The immunohistological findings of the conventional ameloblastoma cases

No.  histological pattern PCNA positive rates %* E-cadherin B —catenin

1 follicular + 6.03 (80/1327) - +
2 plexiform + 16. 34 (344/2105) - +
3 plexiform + 9.55 (137/1435) +
4 follicular + 5.69 (112/2319) + +
5 plexiform + 6.15 (89/1447) +
6 follicular 2+ 18.56 (502/2705) - +
7 follicular + 6.27 (113/1802) - +
8 plexiform 2+ 24.18 (427/1766) - +
9 plexiform 3+ 32. 46 (581/1709) - +
10 follicular + 12. 28 (273/2224) - +
11 plexiform + 1.36 (12/883) + +
12 plexiform 3+ 32. 64 (313/959) - -
13 follicular 2+ 25. 52 (649/2543) - 3+
14 plexiform 2+ 22.69 (327/1441) - +
15 plexiform 2+ 25. 98 (449/1728) - +
16 follicular 8+ 89. 83 (1484/1652) + +
17 plexiform 2+ 25. 89 (366/1415) + 2+
18 follicular 9+ 91.16 (1207/1324) + 3+
19 plexiform 9+ 97.51 (469/481) - 3+
20 plexiform 3+ 37.65 (192/510) + +
21 plexiform 5+ 59. 61 (369/619) - +
22 follicular 9+ 95. 16 (1279/1344) + 2+
23 follicular 9+ 91. 40 (1827/1999) - +
24 follicular 7+ 78.73 (1107/1406) - +
25 follicular 9+ 96.74 (1158/1197) - +

* % (number of PCNA positive cells / tumor cells)
evaluation of positive rates, —: 0, £:1-9, +: 10-19, 2+: 20-29, 3+: 30-39, 4 +: 40-49, 5+: 50-59, 6 +:
60-69, 7 +: 70-79, 8 +: 80—89, 9+: 90-99

Table 2B. The immunohistological findings of the unicystic ameloblastoma cases

No.  histological pattern PCNA positive rates %* E-cadherin B —catenin

1 Group I + 8.10 (145/1790) - +
2 Group I - 0. 24 (4/1659) - +
3 Group II + 10. 37 (88/849) - +
4 Group II + 3.61 (41/1137) - +
5 Group I + 15. 48 (202/1305) + +
6 Group I + 7.07 (119/1683) - +
7 Group I + 6.84 (115/1681) - +
8 Group I + 11.47 (78/680) 2+ +
9 Group I + 12. 42 (212/1707) - +
10 Group I 2+ 20. 26 (140/691) - +
11 Group I + 6.37 (162/2543) + +
12 GroupIl + 10. 50 (55/524) - -
13 Group I + 3.57 (41/1149) - 3+
14 Group I + 15. 29 (102/667) - +
15 Group I + 12. 89 (45/349) - +

* % (number of PCNA positive cells / tumor cells)
evaluation of positive rates, —: 0, +: 1-9, +: 10-19, 2+: 20-29, 3+: 30-39, 4 +: 4049, 5+: 50-59, 6
+:60-69, 7+: 7079, 8 +: 80-89, 9 +: 90-99

75 SPCNAR MMM & p-7 7 = v Rt MI 1 R 2%
CRARME kR oA
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ameloblastoma case
Each serial section is positive for PCNA (A),
negative for E-cadherin (B) and intense posi-
tive for B-—catenin (C), respectively. (original
magnification X 50)
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loblastoma case

This case represents positive staining for all markers, but
the each localization of PCNA and f -catenin are different.
A : PCNA, B : E-cadherin, C : S —catenin (original magnifi-

cation X 50)
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s of a Group I unicystic amelob-

The intense positive staining for f—catenin is showed in
all tumor cells but E—cadherin is weak, and PCNA is nega-
tive. (original magnification X 50)
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Fig. 8. Immunohistological features of a Group Il unicystic amelob-
lastoma case
There are few positive stained cells for PCNA in the inva-
sive tumor cells, but E-cadherin and f —catenin positive
are seen. The discrepancy of staining for PCNA and f-
catenin is seen as well as conventional ameloblastomas’
cases. (original magnification X 50)
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PCNADOREIZ, BERMTF AV LEEIZHRE, Bk HPERMoZRLLTRBIWZDLEEZ LN,
B L WA % D E <, unicystic ameloblastoma —K4, BE-ARANY e pg-hF=r, LYbIFE-F
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SuMmMARY It is well known that the unicystic variant of ameloblastoma is a distinct pathologic entity and
should be separated from the solid invasive form of the neoplasm on the basis of histopathologic and behav-
loral features. Microscopically, the cystic lining has distinct features allowing for differentiation from ordinary
odontogenic cysts, and is classified into those variants (group 1 to 3) by the morphology of the lining epithe-
lium. Group 1 and 2 proliferate within the cystic wall or in the lumen of the cystic wall while the tumor cells
in groups 3 exhibit invasive pattern in the subepithelial tissue of cystic wall However, the destructive behav-
ior even in groups 3 is markedly less than that in the solid invasive variety of ameloblastoma. This clinicopa-
thologic discrepancy between unicystic and other type of ameloblastoma (solid and / or conventional type) may
be the result of difference in their biological natures, and in this study we investigated the differences using
clinicopathological and immunohistochemical analysis. The marker of proliferating cell nuclear antigen (PCNA)
was markedly present in the tumor cells of the solid type of ameloblastoma, while the cells of all variants of
unicystic ameloblastoma did not express the marker. E—cadherin (epithelial cadherin) was markedly weak
positive in all tumor cells of both the unicystic and solid type, while B—catenin was characterized by a more
marked expression in the unicystic ameloblastoma compared to the solid type, and the cells that expressed
this substance were not PCNA positive cells. These findings strongly suggest that the difference in the clini-
cal behavior between the two types of ameloblastoma originates from the proliferation of tumor cells, and the
proliferation is regulated by the expression of 8 *cafenin, which is a regulatory factor for tumor inhibition.



