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ag 1. A7y skdaAF dF% (Hematoxylin-Eosin stain, x100) D: A3, A #4d3,
P: &A%, H:.¥d%, E:JA4%, SB: d33HE.

2y 2. A4 137 (Hematoxylin-Eosin stain, x400) P: F4%, H:u|&3 v,

a3 3. A¥ 257 (Hematoxylin-Eosin stain, x100) AC: F£H4og vwlisl o4 oF,
SB: &3,

33 4. 4% 17197 (Hematoxylin-Eosin stain x100) AC: %2#q 543 vlfe 4 73Y
GA-E Holw BAH AE.

2% 5. 44 17197 (Hematoxylin-Eosin  stain, x400) OC: #-F4Z, RL : resorption
lacunae.

a2z 6. Ay 27197 (Hematoxylin-Eosin stain, x40) A 3A Tl AR4 =, AC: o
A, H%5 34 AF, SB: AEEE, F:dFaEe A&

ag 7. A¥ 27897 (Hematoxylin-Eosin stain, x100) PC : pericellular calcification, HS:
horizontal splitting.

a7l 8. 4% 271497 (Hematoxylin-Eosin stain, x400) CN : 3 %%l chondrocyte nest.






