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T A UFRIEDTF A — VI ~D NO DFES (S-
=htwrinfk (SNOfk) ) THY, £ DE
FEOBRIEMELS LOEEHEICEEL
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~ 7 AR IEMANE N2a & V> T A A A
J 77 (A23187) THIL, MALPNIZ Ca®
A S, NTEME CaMl / NOS Z it b &+
7ok 2 A, SNO-CRT OGO bz, £
7=, A23187 12X % SNO-CRT ®DJEfLIE, NOS
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LCFA—NEIZR-TLEH. I T,
C146 DEMIZHOWTHEFTT 572, SNO (k&
HEORBED THDL E Vb TWd AL
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