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WA R, T R A3 K U 5 & PONT S PEAH 9%, S5 23
Pt AT R T PONT 3 14, ZERIE 192 47 2 [K % PONT 3% ¥ 1) 5%
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acetate. Chlopyrifos oxon 1 2— naphthyl acetate %5 J& #) PN & ¥ P4
AHZ . PON FAEFR I I B BT 5 A TE 2

3 REMBEXNSEEREERRSMMIER

PON & — 2548 85 T #i 1 HDL A0 5% g i, B A i S AL
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42 RBF PONT 3 A B Ft &, (HAMR T RA, EE 6 AE A
TR 2. MiE b A B R R A e | AR e —
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i, 7 PON1 A1/ B PON2.PON3 £ Z 1% 3 [K 7% B 3 Ath X 45k, 2
K 22 A& MR R R L — R R J i 7 R AR . — RAIAH
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