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W OE AWM. THOLELERBPEASLIIAN4E 5-F A E (5-FU) BT & AMmBaERIE . 7k ZREFRE N4 £ L
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25 W9 AR RIS R N 4.2% , H IR BRI AR AL G
PO H[T, SR EERUTAR N T TS
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LB A Ry SRk ) B R A+ S0 I 5+ R 1B I R
(FOLFOX) | “ VbR H+ R 15 Al i " 5 28 (XELOX) Fl LR 7 BF
3R BT A P S R BRI RS+ JRUR MBI € (FOLFIRD) ¥
ST 2 B A (AR AT O B8, TEARST O S 3k Atk kA
A3 H0 1) 2 AN G 2 BB AR ZE K MG S5 B R RS R AR
L MBIl SRV Al e i R S k7N ey (g
B R, AR A PRI PR B ) 2 PG 2 B B VDRI 5360
PRUEIE (5-FU ) 1) )5 A — e KR IR 6 i 25 R A —3.
E A T A A S [ A9 MR OGSk , 3o 77 2 B e 5 BV D A4
5-FU 7F RAS JE[RK SR i A= U8 B s £ b 0 25 0] L Ae
MURI AU ARG, , LAY R HOl Ry AR R 2 5y
1 AZEBRHR BDFI4E 5-FURIERMLH
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P AL A P 2 A R A

YRR 5 = AP 25, o A A I 4 Sk
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TV e A A ) 52 36, DA T 1 DNA B9 B 8 52 11
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I RIBY Y 6 7 SR B WG R 25 3 By SR R IR 2K

P2 5 AP AL IT 5 R TR TT Keras JE K W5 A= I 45
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LR ERE B AAA . RN OPUS W FTHE , 152
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