HELR

REREFOHBIRSE, REEREFERWFRAOTE - BRICEMTHY , BEIC
ISCTERY %, MTX 8mg/:BUERE T BIEPREIER U X7 DS WERITIE,
BERHRKRS LR EBHONS. FEERAII S5mg/BLIA%Z, MTX&KRIREE
24 ~A8BSRERICIREG 5. EREAIL, BE, JAUTIVEFERAT L,
EEGEMFRAFARRICE, EHREREHIO IRV ZERT 5.

1) BHWERDF

LSRR (LT, T, BRAIR), SR BA, mBkimd, Btz o
HRAEERIER %2 PBi T 2 BINCHEBZMEH T2 19, i3/ cld MTX FHEDIAH
D2~315% <, @1~ 2 mg/HOPHHIZRA I T 2 IGHAIRICHE L kvt
VI IIETH D, MTXELGORHNERIH 280 T 549, BERODRGA
HCIk, FERIFIC X D MTX ORIRNE T 2 hEW A S50 5 ) 2, (EKHETIE
FREKAEMERIERSE D 2w 2 E 56, MTX 0.15 mg/ kg (REAmOEH & T
EEEREOFH AT L D BETIE R WY JUROEREHEH DRI TH B 7,
Lo L, @& (0.2mg/kgHEM ) I 256 CIERY 2 725G
DREBIT IR 2HNC B\ CHERIHEIO o 1 2 BHEEEE N, &g, #50
NSAIDs {ifi il 4.

—7J, MTXHRICX > T, EREGOY 7Y XV P PRAEESY 2 v AIOIRM
XD, I T AL H B DS, BEADIFELNETH S,
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2) BlIfERADa%E
MTX # 5.z HERER % tE D 22 WRERE O BFESE (AST, ALT, ALP) [ifii 5o
JED FHIMBRRA,  MUIMEA, MCV Sz 49 i, HOTNRSFBLL 725613,
MTX 5 RIC0hb & THEBRZHNT 27, B G55 b BIEH RS 2 56
I¥, MTX ZilET 3.

TR LT 74 ) 73V (bmg) £ v aRY) v (5mg), a4 2
RV U3 (3mg) MBHEATE %, RAICKTT 3 MTX gk o BIVEH S BN 0 77
PR H P U CBRBOEFA D 2 Dldn A a XY v BAIOARTH 355, FEHZ
L, e TuDld 7+ 7V ETH L. BFEHO PRI T 2 3EBOEL)
PEICBIL TiE, IRASCGERICH RIS N T 5,

o4 aR)ye (RYF— AN L) I FEEHERT, ¥t FoEmEcg
% (DHFR) OfEHZ BB L L7, BEEREIEHORFOBICIZR G258 »
515,

FHORE - Bk

Wt 583 5mg (74 7 v 1§8) /B —RINTH 2. HEROBEIERSG =
ZWS0ICT 2 HINTMTX #E5 B DIME €S 2 F VIRE, iR Mk o3E
TRIEIEDEL 2 B L 2o ifE <, ZER8IZ 5 mg /i, mAaKR) v ®ix2.56mg/ il
THaTH 789, KFTMTX V- 10mg /SBEGhoRIEMIC LT, #E#g5
mg /HEEE LT, SPEBUCTARRIR OIS A o 1 O, Aot
T, AR5 mg/HOERBIHIHERIN TV EL, TDEEDOMTXIZ10~
156mg /5 S BiG L, femi 20~30mg/ 8 & T T 2853k Tdh 3 49, FEBL
MTX # 5 8Dk (FERE /MTX ) 231.0 DB CTIBIERI R O IiEs 234 & L 2 ST
DV OT, JFRIIC 5mg/ %8 2 2 HEBIZ ATV, MTXA2MEARE (8mg/
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BXR6 FEMIREEWRIZIT—ALRAE-BE

e E Az BHERY RO DRSS
- BB T

-

- #84 NSAIDs =R

BREZR5IIES
- BAE (0.2mg/ kg FELLE) ZR5T 255

gIEAH - BEORFEEER (AST, ALT, ALP) SiE
HRLIEIES - BEOB MK

- BEDM) RS

- MCV SEfE%E#SEIMm

- O

-B5mg (TxU7=2%188)/ BUA
- MTX RiRIRFA#% 24 ~ 48 BRILAICIRS

AEEIE BUERNBET 275, MTXDHRIEBLISER, RRENETED
- BHERIOBEN B SNELEE(E, B8%E 10me/ BECRET 3D,
MTX DiFEZZEET B
BWERNEREAE, MTXESERIEL, O4IRUY  B5CED
REE(TS.

HLT) chiu, EB5meg/ MU TOHbAETH S, 2L, EMOHH%
b HFEEE EASRIBRIEA 22 E O BEIWEH OUGEDME & L WigaiE, o EK D 7%
W EERMERD ) 2, EEE 10mg/HE THET 20> MTXEZHZET 5.
TERREIA] & MTX O f 5 RIBR IO TR fSRIE T Twawy, ERL7 1Y
VW GEMERIZERS) % MTX£54%, B o0 AHEMINICBS: L 72 Tidi s
DATTRRERN RN L7210 HNA DB OB S 7 4 ) 7 2 v ® %2 MTX
ARSI 24 ~ A8 W[ & 1 THe G- 94U, BRI RE AEII RV EE L
5%, 7407 IVOIC X DEWEISSEL T, BRZIRNET L 723
B, EBREWRTE L, 2O, 74V 7SV EERRL T AL,
1 mg HALTHfIT 2 12 (£6).
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