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7 ketorolac = A /L &H| 4| 8 &% > Tk "G EE A
Metronidazole 2 # # nitroimidazole #f = » # &% > Tk & &
i 4

tolperisone = 4 % 5% > F MR ‘& £

ascorbic acid ¥ & = &3 4R F 2% > TR G AW
methotrexate = 4 £ 5% > T b & 4 £

7 daptomycin = A & 5.% > TR ‘& EE £

> £ 1% 2 fluoroquinolone # quinolone #g#id % # F% > F
MR AT A

> oy Wy

2R FEFRESES (114 £137)
BABATEA L

7% /i % . Ozanimod (Zeposia®)
7% /j % Pertuzumab and Trastuzumab (Phesgo®)
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FREAAMSLTR 142 137)
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~2 P iy

1140114 7 ketorolac = & 3 S+ H| 4| % > Fh ' AW £

1140120  Metronidazole # H i nitroimidazole #f = 4~ % 5% > T b "4 %

1140205 7 tolperisone = A & 5% > Tk & A &

1140205 7 ascorbic acid ¥ = = 2 1 SR HF BX 2T AR G AU £

1140306 7 methotrexate = 4 % 5% > FA b ' A &

1140326 7 daptomycin = 4~ #F 5% > TR G £

1140326 > ¥ M 5% 2 fluoroquinolone % quinolone i % #F &% > FT b "G LW £

% ketorolac & A ;x &¢H| 7| & 5% 2 TR AT £

I &

— N

PRESHF LE RBUEFY SHEER R T Z ketorolac = 4 i S ) & BE R fﬂa,;,
(syncope ) ~ AT R EFE 2 2 F BHEIF X B o

. 2R ZEH 3 2 F RBUIFY SFFJES 2@ * Ketorolac = 4 3 843|4] # 5.5 4 "‘\fjt‘
WAt ik > H 3 ERA= 2B E 2 LF B IF APRE T B R * TS R T
PR s - bR 2 AR B g AR E A F R T RE S TR L
A A 2 3R R B o

2. 3B ketorolac ;X 4| FE 2 oA ok s (e (=5 %) R ¥ g fRE S
PR A2 ? EREMRAR WA R* I G o Ketorolac 3 7 % 3Hi34g s ¥
LAY ¥ ¥ 120 ML = ’ﬂ)@ﬁ_‘lfﬁ_;ll%[’i:,& * o e E B RS
o

3NSAIDs # 5§ #4842 Jef v R R 2% > ¢4l fod boo 2
TRARAS LR GTAEL AR EROY T R BROEE G

h'e g~ o087 Tk B 0% MEap £ k2 {8 14 X p £ % Ketorolac o

g

™ \-\3‘3 Wi

e

© PR R RLREA

1. 7 ketorolac = & i 84 A # 22 f pup s T (=5 ) B * W EREE 0 IR
IS PEREMRF W F R AL > Ketorolac A W F ANITE > ¥ oA
BT A ALAPREAER o

e

2. B ¥ BRIERD|FE i@ * 7 ketorolac = 4 i bHE| A 2 5 %‘\}% CiEATH R S B
T2 AR B2 AFEN AT ERS 2500 ¥ FR2AFEHEET ¢ IR

Fzom Ao 5 0 E PURE R enié A e

3.3 % & * 7 ketorolac = A j 54| 7| ¥ 5pF 0 G 4 EfHp A3 3 2F %
40X R ERKAE o VHop A N AME DAY RI Y 30 448 -

4. B NSAIDs 23 b3 7)) 2 2 pF & A IE TG % Bh G20 % o
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Metronidazole 2  # nitroimidazole $f = & ¥ X% > TR G EH £

BE

- ~113/12/23 33 L %5 % ¢ 12k (Swissmedic ) 3 # 3% -‘;5:)%‘ AR AR S ”QJLF” metronidazole

% H ¥ nitroimidazoles #»;T%‘v A B LG H g e T g iz (Cockayne
syndrome ) 5 4 > FI¥ av § A 24 BrE A PN E TR o
1. 7 reF) S i % a—ﬁ SR F LG MR E BB om0 L RopHks ) 5w
G4 EBE SR RE A IEHE SR FRE -
2. G F R IR SRR o A li_:,%% 2 ¥ M metronidazole ;¢ {8 % 4 B+
/& r+ R BR L foz ﬁ% IS R o KaGH RS P T ;Mp
PoE) K i %*I«‘Iﬁa A ] metromdazole 71 {rﬁ”—i e LR Sl R o I A8 B
E£&i°5$@”$%ﬁﬁ”“%%7’w@“iﬁﬁﬁxﬁm%&ﬂmw’
Wi AAE 4k & metronidazole » i P ATIR L K B AR IF R R RO 4 Gk
A P B e
3. 384 Swissmedic §3FH MG #EIR(S 305 7 I H S F B PR R i3 FHop 4
i * metronidazole /¢ € EREMIFERH @ PR [ﬁﬁﬁﬁ;q& F L P o R "f
¢ § % A £ 0 metronidazole 7 ¥ A id = gt 5E f)ia A g4 BT LR R B
”r’ﬁ A)3] 2. metronidazole % # i nitroimidazoles #f = 4 % &1 * 3t B 5 7 PoF] <

}fEll;: F‘I’J}'Ii»j)L o

\%%& AR ¥ .

Lpwe 5 R yefpizp 4 k=< 2 2 1 metronidazole ip & 4 2 fd *+
AL EWIFRBDR R o o B o FE 2 b EEEFRL Y T F R
FOF] e iE R 4 ® % metronidazole 18 2 FA MR TGS § 1R E 0 AR E LR
2 ERE o

2. # s nitroimidazole #f = 4 % 5. %] H 2 £ metronidazole 4p 02 » J& ¥ R e K

LS R S LI
3. &%k 2 B M o 23R metronidazole fr# i nitroimidazole #f = & % &3t
FECFCR R A BRI R o A B GREE R bR T A ’;“g >

PR BRL S FHERTFAR O LIFPRRR IV PRSARE o F
PR RS SRR LT R E

4 R PR OR R A 2 BB 0 E T B NRE P T NS AN
BRSHY o E TELF R -

# tolperisone = 4 ¥ 5% > FTHA ‘&AL £

I &

- ~FlAF A #ES L AFF tolperisone = A FE R SN R R F VR B2 fRA A E 0 ¥

?"4’*‘)’\’7‘%\,««# B2 2T 2L ESF R AFSR BRI MR R

EORRIR Y AR LG F R o AR U S A B R -

Lok et k0T8T P w8 LA ERLIFZ tolperisone = 4 2 5%
FpR R R R R 2 fRAksE o ¥ 0 @ % 7 tolperisone = A %5 F G 2 2 W
M2 iEacr o B2 S BB BAEMKIY R BREF G A2 A b2
> E AT F i B AT k5. (anaphylactic reactions/shock) i 3F & 6] o

-2
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2. 781 Swissmedic ¥ =% 7 tolperisone = 4 % F.2_ % > M B2 acis > 32024 £ 5

PR S A F R g A A A e TR TR RS B A e

AR BALEAR

AR 7 tolperisone = A B 5if BAp 2375 TR A A BEE § frIk2vusk 4 By A

B EFETR AT B R E R AP LR R Y o

2. Tolperisone + 7 & i¢ * 55 ? B WAL AF2Z 7 LF oo B5CF & & FAUIEMA
KFRELFRE2ENE I (r@atlikn ) Bpkvice 2 oA~ ZFD
Bl o~k F KR s e s B R ﬂuﬂﬁio

3.—‘*']“,{‘-&-5\»—‘5\149* NSAIDs ~ 7 % R-ifac g s @aﬂ“}f‘/ﬁa }‘f']:'r:h*’ﬁffai),g\;
FEAZ AT A G ORF mﬁwﬁ Bkt oo gt vb o @ dedt lidocaine i AT 2 5 4
* tolperisone fi& { *rFIE 0 FI¥ i F LR EBAE ek koo

4. % i * tolperisone 3 # iEACK R A 0 3 W P pE

5. X@pfﬁfﬁa ¢ * tolperisone ¥ it “uEATKF R & i»iftﬁ?_:}ﬁa F NI E R iR
FTRPEETE SIS I T

CFR
1.

P
S
o)

# ascorbicacid ¥ * 2 A1 R YUFLLX 2 TR GAL A

I &

- S 2HEHFF LR RUEFY RER TR T 3 A E ascorbic acid H 3k XL R %"Iﬁa%‘

2 AMT R ED LE BUEFXH o
1. 3}@]%%7 FRBEIFP R IER R * F A E ascorbicacid HRE L %"ff,iﬁ%‘
EMTERB AT 7= 2 JBED LF RUSF o

2. Ascorblc acid i A R ehd ¥ R A S S F AL 0 o R P o RPFER LA SN
* % A £ ¢hascorbic acid € ® FRig pe it o 314z X Befg (cysteine) ~ L F KL E
,}w%ﬁ’lq\ SRR ER T G FREMBARP DT KRR %Xf)%z’?

3. & FAB OFEBATEF R EEF X 2/ T 2E 0 @ * ascorbicacid {2
’? Ei Ep—ﬁ&. %"fﬁaégrmk M F R A A oo “#»Eq‘ims Ji “éﬁfga AAaEREIR Y o

4. A 2 A E ascorbic acid 1T 5 Rap W B4 0 R ~ B FRRE AP B R B2 Foand AR
Z oo EpER R B A E ascorbicacid o 0 BB IEIFTG Y Boh 'k E A E o

S F R R RLAE

I BIP 842 EE 154 % H E shascorbicacid 31 HF AM S RB I RATHEEL B R
L BRTREVAERT RS

25 TRAR ABPTRLHL  ELFE 20T RLLELERDTHE
2% b &R 0 i ascorbic acid R IER B 4 * F ik Ry 0 X E R
R R LR T e %’Lfﬁ AEA LR %]}%% » 3 F 1% % )b ascorbic acid
e e

3. Ascorbic acid 1 % B #f 855 ~ B fR B AR B R PK 2 ook d AFED o 1 A
# 41 E chascorbicacid » R HITH? FL R G R 2LE 0 XA I/ AT AR D
TRTh'YG 0 2T HATHN o
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7 methotrexate % & ¥ %% > TR % EH £

I &

CRREF G OUF B CRERNTH T 2 A (F R RS E NS )

% * 7 methotrexate = 4 # T HR IR M T - F B LARSRABREESFRLE S 2 F

L F X | o

. 2RZESF 7 2 F RBUSFY SHEER T 07 25 4 & * methotrexate a5l >
I ET S FABAABRSABESE A TERS - 2 FBE P LF B

2. % % » AP E methotrexate & A 7.2 % 2% § > T A >k 4 (CrCl o) e

60 mL/min) 5/ % 7 & ¥4 BLF it 4 o 3 ik R H g S (CreD g
e AE

* CrCl1 <10 mL/min : 2 it & % ;

 CrCl110-29 mL/min : # & @# * » 2 @& & FFiE > 2% K 50%HE

* CrCl130-59 mL/min : *% X 50%z_ ;% # & » # 45 HE R

Fl A R LR

I ¥ # i3 22 5 4 @ % methotrexate F¥ » ¥ it ﬂ#“f e %ﬂﬂiﬁ CER
methotrexate 3 H 51 X 344 & R EL KIS S A SR A LA
/SN R i TR “%gaﬂﬁﬁﬁgﬁzﬁﬁ@go

2. € ¥+ ? 2 CrCl<10 mL/min 2 5 4 # 1k # * methotrexate ° — ik it 35 47
BOPEAA T B E RaE *# methotrexate

3. J&w™ methotrexate ** 574 iy 3 22 A P % e 4 2 amw—ﬁ;‘;ﬁ‘—% % |

X RUERRBAOTHR R E BERITY /LR

o

3 daptomycin = &~ #F5% > FAL G HEE £

I &

- SR EH G LE RUAFY CEREHDC|FE R daptomycin F IR F XIUA (R 2 BRE

AR REFEE B e Z TN 22 /L PR * HMG-CoA B i fis v ]3] 2.

:[)ii A o

L P38 5§ 2vu3 fRm2 % 5484 > daptomycin ¥ it g;s:é EHRE L & TR LR LI
N R f"“ﬁx@kﬁ‘&ﬁ# (creatine phosphokinase, CPK)$# 11 @ 2% 24 »vp ]lia
(myopathy)

2. Daptomycin £ [ $& 2 B a3 & (2.2 HMG-CoA i Ja e | ) 47 4 = (4e statin 57
z#pr,),q?r ,?ﬂbixg%‘:»;:éﬂlampi ]}%ég ifﬂ"*iﬁ*}j‘zm}k %o

3. Daptomycin i & 5 d %"W;{s{;}éuf ) H 4_«55@»': B 2p AT A AE LR LR
Reehh o w13 4§ i daptomycein # * AE =T

4 BN © BE#bE R T daptomycin ERF RIUR RE 2 BRE A 2R Rl ;7;%
bloHP e g BHE A 2E/RED R HMG-CoA B R sl H 2 i £ o Jp 4
* daptomycin ;5% P B & % 5B CPK B 2 »up }"i—‘,fig JEA T F R daptomycm
R0 B A7 55 7 HMG-CoA B R psfrifl il » 45 « 7 45 % HMG-CoA B
fis gr ’g\"JE\‘,E" TrHat > PIRIAEF TR CPK BT o
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—\%%Aﬁ@&%iﬁi

1. #& * daptomycin ;¢ % # B & * HMG-CoA B i s Fr4 3 ¥ & 3 4o 3 2 X993 2
TEEOR MG o TR o R B R A 2wk BB MR @ F daptomycin P B ALE F
s e HMG-CoA B J fis | A -

2. g5+ i * daptomycin iRy 87 B+ ¥ R CPK B3 &R ELF 3 4 v vp 5
yerep R ok b (B u A g ig)‘ﬁwmfﬁ%o%%iﬁﬁﬁﬁﬁﬂ
g & HMG-CoA B R psrip|#2 g5 4 2 #& % daptomycin /e B ¥ ¥ CPK &
P’sz B LR E R -

3.5 5 A 22 A 3R ¥ daptomycin R RREEETHAAER T AT
B % - X LB TRTHa 2 CPKE -

4. % 4 & * daptomycin # ¥ J 3R 0 R e Rk B CPK B4 % (4
WSRBEFEL )2 H A gk CPK B4 Z (S 1082 B
) R i® b %5 daptomycin °

5. 4 Avfp A i€ * daptomycin ¥ i i A o0l ROVE R R 0 T RALRE 4 F IRAP
WA fop sk pF o F 2 W ERF R

2 L 2i¥* 2 fluoroquinolone 2 quinolone i % F 5% 2 F AR ‘G T %

FE

- ~ F]> £ 8% 2 fluoroquinolone 2 quinolone #f+i4 % # F-° 7wl 3 R4 i 2 A

BEHHATTEERED LF b e TRBFE B MG CHHIRET R
DA AR SR BEN M TR TR ¢ RS 7R 0 R
V2 ERGE . TEREF CTEFIALTR 2 T A e

1. F] > £ M4 %% 2_ fluoroquinolone % quinolone #f4i4 % & %2 4 it 2 A £ 'I“J‘
AVHAKET L RBh G VA RIS A Z R T RO,

S AR A S A FAATE p b reEE A ’i&ﬁif"%ﬁ AR E R W'\‘/LT&E’:
£ M4 iT % 2_ fluoroquinolone % /2% quinolone #fFu2 # % 5.2 9yt ~ vusEgT Al
Fomivm 4 B R ARA GG MG YRR Dk T AR A A 4
M2 2r BER'YG > 30100 F 3% 108 # L8 02 B35 205 % (¢ % 4phf 2 b 'k
gﬁﬁﬁ’égﬂéﬁﬁﬁﬁ§g~§giggimﬁvﬂo

2.8 108 & P H B2 R E A AT 0 BB ESEE S AR
T FEE > ERAFFERP ),?L& BIp @A SEEEERE YR
M4 1% * 2_ fluoroquinolone % quinolone #f4w? % & F 3R Lyp 2 ok & & % §k
e T A R RLIRG2EESEERY AN EBEITEKED LF R
Z b RRIFPG T E 2 W R G A 2B R RIS

‘§%Aﬁ@i%iﬁ:

1. > ¥ 18 % 2 fluoroquinolone % quinolone #g+e? % #F 5 * *in kL § ¢ &
EREN AP ep g e R RER A2 EBA T U BRY
HEBBILRERFR Y o

2. 2 ¥} i¥* 2_ fluoroquinolone # quinolone #f % %% 3 ¥ R4 i 2 B AL P2~
FPEHBER VR ok g AR HE R R R A G A ZE T Mk

‘\
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JEA AT URE Y UREET R s g RO s el 4 S BEEORF o M OS RN S B A
.m‘f,;aéz CRORRA G R SR MR~ B ORRR &/ pPERIRR B8~ B AP

AREE AR A E T BFUFAAMER 0 B2 *ﬂﬁf%%“°

W i > T % 2 fluoroquinolone % quinolone #f % &3t ¢ % gt 2 #F & 5
RELRET AF Y
> £ i¥* 2 fluoroquinolone % quinolone #f % & B dL &7 4 WA FE & & & * >
FIF fe G T2 e o T EEA C ERRARAYEFETHEL TS H
AWMGTABRGEF > ROV 2HESTFFIET A ERCEER S
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F$ e FrREsB e (114.# 0103 1)

R~ AR~ HM A SIE(RPFRR)

SN gt R i

Naltrexone 50mg & # & # & [Notholic F.C. tab]

1 |Naltrexone 50mg Destoxican® Tab PP ELEARUEREY CFPREAS
[ Destoxican] # % o

R WER - EHPF  REEB g K F
2 |Pioglitazone 15mg Actos® Tab ’ N N ¥ o

e R ~A T EZE LR -

Terazosin 10mg & & & A & [Hytrintab] & 1+ i&
3 |Terazosin 2mg Telowsin® Tab v L AR SRR T R RAS

[ Telowsin tab] % o

Famotidine 20mg/2ml §#% § #cr4 & 5f /4 & F- 15 2

4 |Famotidine 20mg/2ml |Famoster® Inj. .
# & [Famoster inj.] & &
Lactated Ringer Soln # & & # & [Lactated
ringer'sinj.] & p 7 48 4 FHF R R A S
5 |LR soln Hartmann's® Inj.

[ Hartmann's Inj.] 7 o

DNERGEMLE -

LA R AR

6 | Somatropin 10mg/1.5ml

Norditropin FlexPro ®

Somatropin [ Norditropin FlexPro 10mg/1.5ml]) %

Inj RER SCRPRLES A2 &EL -
Carbamazepine 200mg C.R [ Tegretol C.R. 200mg]
) ) ® A& - #4 ¢ 43%:¢ ) Carbamazepine 200mg
7 | Carbamazepine 200mg | Carpine “Tab. . o .
[Carpine Tab.] &t « #md odpk ~ 2 M2

£ o

Maxitrol sterile oph Maxitrol®sterile oph

oint(ig *) oint(4f =)

[ Tobradex] (Tobramycin 3mg/g + Dexamethasone
Img/g, 3.5g/tube) &1k T o FE € AR R
ol A~ Ap B2 iEH F 5 SM04 [ Maxitrol
sterile oph oint] (Polymyxin B 6000 IU/g +
Neomycin 3500 [U/g + Dexamethasone 1mg/g,

3.5g/tube)B~ % o

9 |Granisetron 3mg/3ml | Grantron® Inj

Granisetron 3mg/3ml i #& & # 5 [ Grantron
3mg/3mlinj)] 4 f > B € AR S A HE A
I R A & [Kytril 3mg/3mlinj) 47 o e fk4p &

B

10 |Lidocaine 20 mg/g 30g |Lido® Jelly 2%

Lidocaine jelly 30g /& i & & &5 [Xylocaine jelly
30g] 4 %‘w ) B4 g;‘i—éi,l‘l o AR 3 R A
% [Lido jelly 30g] #7 < -
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L= ¥ B wm
Diphenhydramine 30mg/1ml A & & £ &
Diphenhydramine . . | [Diphenhydramine inj (& ~)] 4 | » £4£ ¢ 4%
11 Diphenhydramine® Inj i . .
30mg/ml M s A At s 3 F B A & [ Diphenhydramine inj
(536)] 4 -
. Butylscopolamine 10 mg tab & & # & [ Buscopan
Butylscopolamine ) o N ‘ i
12 10 Linton® F.C. Tab 10mg) 2 » F4 ¢ Ak = 2R 3 FR
m
s # & [Linton F.C. Tab 10mg] & *
Dextrose2.59%/NaCl 0.459% i & i A & [2.5%
3 Dextrose2.5%/NaCl Dext-Saline® Inj. Dextrose in 0.45% Saline] (33 %) =5 7 48> 4 b
0.459% 500ml 2.5:0.45 BRERLE R~ AR 2 5 [Dext-Saline
inj. 2.5:0.45] (K %) & -
0.45% NaCl 500ml /& & f A & [0.459% Sodium
o _|chloride 500ml] (33 %) & § 7 48 > 4% b 8 B #-u
14 ]0.45% NaCl 500ml Saline® inj. 0.45% Inj

? R~ B 2t A2 5 [Saline inj. 0.45%]) (8%
) ke
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EAR

% 4 M 1Y (Multiple Sclerosis, MS)
B A R LA EH R ORARE L
R Tt e
T Zkﬁﬁﬂim—ﬁ*¢ﬁ
JEAR © ’#TEL-&;FL EEIR S ‘%Mé +x‘
A AR~ ”"i”ﬂéfr”%iﬁﬁ it J"2 WAORF AL D
'1;‘}'\‘%},?‘-"& SR EE 12,

5B M L g p o m@),%)ﬁr Fa A F
e d s - AR AL RORE
PR A B RIS L A
(Demyelination) ~ #¢ % #h % 4 % (Neuroaxonal
damage)frffd S B3 4 (Gliosis > e A ) o
L5 pWFRBRMEDOT oo i » %7 _E'_%J%‘«
¥ 3 4 > %% 3| sphingosine-1-phosphate(S1P)
SELUP S ERCRANF SHICHNE . Sty s ¥ SO Y-S
Fit (Blood-brain barrier, BBB) ik & £ f 3+
f# (Matrix metalloproteinases, MMP) - T ‘w7 i&
P FRA S RSB E B UFE R REE e
P2 fo e B} o e A & sa sl (Plaques) 0 i = BT
e & AR % 0%z (Oligodendrocytes)4f 5 - #/
SRR IR LI G € T B L
HBE X P F R FOEE > TR A o
Fe®EF o 4 B2 RAEIHFTEoR
#E I’;_ 1,2

A2 B e RRATIEZ R P PA
iv & # 5 : Ozanimod (Zeposia®)$#_i% 4753 % -

Zeposia® 5 T PRA ¥R & o 51 092

% 7. ozanimod(#8 % ** | % % ozanimod HCI) -
DX TR B PR R FIE (Y N

ragfi!}z‘fl«‘ﬁ_’%é}]\ ﬁgﬁ"]ﬁ;i} e 3 Jéié‘?‘/a\_’/%o
Vi‘ﬁ;?}g‘ﬁvﬁgi ¢ AEP R ?Wfr’ﬁéi P
SRR E W ErT 28 TOZA 3

b2l
_
"-\\}

B4 #1 11402 (88)

Ozanimod (Zeposia®)

FEFR ERP TR

FAAfINe R EPHF PR F A
ozanimod i g & ¢ B AR FEFEA 5 F
1AL 1z (relapsing-remitting multiple sclerosis,
RRMS) ;5 34 o

e B

Ozanimod(Zeposia®) & i} 4 f% 1-#4ps @
< %8 (sphingosine-1-phosphate receptor, SIPR)
# & & - ¥ ¥ gphingosine-1-phosphate
receptor-1 (S1PR){= sphingosine-1-phosphate
receptor-5 (SIPRs)™ )= B H & 4 B & FH/H
BAK MR YR TR H - iR
(Clinically isolated syndrome, CIS) ~ 4k % % f%
4] (Relapsing-remitting MS, RRMS) 14 % =t 2
e B Al % 4 M i g (Secondary-progressive
multiple sclerosis, SPMS) - Sphingosine-1-
phosphate receptor(S1P)4# sphingosine kinase 1
B2 ERRLTY 0 Bl IR~ & RG s MRACPRBE
AR BRI B LR  wF
TR A foph L mre g T B R -
Ozanimod ¥t % 3 M A 1 g cof so s A
¢ 22 %3E 3 & SIPR| fr S1PRs fE %7
) P
HEE R G H

I e ¥ g

R b AR

Ozanimod £ | & % &k B (Cnax) FPF &
(Tmax)w‘J - 6._1. 8 J E& ﬁ;ﬁz”ﬁg\:“ﬁ%& PF»’*



sk

"fa"? 7 B2 5 ozanimod v H & 1 R BE v TR
B o mmmm LB 7 K Pys2C8 (CYP2CS)
R SR CYP3A4 R3o 4 B 24 (2
éi#ﬂ(ﬁr(:C112273 e CC1084037) 11 2 = &
&R A f (4 RP101988 ~ RP101075 Fr
RP112509) > ¥+ S1P1 % S1Ps 5 4p e chid |2
ZEEM AN 0K 94% G R Vﬁiﬁ,‘&
TR EPF EEE K ozanimod (6%) -
CC112273 (73%) %2 CC1084037 (15%)>?

Ozanimod #w 47 ehL % (tip)L32E
K521 AR SR DB A R
ARERN > CCL112273 2 H & Fig 4 & ’&Tﬁ e
CC1084037 ehj »xX £ H (ip) T HEH 5 11
% o v PR H H2x iR ozanimod {8 0 K3

26% e BHE AR R R D 0 37% F K
DR AL AR R o T A >
ozanimod & CCl112273 e & 4 13 T
R E RO d 3 ozanimod i d PRite £

/trﬂ;_;&'/’_* F'***f‘%?'ﬁsbzi’m%ﬂ
35,

~HEZ B

Ozanimod & * 70 7 % 7 i& {74 & L3 >
Ao B E % 1 F4XEp - 023 %5 >
55072 EHp-FK046F5.; % 842k
FEP- U 092 F5. o REBRBE
TRER A ZERY o

B 4o PR % ozanimod o f w0 i E w1 T IR
poi:

L= B2 poxn 33 8(CBC) ¢ 45
s

2. B8 N EFR M S B & 35 ALT
AST - bilirubin o

3. BT ()i 7 3 BI(ECG) & -
FERRAE 3 ARG HBER A ()
P A AR R TR P
& % % 8 ¥ eh% 50 (3)Ozanimod 2 *
Kk SR SRy B
Al g “‘ B~ BTPE M AR o
(TIA) ~ F Bfeipf it 3 2%
B VIV s 5 R B2 4 5 (4)
&3 X% (Mobitz) % 1T 3]z &=

2 (AV) BHEEF - S RRH%

’

-10-

W% %3t 11402 (88)
EIEFHAT S Fﬂ‘}%if}rﬁ A 7R AL R
ozanimod > % R KECERS
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@ JEIRILT S P A e F R R R U2
AEEFTLRP AN BEFRREDET R
ozanimod ¥ ic ¥75¥2:E & § E o o AP
#E“,éf ozanimod )% & 3 B ? > 5 A ¥ ?
M a R PR E BT 3BIQN ZTR
® %G oA gz 20

P iy # ozanimod H_F ¢ £~ A FEyLt
Faeef # FL B QPR R FL e P B
ARM TR i e R At 5 2k
E ARk o2 HR IV g S
7 niEH 2o

N~ TRk eR

LAY EE A X e: SUE AR
rfE AR Rk E - gz ¥E (Clinically
isolated syndrome, CIS) -~ 42 % ¥ & 7|
(Relapsing-remitting multiple sclerosis, RRMS)
4 % i& B 7] (Secondary progressive multiple
sclerosis, SPMS) f= & % & E 3] (Primary
progressive multiple sclerosis, PPMS) ° §&/ ¥
- i 7 ¥ (Clinically isolated syndrome, CIS):r
TELY A S LAY - O 4 R sk
EAR 2P E SR EDERE - R
¥ f% 4] (Relapsing-remitting MS, RRMS) &_%
FMHA L EERE LA, e E A it
B g3 o~ 5 iR # ¥ %3] (Relapsing-
remitting MS, RRMS) & —‘ﬁ € 5~ e E A
(Secondary progressive multiple sclerosis,
SPMS)» ik #F F B it o R M2 B3] 5 # 1
A it (PPMS) e & 25 B Tk E
o e AR e

~

P 33 MA M EayLk AL RA SN

% 2 & 1242 % (Acute relapse) ~ 7t % i A2 E
#p 7 (Disease-modifying therapies, DMTs){r
MR o H P o DMTs P 5 #F £ 808 {eib
ESIRUE € AN UL o - P R B+
¥ f27) 5 % M4 iz (Relapsing-remitting MS,
RRMS):# = e ¢ 2018 & it % 48 a1t
ek &3 % B € (European Committee for
Treatment and Research in Multiple Sclerosis,
ECTRIMS) 4w # R # & %5 g ¢ (American
Academy of Neurology, AAN) » 323 x40 3% ¥
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f23] % % A i (Relapsing-remitting MS,
RRMS) 5 4 oz & & 17 DMTs ipfr o B %
DMTs i B ¢ * 15 4 5 = #7 : self-injected »
¢ 7 interferon B-la(4- Rebif®) ~ interferonf-1b
peginterferonp-la(4c Plegridy®) 4 glatiramer
acetate ; intravenous (IV) 2 /& » & 3
alemtuzumab - natalizumab - mitoxantrone ~
ocrelizumab = daclizumab; 12 2 ¢ JR DMTs>
¢ % dimethyl fumarate( 4= Tecfidera®) -
fingolimod - siponimod -~ teriflunomide Fr
cladribine(4- Mavenclad®)? -

Ozanimod ** 2020 & 3 * 4 % & FDA %
AN KRR AR FEA A g @
Z % & H - Jg i ¥ (Clinically isolated
syndrome, CIS) ~ 4f % *¥ f% 4| (Relapsing-
remitting MS, RRMS) 1?2 2 =z 3 & B 4] 7 3 |+
A v sz (Secondary-progressive multiple
sclerosis, SPMS)’ ¥_p % % F FDA # 8 ciwit
- * % & A FlH& P2 7 & L% sphingosine-
1-phosphate receptor (SIPR) & & - f= * > &
Mo A% & g 4 B ¢ (Committee for
Medicinal Products for Human Use, CHMP) £
RBP4 E #-ozanimod * AYin R B AR
f24) 5 3 A g E R * 78 o

1 ~®hFg

SUNBEAM # - 5~ 5 ~ B m -
FERE 3 PRk o LR F 5 1855 fuih
mE ¥ A f g H A - (Relapsing-
remitting MS, RRMS) - EDSS (Expanded
disability status scale) =4 % 0.0~5.0° * &i%
w12 BRG] AR N 24 B
pPEbF Ol A EEES 12 B3
3 1 4 3 % J5 % (Gadolinium-enhancing
lesions) » % 1346 % - i&%}.@‘gll 1:1:1 et
PIMES A AR 3 X ERXI V12 B Hup
Fr o W& F P rPR- = ozanimod 1.0 mg(447
LYA 0.5 me@dSl A ) o A E IFAUR L e
interferon B-1a 30ug(448 * ) i & J »dp 4
e f B B enE 4R % % (Annualised relapse rate,
ARR)> & * ozanimod 1.0 mg 7 ARR % 0.18~
ozanimod 0.5mg % 0.24 > @ & * interferon -
1a30 ug 7 ARR 5 0.35 ¢ % i fo chpic &

’



DEEF A FRME 4p Lo ozanimod 1.0 mg
23 13 £ (2.9%) ~ ozanimod 0.5 mg =3
16(3.5%) » interferon B-la 30 ug 23 11 *
(2.5%)° -

Y- LR ey 3 PRERR
B % » RADIANCE - = g8 if * ~ o
foi & Fredp ik % &2 SUNBEAM 4p e > fe &
FEmEs 24 B2 o RFRAEKS 1346
A ﬁ%—?}_ﬁ"ﬁ N 0 B = s DA T ol - A
ozanimod 1.0 mg 5 433 % - ozanimod 0.5 mg
% 439 A > & interferon B-1a30 pg 5 441 % o
B24 0 7 R & * ozanimod 1.0 mg
7 ARR % 0.17 ~ ozanimod 0.5mg % 0.22> @
¢ * interferon B-1a30 ug 7 ARR % 0.28 - ;5
K ¥ 4 3 2k i (Treatment-emergent
adverse events, TEAE)4 %] % ! ozanimod 1.0
mg 2 74.7% > ozanimod 0.5 mg & 74.3% > §v
% * interferon B-1a 30 pug = 83.0%!° -

& SUNBEAM 4r RADIANCE # 7 2%
oo R Y AP ApERT R * interferon B-la o
i * ozanimod ;5 fR A ¥ 2] 5 F MM g
(Relapsing-remitting MS, RRMS) » 4 3 & & ¥

1 fg, 910 .

- 7 B % ;Y @ ® & 3 (Open-label
extension study)DAYBREAK > ** 2015 & 10
516 P Bds o A frengob p P E_ 2021 & 2
2 P o fdkE 2494 == & ozanimod ¥ —
T = WA Rk RF E R 5B P LR
(Relapsing-remitting MS, RRMS) 5 + © % 38
** DAYBREAK # L 35 * ozanimod &
B % 46.8 " (SD11.9; range 0.033-62.7) ; j_
% - Pz P9k Rk B4 B 7] DAYBREAK
o }%ééﬁii'af% *  ozanimod =HpF R L
60.7 I * (SD16.5) » & i * pFRF 5 98.8
# 1 o & DAYBREAK # 7 ¥ & - 3
2143(85.9%) iz 4 MIMI - kY F
4 7 2 F )& (Treatment-emergent adverse
events, TEAE) > = J #icf R &7 B » k&
TEAE 45X A ik )b ;5 1 TEAE# 4 &
A ul G 11.9%(298 A )4e 3.0%(75 A ) &% A
1 TEAE &_# *F]:¢ (19.6%) ~ 28 7 (15.8%)Fc
rEE R A (11.1%) o B L ¥ 3 4 3tef iy
frid g 5 PSR R eE 4 F L 5.6% 5 5
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Ak e FFEMEA M REZ CIR
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ERB?) Ozanimod Dimethyl fumarate Cladribine
BEE Zeposia Tecfidera Mavenclad
7z /%3] 0.92 mg/% % 240 mg/¥% % 10 mg/4z 7|
@ TR
£ &S 175 mgkg - X BAE o FX
A4 8 Ao A FARE HE 2 BiohiE o - BAF- B
% 1-4 = 023 mg Ap-% %57 =(120mgFp Ao B - BAHEISRE PSS B
MR/ kg |0AOMEE P - = e I sklh A B EBIHELH 4R S E
MR EPES o s a R 7R RH AT 240mg EopA e LE B E R HopAE 10 mg & 20

P 8XRE42092mgH p— = o
e BEAE B IR -

T AR5 IR -
ot & 4o AR -

mg °
e KA A PR o
JRY R X G P P

Koo
=

BE ¥ A S 3 A (Relapsing-

iz o 45 %% A 7);“'_;_'_ L = [Nt > B
TR ‘Jf"ii =AGRE R S F A R remitting multiple sclerosis * RRMS)13 #& f iij ?Efﬁg;,i(ﬁ%}%— PEE
) 2% P EE A AL * f=AREF)
vy 21 P I/V—IOno‘/methyl fumarate® e ZE L F H (% 1 =
ECAUIN S I N O 2=
FAREr PRRHEES PSR A R | P IR R~ R R AT IR R
én#nﬁﬂ Barjimdle AR
pa)  [TEEEREEI ARG R4 r+ i AR L B LR Sty L S
B B3PI TREE o FRLZGRT PR AT N FRFS o
;H??g’u;‘i&‘ﬁrﬁ’ﬂl?fﬂ °
B oAb & # F % cladribine £ F § 4~ e 3 #
| a LTS TEERETY P
e 5 Infant risk cannot be ruled out. ,g Ftin B E LI Bt A 1 A
,l uﬁ'qb °
{t&f‘r”‘f} WA R A EY e &s””’r

2R & ¢ & i 7 3 (Child-Pugh A #
B)rm,aa R R RS

4 e ‘f cladribine (7 & & AR %
Z:“‘W’J"lﬁd’”‘ s F‘—}'x;_ﬂ_ XL‘E;;;‘

B ERMEF - P v R 0.92mg e A £ H T #9723 2o 4 o dimethyl[# & & £ R i 3 295 4 (Child-Pugh
SE/P R 2 ¥ AL RHN D 2%~ (Child-Pugh|fumarate ;ﬂgﬁpgb- A Tek BRE 22> 6)@ * o
C) &7 FIN A2 REARYH W2 |FT T2 ZEAEHE o,r%i}ig"ﬁ ALFTHNI 2B ATFY EAT
RAHE AR o FRFH NG 2 AR ol s e | # 7 i’“-ﬁfs‘(CLCR—6OmL/mm)’Z~*
Tt 3 > ¥ ozanimod hE 6 4 B EAEHE P RMERTHRA 2R
23 TR ER PP AoHE MR Ay & AR Fpt B
F TG A .
55 fare b o A ¢ % dimethyl fumarate 0
kLT FAS A K65
X & ;%E;EIJ%R%A{? R R TR gz”%%{’%A P RFFLTL AR T Pod EFTY R .
LE R o REFEERERAIR o AN EFFER '
AL E S BB/ X EA T
EREHE
FAE A3 i b E g A DRI AP
o
a3 BRI ARM TR AR X 2R (%3010 3 12 R2E ehdidp g ' m2 B R R .
P o #Sa B A R uEiR o '
2510 feniad B b p oS mAp M o
47‘; s RiE S F 2o sl e o
#FY hiEG B 25°C 1T o W R A8 30°C ¢ B30 25°CT 0 Rdne Kp oo i

WAE AT f Ok

i i

864 ~ o & pFAH — F o

454 =

65181 ~ o VL H B £ o

a. Infant risk cannot be ruled out (Micromedex Lactation Ratings):Available evidence and/or expert consensus is inconclusive
or is inadequate for determining infant risk when used during breastfeeding. Weigh the potential benefits of drug treatment
against potential risks before prescribing this drug during breastfeeding.

b. Dimethyl fumarate T R % {8 » i&

N2 TR bRk Bk iR KR S T

£13 & % 31 monomethyl

fumarate > i& B S B 2 F B4 o v RE B Tecfiderats » w 3 ¢ &2 T & dimethyl fumarate « F]#* » #73 £ dimethyl

fumarate4p i e de 6 4 £ L 45 5 2 7t R E o ch monomethyl fumarate«% B okie

BT o
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#7% /i &= : Pertuzumab and Trastuzumab (Phesgo®)
B35 e F e FAP 078/ &% R

(Early Breast Cancer, EBC)£? it £ ;55 # 4 &
P AR EI S e, P00 (DIBHSR L S HER2
% 4 rgdé_“] A 45-69 }g:ﬁg% y & 14;3} ’, Moo B RELEp s B XA & B FURCERE E T
Bt 188-104 4 1o fsin ¢ %iﬁ‘f*”“ff ‘ S Zem SAT B e
G ESLE AR SEE AP I SR S R PRRFIR RS Lo JA - (D i
o S s U v HER2 BT B R AER KLY
CEREE ST T R PR I N x ' == F RIS
o am oL - . o B3 Bpom A o 3 A M 5 B (Metastatic Breast
GEINEE T X IEY R IR SLE TR ) I "
. s by am o ae e Cancer, MBC)#? docetaxel & * »% 055 #& 43 {5
A K ¢ FFfE R X % 4 (Estrogen 2 ¥ ri 3 HERD & - ;
o SV =1 K ok 2
Receptor-positive, ER+) {r  Progesterone X A '7;}:‘%7* i ; F Rrit v~ HER2 Pr
Receptor-positive, PR+)~ % = 4] & £ ]+ 4 £ P L R ’
% %8 1% }+ (Human Epidermal Growth Factor
Receptor 2 -positive, HER2+)~ = £ {4 (ER->PR-» & > 1% P
HER2-) -

z"w

Pertuzumab T i A AR A
F)F % = 4045 % M(HER2) dov FF ehimee o =
Foie# é’vi’\‘(—& ¥ 3 1) &/ fe%F HER2 ﬂfr’ﬁ
s A ggd A2 & F]F E L MHER) 7% = A

rY B ATRRTII B2 GEF T 2 A
34 TS5 2 K £ R0 B (HER2H) 2 5 0o B
Z 5.  Phesgo® - # #-3 4 anti-HER2 H $kin
1] ;E’ ’ ':57 P pb A’E
# pertuzumab 52 trastuzumab - 52 i £ 7 3 (¢ 4= EGFR ~ HER3 * HER®)chfic 4 i i3 2|

Frpéfi® hyaluronidase *#. & =¥ E 4 T 1 o,
FRpaps by - AT 2 BRI TE % o F]pt o pertuzumab i i 5

%+ ( subcutaneous, SC) e | 2 o o . L
f - SC) A B R UL @B § A

‘ B (Mitogen-activated protein, MAP) i fis £7 £

Z B fii 9% 3 jcfi (phosphoinositide 3-kinase, PI3K)
Pl Ao 3 e ) L g2

& P2 e Phesgo® £ 1 A A& A A ¢ (1)

v 22 q’_ [ { ”
Phesgo® Solution for Subcutaneous Injection Trastuzumab 7% * #2655 HER 3-8 |

1200/600 mg > 15mL 7% i% 2 ¥ & ¥ 7 } amte sl 2 RITE RE(T TS V)2 M0
1,200 mg pertuzumab ~ 600 mg trastuzumab ¥ B % 3 HER2 eh % §g 4 mie @ | 2L A2 4l
30,000 ¥ = 3t A fit f5  (hyaluronidase);(2) @ 4f ~ HER2 471 2 o ’-’é’i‘é% 3 # PI3K 7.5 8
Phesgo® Solution for Subcutaneous Injection B e @ LR FLPs hyaluronidase ® A3 5
600/600 mg 10 mL i3 i 2= ¥ & 5% > 7 } § 3 4c trastuzumab % 538 > 2 L TR
600 mg pertuzumab ~ 600 mg trastuzumab £? feg 2

20,000 ¥ > hyaluronidase - ¥ ¥ %f 5 F
LA TaMA BRI EFING 2 I N EHRAF

$ ARSI AT

Phesgo® & T % % 2_ {4 » pertuzumab %

ERREY. S trastuzumab 24 R+ F o w5 T1%77%>
EFHAGG 24X 22 X LT HEL Y
Phesgo® #HAm #% chif ol » ¢ 455 0 = T 55 k& (Cmax) 4 B 130§ 541
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it Perjeta® (pertuzumab) fr  Herceptin®
(trastuzumab) » & & R T & fF(AUC) T »“ 2%
JUpE (25 1 80 &)~ 4 B(E AT )
25 5 2 (2 Cockeroft-Gault 2] 7 2_ 3w+
i iVT‘ % 30mL/min & { ) & ABER
pertuzumab £ trastuzumab & = & 4 F 5 T2
o B ER LR AN D
pertuzumab ¥ trastuzumab 2_ Z 3= §5 4 5 chF’
%'?1,_37, il 23,

A RE R R

Phesgo® [ERP, );L L N S N S T
FrEF %o B qe 4B E 5 11,200 ® 5. pertuzumabs
600 % 5 trastuzumab £ 30,000 H gt fk ik e
(hyaluronidase) > 12 %] 8 & 48 5 T ¥ 37 o AIF
A E 5 1600 £ 5. pertuzumab ~ 600 % s
trastuzumab £7 20,000 ¥ =gt R fepF > & 3 &
IPEGINIAY - F- S el

P PR L Perjeta®{c Herceptin®
%%%@ ﬂﬁﬁimm@®oﬁﬁ%ﬁ%

SR - AR R Perjeta® fr
Herceptin®; & m.[}is S 11«'@%? 6N ¥ Y
# % Phesgo® 600mg pertuzumab/600 mg
trastuzumab 1% 5 AIEFHE 0 U X B HEF 3%
- XEE(Q)p - AEREFEL PerJeta
e Herceptin®i s e 4 (A28 6 1 15 &
% % Phesgo® 4= 4> & € 1,200 mg
pertuzumab/600 mg trastuzumab - #X {4 15 5 12
% 3 i¥- =t %+ 600 mg pertuzumab/600 mg
trastuzumab?

Perjeta® & # o fraz 3k 5 ¢ (1) §Y 0 s
R R ek AR BT RISRORARY & 3
wit—- o AE 33 6 BFEQ) FFpaT
AR B 3R - doaE L |k
o (B 5 Blﬁiﬂ)*“w’%ﬁfﬁ £3
Ea ARD- RN e W NE E R ERIE)
A5 H(MBC) & %5 47 E FIA R # &
Mk B A S o kg K Gk 2

L LT

W% % 2% 37 Phesgo®¥ iy # 3% 75 524F
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Herceptin® ¥ 3142 % -k i > 11 2 £ 5 % 5
WA A D %'@"ﬂ#ﬂfr’? 4 8g5 = hE KR
S i3 o & Phesgo®z #4024 s REE Y o g
Veilg AR A 2 X RiE D RS ﬂ%"iﬁ’i‘ BE e
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