2T : BFE (RIREE : (RIGE #ITHREE - BB IIERREEER]
& 55: (04) 36060666-4029 {HE : (04) 25362258
& 2026 F 0685 [ZEHT]) &

B
N\
i

BRan E R BRIV IETE .o, p.02
E2aEaiE : SGLT2 MIHIBEITIEEREREERETNAE ... p.07
R RE RGN ABRIREERE) ..o p.12
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g2HRAE (Dry Eye Disease, DED) BffRExERENREXRRS— » EERTERSHIAFIK
B ENZERTHERNAMBMER 1 BENNTI5% 2 50% ZE ToliEEE L asR"
. BB IFZEISEHLLE « 3C ERRIFBER « ZIRRIEE RS IRERE AL
NERBRFE LZRIECHSRRPIZEZN SRR — - BEIERBIREIZE IRV -
YRR REBEAR ~ ROKEBRES SRS » MEFERE - EFETFNE » HZHEERE
4EmE - SREHESRL > TEEREEERURTIRAR FNZE - RERREEETEE
G R

BEZIRESRECREM NRINAEL PIERRYERR » RILaBESIVBUA LRI
RimE - AMEERHAEREREEL » ZIRIEFZINRIETIEE—TK - Me—& NRIEE
EXE (loss of homeostasis of tear film) | PIENBIZAFIBITRLER » B RRENE
T &EZE - RIEEX  iCREERBURISIRIRIIEE ISk S a1 - [EEHRRE
BEmMAENA » BERIBCEDEESZTERER R  [BEDW « BIRROE - AR
T B ARSI BUE A ©

B HRAERY E R EATRIE LS

TFOS DEWS Il 12 2017 FEHNERLZRIERS —BIRFRREXR - EIFERRIEEE
KENLAREEREIE - MRIENETE « 222E « RRENXEEE - URBIEREEETES
SEHREAR" - I\ —EEFEZIFREEABRE NREAE. @ MESREERBERE
SHAVISIEETR o

[FERIFHESRE « NKREHEILRE=SDEMN - RNEEBEEHIEIRIROW - HFE
DIEERBD RS HEIFRIBISTE + PRENNKEBHE  BIRIRD W - BFIREKD &8
BB - EERNENSD - RNEMRERHEEMAIRES - (ERREDIMERBRER
H - #FABREEREEERE - EENT—EINEERE - RIS RIEIRAIFEMERE « R
REZE A RRBREMEZIE -

2B BB AR RER LHEEIEE - ERRFZEBIRVDVAER - RAIVE
DEEAS  SREEEREEEE D MEESENRIE » 5532 IL-1 - TNF-a ~ IFN-y i
FEREREN - E— P RS T {RRIRETEHE - SLBXNBESMHRIRDIMINEE ~ BT
ARAHREE « REAR ERTEN » RIREREBMER @ FERRERER WY -
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BrIfRRK EZHREEREIEDSKKRIRZE (aqueous-deficient dry eye) Ed = 25 Y
(evaporative dry eye) MIAKZE - KRRZEFERRIRD WA » EREIRSEHE
Sjogren’ s syndrome FBE R EMBE R ERWIEEE - 25588l 2 B im 4R IR ) 68 IE 5%
(meibomian gland dysfunction, MGD) BEg - HIIEEE @B E - BEIRREZREIL
0> SERREENERE - BEF IS - MEELERNEE - RIERRZET EETR
MG o
TEAREFE&7IE » OSDI (Ocular Surface Disease Index) AHREREIBMETE » O/t
B IRIFHREIEERHE ERENFE - HAH 0 £ 12 DBFEHEABIESE » 13 & 22 DRE
B 23 F 32 DRPE > 33 PULAIEEERZIRIE ® - S—FHE I 8% DEQ-5 » OJIRIEKER
tmEs il ~ NEERREFE o
ZEGETIE > TBUT (tear break-up time) TMEREIETEN » &R 10 IMERIR
BEAIERE » R 5 WBIFEEZE =S » Schirmer test BIFRAIERRDIWME » 5 DERE
EESER 10 mm BIOEERE » HEKR 5 mm BISEIRRDIEE /KRS AEEZRE " - It
N BIEEE R E (corneal fluorescein staining) TJEIRIRKXZIEREE » (FAKRBRERE
EERSEHIVEEIKIE -

EINHE
— ALRRKR (f7KE)

ALRBIDEXRIEREANEREFANE—IROE - EXEIE/WRIRTRIKS
PR EE IR R B IR L AR ER AE AR 4B B2 - B R A0 B3E carboxymethylcellulose (CMC) -~
hypromellose (HPMC) ~polyethylene glycol (PEG) £ sodium hyaluronate (RES) =5 -
AERDBEEZRE - FRERFERFRRE] - HEPRREBREEEFRNEEEYIEEIEL
BUEERELREE  AtERARMEERZIREE " - {WEESMERIPSES » B35
(BITEEMDEEIRE » DUBDBLIEEE AR TR S EEARIEN -

“CADRR (fhi)

HIRFRACIRERSIRIRIEEEREEMS » EMMKEERE - RitEFREERER
ALRBEBEEAE - WERE O RIRRER CHIERER @ BRI B IR RIE
e - ER A EHE castor oil ~ mineral oil * phospholipid liposome » DA 3T FE#T AU %EH))
perfluorohexyloctane (PFHO) ° PFHO BEEZREZRKRINEEZSHFERER » 1AREETY
B AT IRIERSE U ENWNEEIRE TBUT » ERAIEESE TN EEER P -
= ~ Cyclosporine (Calcineurin inhibitor)

Cyclosporine A BERIEEIETINEELZIRENEERKFIZENEY) - E{ER#ESN
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#l calcineurin &% - FEET T #fRE (LR IL-2 5% EMREIRERIEMERLRIE - AFTKE
Y)EIE Restasis® 0.05% E2 Ikervis® 0.1% ° BRPRAAZSEET » Cyclosporine TJi{Z Schirmer
test » %Hi REDEREZIRIER » WESIERIRIBEEIMARAAIRERE ' o SATILEELERNER
2 “ﬁ’fﬂﬁﬁﬁ 4 £ 12 BT BHENR - ALEE{EREIRRA R - DURHRZ
JHE’“'II DESVEEREIRENIRR » OEHSHEE SBEEIERERLE

g~ L|f|tegrast

Lifitegrast 5% (Xiidra®) RSB — @RI BNREY) » EfERIIBMIIHEN - TTPEER
T #HAEERERY LFA-1 B2iRFR ICAM-1 BUEE » BE T HEZEMT » JECEASEERIE - IS
Cyclosporine - Lifitegrast fEBCRE IR » S RBET 2 £ 4 BREIYERZEIEARNE
LEHOAK  fISREEYREERBERR " - EEEIFHSIERERIBR « EiFt
RIOEMRIKEREE (dysgeusia) » EPREEEIHERESREARADIRZPERE -
Lifitegrast $FBI @S IEARBEEE ~ ZEIWIRNE » B ¥ Cyclosporine M= MR EZEE -

F - fEERfEEES

BRRERI =X » HIRPEEAR « B - BRAYARLCEZIER - THER

BEEE R ORI G R E - EREYEIE fluorometholone (FML®) EX loteprednol

(Lotemax®) - Loteprednol % ester-based steroid » IREE - FHEFEABETIRIE - L 2BEEY) =
{E%S Cyclosporine fEEBIHERCE » BEIRENEIENMIRAREROEREZE - AM
REMERMIEEHRE LA - BRfEERERE - Rit/ARIRRIEEMZBLIEE ' -
I\ (BEDINEEEEY)

FRIMBEXEEN ) EEBEERREFRDNNBEZRIES - Diquafosol 73 P2Y 2
receptor agonist » OJ R B REMER E ZHHE DK D » BEHEEMRMEEEZENR mucin »
Rt A E KR EEIREIIEE - IFRETETER TBUT » NERELBHETEE
ik HRESHREREREE ™ -

Rebamipide R/ BRIEREL - HIRAREIESIENN goblet cell ~ {E& mucin ®IFK
BEAE LEHNME » BFFENZETY - TINECENELENERRR - BERRS
& - R IBERES A REREEE ' -
t5 * Varenicline £IEE| (TYRVAYA®)

Varenicline nasal spray (&S : TYRVAYA®) AL FZRELSBENEZEE » M
& FDA REBREREEE - EFRREIIFERER - MEZEBRBEMEER nicotinic
acetylcholine receptor (nNAChR) - &b = XS EIZ RRR EN - SEMIEFERIRIBEE L

(lacrimal functional unit) MKINRR (B—) - WRARRBIFEZSIKD  IEEHEEER
R IER e A\ TRAEEA IR REE 1 -
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Varenicline Mechanism of Action in Dry Eye Disease

Varenicline delivered to the nasal cavity activates the trigeminal parasympathetic pathway, increasing ‘
tear secretion and improving signs and symptoms of dry eye disease.

o — — 6 — 0 — 66 — ©0

Increased tear

Nasal Activation of Afferent signal Activation of Postganglionic

administration trigeminal to brainstem parasympathetic fibers to target REGIRIRN
of varenicline nerve pathway glands
=y o Laerimal gland
b ' Superiorsalivatory (tear secretion)

nucleus
(pons)

Postganglionic fibers travel
with trigeminal nerve
(primarily maxillary
branch, v2)

l Facial nerve (CN VII)
K | - 1w Greater petrosal nerve
Varenicline Trigeminal sensory

nasal spray endings in the nasal / |

mucosa (V1/V2)

Trigeminal ganglion
(Gasserian ganglion)

Pterygopalatine
ganglion

Ocular surface glands
{mucin secretion)

. — Afferent sensory pathway (Trigeminal nerve, CN V)
= Preganglionic parasympathetic pathway (Facial nerve, CN VII}

——+ Postganglionic parasympathellc pathway (Frigeminal nerve, V2)

Varenicline is a selective ad P2 nicotinic acetylcholine receptor partial agonist,
Activation of trigeminal sensory pathways is believed to initiate the reflex increase in tear secretion.

B— Varenicline EIE%| < {EFR &=

HERARSE ONSET-1 B2 ONSET-2 8871 » #UH 47% = 52% FBETEE| Schirmer test
18700 10 mm AL - B ZR BB N HMEERE D BEIERSERRDIIEN » AEAET
FHEZE 12 8" - EREEAMITERE - HREMETRIBRSE - SBEELRRE - 2
BRAERADBZRRAE - SR ESHEAMZREKNIRRIBEFPRR L EE -

Varenicline EE5&IR1TEREY) 2 i7 SR LE

&Y= TERE REFRE  |[EAFRE i PR BR

Varenicline  |if#ERIBIEERIA /Elfi ap E18F| HoEZEAE |HIBIE - SERIBIRR
Cyclosporine |Z&ZRED - #1538 BERR ®e (88) BB BV

Lifitegrast N LFA-1 B2 ICAM 18 BERR mE (2-438) |KREEE (EIK)
Diguafosol  |P2Y, ZEEEEI - (EREHD I |BRR mE (2-458) BREXEUEE (BHXR)
ALRRK NINEERT BERR BORS R aBE(ER

T=H
hOoo

IREEHBEREM NRIKAE WEBEE - BRRNZFEXNE %‘EE%&_‘EI*]T“ ~ ERARAR
HERREXEIEHISERR - RNeBEMEERATRR » ZLERFGEREHE
’ﬁf Db~ FEBEEEEMIERIBEAN D ITIRT - RASFESAGFADER _%'EE’JETEZF.E’J'J\

BANCEPIES « EMIRCTRAEENRIE - UK RMIGER R EE - F81EHEZE
Eﬂ’ﬁ@iﬁ% » AZHEBEE Y ESRPBERTILESNEET EmE -

ol )
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SGLT2 #IHIEI I8 RR R EETHEE

i

Bl
m-EEREEREESZEBE 2% B (Sodium-Glucose Cotransporter 2 Inhibitors,

SGLT2is) HIAZREML - AR T _+—HCBIESZRESEENER L — - RYEES
BB _EUERE (T2DM) BIFTEURRIIAEEY) » EEGHIEBIERERIKB MRS » +
EEREFIENBRINERE - FEBREEESGREERE - A - EERREENRE

SGLT2 MFIEMERASEED ZRBH T EMNIIESE - BEmALRIE (HF) 1848

@i (CKD) MURZBLMERFERNZINEEES -

BRIAMEDRGEDEELERER  THESEREENEELSTDE  HEZRE8

HMIEEERE ) EBRINREARIMREEEEE - TEFARD . Eim) B s1 A S2 BHY

SGLT2 BE# 90% BVEEEBRIN - HERRIBIISER/) BRIk S3 B /J\EREY SGLT1

851 ST RRPETEIREESD - M SGLT2 MIBEEAIE LAY Na+/K+ ATPase

ESHPTEIINMNE S SLBEE » B 11 AR S R SR EE R EA MR

SGLT2 MIFIEEEFRPHES SCLT2 EEMEENE: - BEENE S aE RN HEE

B - EIIFRFEERINEVHE - MR RMEMAERE RS E N R RE D (B—) -

% EI2HH « BERES RS FADHEEE | SGLT2HHIB N RS [0
BB SGLT28 HI0%M & MER
‘ ﬁ@m%&%ﬁrﬁ#ﬁﬁﬂ&@ﬂn i - (P ser2 i

HP L ASGLT2E S
AN\ EMEE S
D )= O N\ stEigare -

ifa‘i’z“%ﬁ’éﬁﬂ?&)\ﬂﬂi{‘ﬂ - ESER
TS REPRRHEL - PEIEMMAE -

EEBELARYR
PRBEIAES 7 150 -
S BERHARKR -

0% 10% - R
R LLH s (EEREMH R

A NotebookLM

B— - ElaErELISUSIEE SGLT2 HH|HE|#e1) s
iEX SGLT2 }Iﬂﬁﬁlﬁl%unﬂﬂﬂ*}@ﬁ%z%@ » SR » BEEERIREI S8 AYEE » SGLT2 ]
HIEIEEE B @I\ eRE BIREN ZRMRIFENER » AN EE—NE -
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2015 I 8 71 £ NEJM L B9 EMPA-REG OUTCOMES {& K & 5 (Empagliflozin
cardiovascular outcome event trial in type 2 diabetes mellitus) $H¥1BH5E _ANERTE M
BEEFINMMERFHIREESE » B8R empagliflozin #EEYVNMEILT ~ JER G NAEZESS
MM ENESIRESEERRET 14% « EEPETXBERE T 32% @ INERIBEFTEE
BRETS 35%" °

BB EEED 5 I)\RIS - DAPA-HF® E2 EMPEROR-Reduced® S E& D BIEE » £l
{FIEMEIRIREE » dapagliflozin ] empagliflozin BEREE FRK 51 N0 B IKEL)RIB (Heart
Failure with Reduced Ejection Fraction, HFrEF) EE&HIMNMERTCHINRIBBILERE (£
25% Z 26%) -°

BE - STEEMDBFRBEINRIE (Heart Failure with preserved Ejection Fraction,
HFpEF) & REFR S ERUEEEY) - AT » EMPEROR-Preserved[6] ] DELIVER[7] &
BoBIEIRT empaglifiozin 1 dapagliflozin ¥158 — 852 B ZHVRE ] » #BINRIBEFTIR
INMEIFLTRBERE S 18% X2 21% ©

ELEERIRGIES (R— )7+ {15 SGLT2 IFIEI At BB A B IMEEEIR A B IV M E R
ENERIERER - AR ERIE—EEIES MNERRREHESRINEIBIVEYLER]
Fc— ~ SGLT2 INHIEI7TTI ) g AERaRY A B ER AR A

BT =2 SRR meegs S0 (HR)

95% Cl
EMPA-REG OUT-gr.jiozin Age =168y with SERECE 53.68 [0.5]7-0.82]
2D and CVD  |IMEEBERZE |0.65 [0.50-0.85]
DAPA-HF Dapaglifiozin '(*L'\:/rEEI'__: —a0%) gﬁﬁg‘%t 0.74 [0.65-0.85]
EMPEROR-Reduced |[Empaglifiozin l(—l|_|\:/rEEll-': i0%) g%g%};ﬁ 0.75 [0.65-0.86]
EMPEROR-Preserved [Empagliflozin '(*L'\:/F’EEFZ 10%) g%g%}%ﬁ 0.79 [0.69-0.90]
DELIVER Dapagliflozin [HFpEF/HFmMrEF gﬁ%g%t 0.82 [0.73-0.92]

EhREIEA

2019 357t NEJM 89 CREDENCE 58 (Canagliflozin and Renal Endpoints in
Diabetes with Established Nephropathy Clinical Evaluation) - 25 —{EZEPIEt¥ SGLT2
INHIE B R A B RE B R ETHVIASE - B/ canagliflozin #BEVFRREABS A (ESKD) ~ M
EANELET (sCr) 312 « IBRINNER TR E K 30%® -

DAPA-CKD® £ EMPA-KIDNEY"" : EmIEEE— P 1S B IEBEAEIFERERRS Y

% O HSH 20 H

B
g
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IEMEEREED » DBRIEIR Y dapaglifiozin #2807 eGFR FHE NEZED 50% - #R K EAESHE
7 (ESKD) ~ RINMERZ=RBHRMILT T BEF 39% BIEPE : empagliflozin #H eGFR &R
D >40% HED <10mL/min/1.73m2 ~ FRFREABE IR (ESKD) ~ RINMIERRERMILT
IR fEEEERFE 28% ©

ELEBRIAREIES (R )™ » BB/ SGLT2 #IHIESEREZ LS eGFR BT - IBIDEBIR
T BEEMTEK - KDIGO 2 ADA 15519125% - CKD £BE (FFRIRSHEBRSE) ER<
SERERRE » BELEEER SCGLT2 IFIEERIEE R — -
F_ ~ SGLT2 INHIEI17E B k8 Rany A B ER AR A

HBER B Fiat PRI oo
MBTEETER/ X

CREDENCE |[Empagliflozin [T2DM + CKD HAES R / &I B §@ 7% 9%|0.70 [0.59-0.82]
SUWMETmIT
eGFR N =50%/ 7

DAPA-CKD Dapagliflozin |CKD (Z3F DM) |FAE 7% / X & i % 7%|0.61 [0.51-0.72]
SINIETZEL
eGFR T [ =40% =X

o = <10mL/min/1.73m"/

EMPA-KIDNEY |Empagliflozin |CKD (Z3F DM) FHE T B R 0.72 [0.64-0.82]

AL

aMEE
2020 TF3EFK—IERANR Canagliflozin #1355 BB R A IS4 B e A B S A N1ERETE

B2 - 23¥ CREDENCE ERIRE\EE PTEITHVSER DT » BN Canagliflozin #28I3I
#I13 (Hb) & 7.1 g/L > MILEE (Het) B 2.4% - WH IBMFHARIBEIMGE ] §Y
IREEEREEE % 35%" » FLULEEEN S SGLT2 MBI EENEEMINRAVIEET

HOUgFR%KERE - 1. BRESSIERLHIEEBMREEE » IERIFRIEDIMERT
MIRERZE (EPO) 8E7] : SGLT2 MHIEIBEERTIR/ )\ E¥ IR B FEEVEIRIN » EMRHE
Na+/K+ ATPase EfHHVEE (B— ) BIOEFERS @ (CEEENEHEERERT 2L - KiE
EHW EPO HIgE) " - 2. ZE B ERS (Hypoxia-inducible factor, HIF) &0 : SGLT2
HHIEI TEE HIF-1 o (BRSEER@AELABRE) - )&{L HIF-2a (RIBIWIRIE EPORVESE) -
B BFEEIZ N0 Sirtuin-1 BI5RIE » BEEREMMIEL HIF-2™ - 3. #ABIELEFIA
SGLT2 &= E Il ERAI MEREIREHIE EE£BVATEER (Erythroferrone, ERFE) » [
% (Hepcidin) BYKE » OO EEHBEEEH (Ferroportin) BYNE » SEMIEEREEH
FIRUN - EIFFIRHEEEED (Transferrin) HEEB (Ferritin) K¥FEEZE NF - EMNEE
HOFFRERE R - oNE [THEEMIEIRT ) SRIBFHAIIMERE A AR ' -

SGLT2 HIHIB IS BINAICHE - W3FE—H#EERE » MEEBITERIRIT EPO 2l
3980 HIF SRR EBILEAFHEIEFEHENER - tHREET » EEiRA M REFEEN
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HRESFOEAEE B2 > RIFREEGHESIETIEEE] » /IBTERRITREIE
}E %ﬁﬁﬁlu\%ﬁlﬁ] °

COPD ERITIR R4k

B EEERREIEMFEZEEAR (Chronic Obstructive Pulmonary Disease, COPD)
MEE - BERSEEIHRE - WITRRISEEEF - EMBEERREILTR CIERA -
2025 FE—IBAREIRFIEOREEF S 0N 8 & RCT » iT 464,000 ZEE » iHFTH
I SGLT2 #HIEIT{E COPD LA EEFEAY 35% (HR 0.65, [95%CI:0.47-0.89]) - Bt
BHERRER LERITIRRIBEE 75@1’EEEEH3'IEE§&E Sl HETHEBIMIEE S 1. HEEIER:
ZEEINH AR E MG NLRP3 323EEAVEDE » OBl 25-30% HYITIRE S MM ' - 2,
SGLT2 iNHIEI B HERFI FRINERE /Dm“ﬂﬂinﬂg?ﬁ[m » INERTERIEENE - L » SGLT2 NI
¥} COPD 1EER RGBS ELIEQISE - A - MG R I RBARIEIEIZ AT HEER
BEoH - EBIRERDFE—SRIBIERITIICARESR -

56

SGLT2 I FIE BB EMHAFINIEEY) - ZHEEREEIREBRENRNER CTEEY -
Hr\=igES B imoVREFER SR ARRERTEEE IR A BB SIS IEH
&[N ~ COPD SEINEIREZMTMEE °

TIEMERERERERHAFERIGIET » SGLT2 MHIBEIRE—E IBEER - BB
MRS OERES - BEIREREERRETERE - RRKEZEIMREBERE » SGLT2
IHETIeRREREREPNE SR EIRME - iFEhEERAKERERE - AAm - HE
RINEZEEIER (WLRBERRS - BEOESRE) BERRAMNRT - ETERMEEE -
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FREFREMGINERREZE)(1155F045)

NEEE : B115F 04 B 01 B - BFRGBIBIERE -

NEWZE : Lenalidomide (20 Revlimid) ~Zolbetuximab (%0 Vyloy) R Zi&E RIS (40
atezolizumab : nivolumab : pembrolizumab : avelumab : ipilimumab : durvalumab :
tremelimumab &%) - Darolutamide (% Nubeqa) -~ FEFEEESHIZEEE| (NSAIDs) -~
Mepolizumab (% Nucala) -

PUETEEEEY) Antineoplastics drugs

XX Lenalidomide (% Revlimid) :

1. SHMLEERE -

4) BAREEZGY 24 AEERE (BBEESR438) - £/ Leavdo ~ Lelimide
2 Revlimid #&EZE 24717 36 EIEIZSE -

(5) 115 % 2 B 28 HLARIE X EFE MR Leavdo 2§/ Lelimide » & 115 F 3 H 31 H
PIFIEREFH Revlimid 2N » SiIEEMBEEXRER - FREREERE LR (B
124 36 BERE) SKFFRHERES A ERB(ERLE -

2. FEEMAE B MHEMERE
(1) Lenalidomide (PR{&EH Leavdo ~ Lelimide & Revlimid) Ed tafasitamab & {#
FRRE—REB8ES rituximab jJAEERT » NESEZSMEMERER
B AE B iREMER (DLBCL) MAREA » AR S tafasitamab & Zaq
FATIRRE -
) ‘BRFRIEEERER -

L~I1 (B%)
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KX Zolbetuximab (%0 Vyloy)

(%0 : RECIST criteria) ;’é‘%‘ﬁﬁ{b Z‘T%I%EEE_

MY ZBEieaE & & (2 atezolizumab : nivolumab : pembrolizumab : avelumab :

ipilimumab : durvalumab : tremelimumab &)

ARERSREMTUES S ERERERDENRN - EBERRTIIERE - (1)

ARERSREMTUESHCERERZEMDENR » HAEEMERR FIIEBE -

1)~(4) (I%)

—~

5) BE (FEEREEBRIEEADIERS/ )
l. BR A nivolumab 120mg #2 #& & f 18 4 A fluoropyrimidine (5-FU 2
capecitabine) & oxaliplatin > AR E— R AERBANERTEHANES
HER2 BERIFAIEERA -

Il. £ zolbetuximab {EFE—{HH - HaBEXWEIFA O/ 58 -

B13H HH20H
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6) FEEEF—IRAZ: (I8)

3. -4. (BB

XX Darolutamide (%0 Nubega)

1. (E/RE—E S docetaxel HHRNATESEMREBRITHIARBHRITAIZIERE (mC-
SPC) - #REFELA 36 24 ERRLIR

2. AESERIFERITEBIIERISIERE (high risk nmCRPC) HIRNESSIT -

3. THWAERBRENIFERAARET FTETHESZER (abiraterone ~ apalu-
tamide - darolutamide % enzalutamide) » & olaparib £2 abiraterone 1 » #& &£
EfRT—EaE  BIRIFHIRBRE NN ZREEVEXKAGEILEE » NMEOH -

THFEAR#EZEY) Drugs acting on the nervous system

M FREEEHMEXLE (NSAIDs) Zm: B T M2 2 KRR E : celecoxib
nabumetone * meloxicam ~ etodolac * nimesulide ~ etoricoxib ~ & naproxen &
esomeprazole 77 HE|

1. NEREZERFESE NIREL—& ¢

(1) BREXRE -

A

. BHZESER 4.5 7TLT - IRR 18 LR -

Il @RS REMT




QEBY b 11506

i. & nabumetone %2~ No-Ton * Nabuton & Labuton==-etericoxib
ZArcoxia-60mg (EOERNR 60 U LRE -

ii. = etodolac D EEXEIBREIR —MItEIBREZEIFRR 60
B L®mE - HEEEEK 2.25 7T (40 Etopin * Etodon ~ Jenac »
Doloc) BEHEIIABIE 2 ¥ » IR 18 U LZRE -

¥k &84 Respiratory tract drugs

XX
1.

{5t

1.

2.

Mepolizumab (%1 Nucala) -~ Benralizumab (%[l Fasenra)

PRARKEWESER (EXE) NBHEERERN (ER5) BMZEREFIIT (B

%) BIRPBRERIGBEEHRE (severe refractory eosinophilic asthma) &2

B A 185 oL = : t BT e

300-cells/met » BENE NIGH -

(1) Mepolizumab FRAAS 6 BREAL: ;_benralizumab S 18 BIALANATRA ©

(2) =ZER]12 VINFREFRIME (IEEE1E) HINPK = 300cells/mcL -

3) WADEBREUREERZE » WK TN FEEEEE6-ERFHEFEROREEE
prednisolone B XZE4) 5mg SVFEEE (equivalence) -
. 18 B EHABZE 3 EAFHEFEROREEE -
. 6 U LEERR 18 R ABE 1 B SFFHEFER O REEES -

4) BXE12EANE 2 XY 2 XU LLRRmERIEBCMEZEREETEEE > B
HARD—ERRRImSEMEREZNELAE -

SIESHEEERER -

{FFSER :

(1) Mepolizumab & 4 BERBRSHBE 1 X -

(2) Benralizumab £—f@& 8 BEFRRNE®@BE 3 X (£0+4~838) » LUiERE 8 BfF
FANSEE 12X -

{FF 32 BE&ETEMG - FERERBILLR - & [Rb) BERY » ISoiEFER -

AN

MBb) NESRUAREROR / =5 1TEEERGE - VEFTAE » WETEZEER
Rl CIRSR -
[EREURNEERE | RIEFTE GINA JBEIS5| Step 5 ZRE -
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NEES B 115F 05 5 01 HiEE » BRGIIEZERRE -

N E W ZE: Rituximab 3E 8 & - Lenalidomide ( %0 Revlimid) -~ Cetuximab ( %0 Er-
bitux) ~ lbrutinib (%0 Imbruvica) -~ Acalabrutinib (%0 Calquence) ~ Zanubrutinib (40
Brukinsa) ~ #7 4 [N & # &l &l (Anti-angiogenic agents) : ranibizumab ( A Lucen-
tis) - aflibercept (20 Eylea) - faricimab (%1 Vabysmo)

YUERBEEY) Antineoplastics drugs

K4 Rituximab SE£57%| (20 Mabthera > TNEEIZC BREBEFNEEMFTUESEH ZE
FEAE) : RRIVERREND

9. Rituximab (PR{EFE Rixathon) &t lenalidomide (FR{EFE Revlimid) FMRSCHIZ
22/ DR B aE Bt E# AT EBEIEMEBRAREA » Ef5E lenalido-
mide <% RFG{TIEE o

10. EFEIR1-4°5-67 8 R 9IMAF » FESHEERERER

KX Lenalidomide (% Revlimid)
1. ZBTEEER -
(1) ~(5) (k&)
2. ST B MEMERE
M ~(2) (B8)
3. Lenalidomide (BR{#H Revllmld) E4 rituximab (BR{FH Rlxathon) tHE - SaEILal

(1 E CD20 fZEBIE °
2 TS WHO MEEDFEZS | ~ 1l s3I a HBRYSZMT o

. BEBEEE7AZULE:
1. —FERA P BEEBEEAR 3 AL

B16H HH20H
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. EEEX . HREE 16 Q2o FE

IV. ¥ vital organs SRR

VI. HIRF— RS MEKE T & (platelet<100,000/mm? » 3§ Hb<10gm/dL » 2§
absolute neutrophil count<1500/mm3) -

VIl. B symptoms °

KX Cetuximab (%0 Erbitux)
1. ERGEEERELAERD :
M (k%)
(2) £ encorafenib (HF - {EASEHE BRAF V600E &% H RAS ER)FERERVIER

1. HAERE encorafenib @ ERIGHIRE - BARBEARIMRBELE =
S (anti-EGFR) M °

3. HREIEL 24 EAS LR -

(3) Hdirinotecan & tH & B+ /A & 2 & % 18 & 5-fluorouracil ~ irinotecan &
oxaliplatin —#rRU EZ RS IHaBERN - EBRKEERRESTZE (EGFR) &
IREH K-RAS ERZERENERTEREBRENRA » BiR 11581 B 31 H
AIEERAERE » RIBMMETSEBRERERGE - B1EH All-RAS ERZEE S
SRS » BESTEERERFREZmGIRE BRI+ -
1.~ (B8)
2. ~3. (%)
KX  lbrutinib (20 Imbruvica)
1. BEBERRLEZAZED B BTRE e E o TV EE B EMEMNE BN
KIARA e
(1) FESHEENERER  BXHFEFIEECEELU4ERRR » &5 3 #




3)

BEBXRER - BREHBREENRIaEGERAHER IR RBRERS -
EF mER - BIDESIEER °

BHEZ FETU_ 4 $i] o
zanubrutinib ~ ibrutinib &1 acalabrutinib {2EEIZ2—{FH » EEEHIRBEERZH
BIERRF IS B2 - E gcalabrutinib G E—={FHEBERESHETE - M

£H 20 ERARLR -
BIERRES 1 7p RIBMEHEIRIEEIR (CLL) BREA °
ECOG n&lB= 2 -

E=REMIIE—IER

1. BEB17pfRsk -

2. FEIGHV=REHEEZZ) 1 EE1F alkylating agent £ anti-CD20 (¥l
R-CVP ~ RCHOP -~ rituximab 7l bendamustine £5) HYAE 2 EEZ
HihEEbEiess

3. :

8 B A1 78 5 3 alkylating agent E2 anti-CD20 (%1 R-CVP ~ RCHOP -
rituximab JJ[ bendamustine ) EVERE - BiRaEED) 2 EFEU LR -
1!2E1bn§‘;’f_§§§% o

FRIRIERRT < ERIAREF LIR NIE—IEH

1. ETUMIIRMEZELZE Hb < 10.0 gm/dL 2% PLT < 100 K/uL » BEH(
[RETTARRRE -

g fE X BiE I ADE 48 6cm ©

MEFEEX » REEEE 10cm -

BLE2MAMEIRT 2 BB NIBI 50% A £ SNEIEREE (doubling
time) /MR 6 &R °

5. HIRBRZEEHEBIE - BEEEE RN -

6. HIREIERBNHRERENRLL -

EREBHBERERERH » B3 ERFEBXNAHE - BARBRERMENMS
& K} » & K IZE iwCLL (International Workshop on CLL) & ¥T7E % < partial
remission % complete remission » BN FAG(T o
TEEE 17p TRETE A - ibrutinib ~ acalabrutinib ~ venetoclax £2 zanubrutinib 4
BIEEE—FR  EEEALRBARNZHBIFRIKOYEE - MEFERREES
HEtE - IEEl 24 ABRLR -
£3E IGHV 2= — R FR AR CLL —#RIA £ A - ibrutinib ~ acalabrutinib £
zanubrutinib —E{EAZE—FH - EEFHIRARS HEIERETGHER - —
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(7) BHZEZR/IIH -
KX  Acalabrutinib (2 Calquence) :
1. EBERARLEZAZED B L BTEE e E o TV EE B EMEMNE BN
KA ©
(1) ~(5) 88
2. EBRFERAREEMEIKERIE (CLL) ERA -
(1) ~(5) B
(6) TEIE IGHV Z=% R Fm AR CLL =#REL R A » acalabrutinib_» ibrutinib £2
zanubrutinib ==& Z8eFE—(FH - EBAELIRBEARZHEFRRST G -
——HEFAREESHEE U2 24 ARRLR -
(7) BHEZRS 2K -
KX  Zanubrutinib (¥0 Brukmsa) =
1. BEBERRLEZAED B L BTEE e E o TV EE SRR EMEMNE BN

KRN ©
(1) ~Q3) 83
(4)  Zanubrutinib ~ ibrutinib & acalabrutinib {£8E1ZE—{EF - D’EEIL‘:HE_% LERSH
BI{ERRF /SO & i - £2 gcalabrutinib & 380F — HAREESHETE YT

2. ~3.B8
EBFEARISTEMEIRTEEIE (CLL) MARA -

(1) ~(5) k%

(6) TEIE IGHV Z=% R Fm AR CLL =#RELEFR A » acalabrutinib_~ ibrutinib E2
zanubrutinib =—&EEIE—(FER - EBESLIRBARZHAFRRSOaE -
——HEFAREESHEE U2 24 ARRLR -

7)) EHEIRT 4R -
BRRIBE| Ophthalmic preparations
X %7 4 00 Z # & B (Anti-angiogenic agents) : ranibizumab ( 20 Lucentis) -~
aflibercept (4 Eylea) - faricimab (%0 Vabysmo)
NEREE RS S NYGRE
1. ~4. (B8)
5. PR ranibizumab ~ aflibercept & faricimab £ — B 5§ BH X & H 5% # I
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dexamethasone [RZEEAEIZE (DME & CRVO BRH) - X verteporfin (PCV) -
5 faricimab £ PR A iR wAMD ~ DME ~ PCV_~» CRVO & BRVO #x 7% : aflibercept
8mg {ZPFRFER wAMD ~ DME & PCV %&J% -
6. ~7. (Ig)
f®sF 1 : DME ~ CRVO ~ CNV & BRVO SaiE&RERUMNKR _+ 12— -
{85t 2 : WAMD K PCV SaIBEEHRBERUNKR _+12— -

B20H HH20H




