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1) Amphotericin B deoxycholate =+ Fluconazole &=+ Itraconazole A7#] F9A 914 | 97155 @&3}s)

2) EchinocandinAl <Al th&3d 2 Apd 1A, ool B ATA| 2 HEI I A
(Fluconazole 5)ol AHAAL Foi7t B7158 24 T4 AA Az HAE 715

-9 & - —EchinocandinAl ¢

o AHA 7HUFoez F4d HFEA A= Amphotericin
) == ax Eo B deoxycholate(F7]

1} #HZ azole Fo Ade] UUd =} EFINE F 27 F

¥ o, Fluconazole $917} 7153 7%= FluconazoleZ W7 Fojat= Aol AE.| oA AAsH o,

v SFT AN dde A4 As AFE REA3
1) Ttraconazole A4 ¥ Caspofungin FA] €14 oA hEgg
2) FA717 3 8AHE F83

7H 99€ ¢ F e EYE A% 3T ZaFel IEE wx 94 o ‘AFA gy
W sige] HE Afole Ao 25 o B+ g §F 574 o= dA FAA 122 T
-
o JFAY A EdRFAS T £ YEE s,
1) Amphotericin B deoxycholate B=+= Voriconazole B+ Itraconazole 594 ¢13 ‘EEFAA Bd
2) Caspofungin® ¥} & ZwA|(Voriconazole &)ol AA3FAY Fol7t Er7lss 45| o 484 A3'd=
FoiA] <14 Caspofunging 13}

2t AFA Adozad o 2 BAg £ UE
1) 28R A Fo)2 Ao A Micafungin, Fluconazole, Itraconazole X8 FolA] <14 2 717 g971EE
2) B4 ITA H8HolY IFoPASFLORE BE-FE FFgaES T g IR Fdg

oA Posaconazole ¥4 914
v}, Liposomal amphotericin B¢ Colloidal amphotericin Bx & 3R #F Ao A5 s59A
Fo7t E7ME® AS FAA 1A
v 2 99 AdFAgFelE HrHAE BHUCA AEEE 4% &, Liposomal
amphotericin BE WA SolZ 2 o] B3t A$ode ddde] THIHR gdzt= 1
2 FAZ A E
2. 37FALE 9 E =93d ofge} e AeolE g AAE AU REYES 3L
—o} # -
O nPAFT AR Q% HAATE AYFT FAHEFT TAF, V| FERA 9
AFZFD ool Fluconazole, Itraconazole, Liposomal amphotericin B
* T A 2FA]

- AzoleAl: Fluconazole, Itraconazole, Posaconazole, Voriconazole

=

- EchinocandinAl: Anidulafungin, Caspofungin, Micafungin
— Polyene?l: Amphotericin B deoxycholate, Colloidal amphotericin B, Liposomal armphotericin B
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o] ¢4 —roid 7Be-dl= ok 2‘19‘1% A7 REEZE T 2 mHA, Jhel=dRl
4 — o} @ - QAT =E = HZ
#9297
7h B i 7h UE B2 F55E &2 FF(CDAI 450 ohel 54 AEW A |t M 99 F
A <] & FEo ¥ 2B
D HAAGAY A= 44 A== EFslx A7t HA g8 BE Ay ZEA ZAE A ‘L’fZV‘é
A T AL 28 v
2) ¥F 9 EXE AT B4 S8 2D &40 diEE 42 T |38 EgE 229
i 5ol &7 afds kA 13] A% (towal quantity basis)2E 1A g9 948%
ok Fo 84 A AA FoJ(first injection)o] F3to] UA
2 B8 Fo 7FA8] §Y 5402 A8, infliximab &A9tel BE-E JASA ol E,

HEHEI

- Harrison’s Principles of Internal Medicine, 18e. Chapter 293. Inflammatory Bowel Disease

- Pharmacotherapy: A Pathophysiologic Approach, 8e. Chapter 41. Inflammatory Bowel Disease

- Feldman: Sleisenger and Fordiran’s Gastrointestinal and Liver Disease, 9th ed. 2010

- Townsend: Sabiston Textbook of Surgery, 19th ed. 2012

+ Goldman: Goldman’s Cecil Medicine, 24th ed. 2011

- Bope and Kellerman: Conn's Current Therapy 2012, 1st ed.

- World Gastroenterclogy Organisation Global Guideline: inflammatory bowel disease: a global perspective. 2009 Jun.

- American Society of Colon and Rectal Surgeons: Practice parameters for the surgical management of Crohn’s disease. Dis Colon Rectum,

November 2007

- NICE technology appraisal guidance 187: Infliximab (review) and adalimumab for the treatment of Crohn’s disease. 2010 May.

- European evidence based consensus on the diagnosis and management of Crohn’s disease: definitions and diagnosis for the European Crohn's
and Colitis Organisation (ECCO)

- Garcia-Olmo D et al. Expanded adipose-derived stem cells for the treatment of complex perianal fistula® a phase II clinical trial. Dis Colon
Rectum. 2009 Jan;52(1):79-86.

- Yong Beom Cho, MD, PhD,l Woo Yong Lee, Autologous adipose tissue—derived stem cells for the treatment of Crohn's fistula: A Phase I
clinical study 2012 Cognizant Communication Corporation

- Autologous adipose tissue-derived stem cells Treatment Demonstrated Favorable and Sustainable Therapeutic Effect for Crohn’s Fistula. stem
cells. 2013, Feb
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TAREARA [oHlsk BE F0E2 FIA aFTeIE qlllde BE 1Fe2 FAA a%adAE ol TS stelme

A, SbAbg Welel AR § ARV o|AsE, H G weelAT B AANE o] o ARATE WY

Ao Fol@ Aol kg AL B Riold] Folg FLoE g AL @Ay x| FA FANEE T

G % arz g EE B R

WA gdZd 2
N —ob E - SIDL-Crz  #7
1. &5 EY2HEEFY 49 7k, ey 3 AAEAGNIHLHE 55 gz nE
@DL-O)¥g=F 2 e ok |
I % oj¢l®d LDL-C %=
D A%acle] e A% ¥F £ e~ 7 AL’ 0~1A49 A$: FF = FEHLR =F
B = 271 250me/dl ©] 4 1) LDL-C>160 mg/dL?! uj st A eFAlE A
2 fgacle] Y A FE & 2dx ) AN 2 oM AL FF O
HE $3171 220me/dl ©]’39 LDL-C>130 mg/dL 2 uj
* P B F9E ¥F & ) AFTHAN £E o)d FIE AF
A 2HE FA 7t 220mg/dl |4 (dxT9dd, BRdgFdy, F49]
SutE A Ad, %’u‘%)?l A% 3
% LDL-C=>100 mg/dLY =
o #AEd =Z 9 o. F=x=
s
TS 4 3y 7] A (¢h AHr
LDL-C>70 mg/dLY w
3) 3% oFAl 1 HMG-CoA FHE LA A, 2) i kAl HMG-CoA FHAE L A AA,
SZA A A A, FibrateAd kA F 12 GFAAA, Fibrate 214, Niacin A4,
il Ezetimibe 5 1&
2 po mEsFHAEREY A% W #% 1 sdEaddsa@dE | oL JHIEE
o AN W
D Foqdy st TG #A¢ 3
1) 9gasglol gl A9 #1383 2olal b ¥F TG>500 me/dLy o =2 wrEe
HE ge® B3l TGHAIA &
% 23] 400mg/dLel’dY o
2) $1¥89le] &= AL L TGRAA 4 gRgole] o= AL AF TG=200
% 28] 200mg/dL °]4Y = dLe!
3) 3<F <Al FibrateA €, NiacinAE | 2) 33 <A: Fibrate AY |, Niacin AE
1% 937 1%
3. nEH2HE ¥ neEgggAgelsdE g 1 LDL-C @ 3 TGE S 233 -LDL-C A3 o1&
[s) i—?slﬁ:]o] 7ﬂ0j = TG7]‘ J::O 76]‘?‘
D f¥eagle] g A% - 8% 3 Z9x| $4AFoz IDL-CE A= B o= 94 15£ +
HE 250mg/dl olAolx. ¥F TG &3 TG7 “2. 5 3 TGIZ"o sz /1= LAF
320mg/dl o144 o A Fibrate A¥ =+ Niacin A€ $ 1

2) fgadlel e AY 85 F FH& F F A
HE 220mg/dl o]&telz, B TG
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200mg/dl o<
3 MG %A - EPAHE 2D TG #FHE
st GAEE 7247 134 AF
< A> 3. chAFols AmA  Auxd  wg o0 Trel=aad
P = | A, ZAEFAR
(therapeutic lifestyle changes)Z # 3 A Bodr HaA A
st AAES AFH 2HY WaE Y
el Agads =
* 91999l slgd ¢+ JE=F A
o e
@ ¥H(BP>140/90 mmHg i %P‘XCE?] OATPE; 7tel
=gole =A== 1
o n i U=
LA 58 ez Agace
@ ¥ =AY gE(HDL-C)(<40 Qats 9
[elaa} .
mg/dL)
@ AL TAAG x7] AW AFHEHHE
B, GAAM F FA<E54], oA<65
Aolq #AGsAzste] Bye L)
® AH(FA =454, AR >554)
¥ HDLC>60 mg/dLS H3A= k¢
3] F 789 FA s i
4 =HAIE T4 F& /A2 AM <4 A>
— 7 —
TS 4 3y N AgH AHr
Zo0] 71948 H3I A /‘\:1'11; 1¥e 1:1-_111
Hol e Aol U uAHZFA9
AEele 7] 71Ed od Tk, vt
e g ALTI(QY 1~27 Ee= 1~2
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1724 & 12pack)S BEAEE T
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TEFFE Mol =Ed Fol ALESHE kA
2 NS A 3A] JES UE
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T A Qled vl GuH(ARE Gy) A A ok dEd vy Ga(A2Y Gd) 844 ol FA g E5 E F
geof 22 V1o Fo Al 3YFHE s et 22 7€ 2 B Al 8YwHE A, |G F AR 2
F7FA1E melelA gt & 17|E oleldllw ok A | FUANE HelelA Nt & 1AVIE clgdle o4t A|SAEE WA Y
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[Z7A & ddA]

+ Biguanided: Metformin HCl

- Sulfonyluread Gibenclamice, Gliclazide, Ginepiride,
Glipizide

- MeglitinideAl Midglinide calcum hydrate, Nateglinice,
Repaglinide

+ a-glucosidase inhibitor4l: Acarbose, Miglitol
Voglibose

+ Thiazolidinedione|: Pioglitazone HCl,
Rosiglitazone maleate

- DPP-IV inhibitorAl: <A A> Gemigliptin,
Linagliptin, Saxagliptin, Sitagliptin phosphate,
Vildagliptin

B4 5 2FA]
A3 2o

[ A}
a9 e

¥ gk

[Z7A 5 ©LA]

- Biguanide?|: Metformin HCl

- Sulforylureal Glibenclamide, (liclazide, Glinepiride,

Glipizide

MeglitirideAl: Mitigliride calcium hydrate, Nategliride,

Repaglinide

« a-glucosidase inhibitorA: Acarbose, Miglitol
Voglibose

+ ThiazolidinedioneAl: Pioglitazone HCl,
Rosiglitazone maleate

- DPP-IV inhibitorA): Alogliptin, Gemigliptin,
Linagliptin, Saxagliptin, Sitagliptin phosphate,
Vildagliptin
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[FAHA ]
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oz dv, 1359 Aoz 2
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AL Adg
18 A 3097AA 2 YFAE AAEH,
A A 27z Age

S
=
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Aol 2FF ol 3§

A A
CBI7HAME Y Yel A 15E R E 92
o2 59, 1559 HAveg Xw 5FHE
ZIHat7]l olE& ASole 2%E o9

AE ofefe] ofAlE HPHY AN 8%

13 A A 30L7HA 8 gEAE JdAE

FAE JFF

(1) Triazolam(F": &4 T) © 18 AT
Al 3Folu

(2) Chloralhydrate(F%: £IZEAE ) :
2 ukr] 25 o

(3) Midazolam™ 74 (F1:
EWZFY B 15X LA ¢

3. thyh, ofe} T AHSolE 13 AW A
Hdl 0U7AA 1A THEE

6 -
7h E71EA, 55 AAGRE v 824, §

2
AeADRA, FF AALBA

. 2% = Bsta, SIHAE SolA A

e Ads AAT

o, olle} 2 AHLdE 13 AW A
HAd 90971A 9A sed.

27105 Agsa dE
Zol s gudE AT

ofAli= obels
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ST 4 3 A A (<) A
v A4, AUIE, 48 Tor ddke A7 -oF & -
o] £719 % A% 7}, Triazolam(F5: &A1 24 %) : 15 A
Al 3Fol
1}, Chloral hydrate(¥%: LAZAH )
13 A4 2% oy
t}. Zolpidem 10mg(F1: 2Yx2410 |-4 %3] Zolpidem
Ada® F) 1 13] AW A 4F ofd] | 10mg® IS
4. 3709 ol FAHNY FE& AV B84 HIYPF 2o Trdste] durygE
A 6712 g ret S A G AN A7 A A of FH7IZE A
) 4 SANHE F7H - dEE F AL g,
2 gEFAGR & FUBIES AT
5. Benzodiazepine A€ 5& FAE Z$ 29|50 dIH &
Z 3 (withdrawal syndrome)2 dod
glol @xtabelel wek 4716Fe 23 172
Frith 10725% 5 F4stEA] Fosl=E |
T35k
#* AEE o
Alprazolam, Bromazepam, Brotizolam, Alprazolam, Bromazepam, Brotizolam,
Chlordiazepoxide, Clobazam, Clorazepate Chlordiazepoxide, Clobazam, Clorazepate
Z1q -
T 4 3 7 Agh) A
dipotassium, Clotiazepam, Diazepam. Clotiazepam, Diazepam, Ethyl
Ethyl loflazepate, Etizolam, Flurazepam. loflazepate, Etizolam, Flurazepam,
Lorazepam, Mexazolam, Midazolam, Lorazepam, Mexazolam, Midazolam,
Pinazepam, Triazolam, Zolpidem. Pinazepam, Triazolam, Zolpidem.
[142] A4 8 U A
4 3 7 AR
A
T AFAR71E 2 8 ST AFAAG71E 2 By
Golimumab |L. #17FA1& 9 oA otk 22| Golmumab |L B/FAFE B§ UelA olds 2o—eH ZoI=s =
ZAA NEoz Fo A RFFAT | FAA ANgom Fo A aRFAE AR| FAIRIAT 4
(9 o, B QAFNE olfdE @ (W dm, B QENE el o WLEIAEFH0D
AAUZIBE | AAE B4 PHES B EERECECIIEEER S S goge]  FALe
A @A F50d # - o} # - A YA F50E - o} g - wet A EFE9
23 7k dlel €54 ¢ JPE FretEla D9 %) 7k Aol 2854 2 AHA4 FutE| o ‘5E 713
FE4 23 E
1) 44 1) Bl -F%F 4<% FulE
(the 7h, b =dE FAe £ ACR/EULAR  F97]#(20109| =F= g9 A7)
= 3% )l gt Al FutE2 £ HS IAF
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4 3 7| AR
A
= AF-QA7E 42 B e AF-ARZ71E 2 I
7hel=FetH 288 (ACR)  REX #4249 A2 F g AsAd I o2 FLEHE
©715(1987d A A HEsI= Gt F A FFH ol DAS28(Disease
Aol Fulel~#Add A T F MTX (Methotrexate X3h ]| Activity Score in
Zo €54 P4 FuiEA @4 DMARDsZ 6709 o] 47} 3/¥| 28 joints)7 &S E
d FAZEN Of A5 ZHES o]d) AmsYoy HzmadArs HAEIG AR
A B AS HEsAY, A7 A EY F FEE I
(1) AETH 74 % (BESR)>28mm/hr 4 S0 AR FAT AA(T
o]AY  Cwt& e E(CRP)>2.0 gk MTX Ap§o] Hrbsst, A
mg/dL B 5L A 59 HASdE
(2) o} 7Aol 45% o] A&y MTXE A% F 7HA FiF o
Aol e 2] DMARDs AH-&)
(3) 24 FHEprt Az 208H - - -
ool A & F 4742 ¥ 7}) DAS289] 5.1 =3
Ag x3st 6848 o] BS 1}) DAS28¢] 3.2 ~ 5.1°]3% 4
Oh A, 5 FE TE Y A AA A AE &4 JY
T 8 RFoR Hut ol A= AL
b oA, ddgel: 54 FEE
% (Passive movement)2] A ¥ I.)ASZB_(I_)isease Activity Score
@ m =20z ma in 28 joints)
13 -
4 3 i A
AL
7 AFAA7E 42 B &= AFA371E 2 I
W F A EF A MIX 2R o DAS28(ESR) = 0.56%+/ (TJC

9] DMARDs(Disease Modifving
AntiRheumatic Drugs)® 6714
ol (7t 7MY o)) AEBIGL
b 5577 AEFsAY, A
gL RALE Fom 7
FEet A}
MTX(Methotrexate) A& ©]
e, 43 22 ARA
A4-9lE MTX (Methotrexate) &
Ae F+ A FF oY
DMARDs A&
2) H7pE s
7h & FAE 3L A8 B
o)F BUHA AETIREE
(ESR)>28mm/hr °o|AY CHH-&
|

=

Y
—_

off mr Ll
o

(¢}

U

S A(CRP)  20me/dl  ol&}
A% T % FAESR E:

CRPy7} #Hx EANA HU

28) + 028x/(SJC 28) +
0.014xVAS + 0.70xIn{ESR)

+ DAS28(CRP) = 0.56x+/(T]JC
28) + 0.28x+/(SJC 28) +
0.014xVAS + 0.36xIn(CRP+1)
+ 0.96

o)
)

TIC: &5 #&EF
C: BE A4EF
A A e

w2
i

VAS: 3z}

©

2) F7Hy
7hH & AE 67MA X8 (7F]

£9) ¥ @7tA DAS289] 1.2

ol 2% A% F7F 64€
Zt9] Ag(63 Fo)E Q1A
3t
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d 3 71 ARH
AHf-
T 2 AF-QA7E 42 B ST AF-ARZ71E 2 I
20%6014 7% A=A
W Sd8d e 2 2E)7) F
z Fo4Nd 3 50%el4 #
2% A$ F7t 693 ALS
63 TS 9AHG
the]|Foll= 67199ttt F7H63] &
o Fysted A 3MEAe Hot ) o]Fo = 67/EwHtt B 7H6F
237 fAHY AE&EA Fo o )5t A 6MEA H
g AR 7t 237 fEE AEHHY
U~} A FAE QAT
2~6. A= vh~t}, @33} S
2~6 349 ZH
[142] AR 24 A
5 & 4 3 7H A ((H A
Tocilizumab ~ [317FAFEF B9 wiellA oleliel 2 7IFo 2|8 7Ae He ol ofee} 22 7IEeZ|-FF A¢ FriE22
FAHA B A 8%FH9E A, T ARVE o|F9 A 8YTHE AR, F ARVIE o] BEAY AUr|ES
45
ST 4 3 71 A (h) AHr
(F9: dedets) (o= =+ dAE 37 FFESE 3 Yoll= g HAE A7 FeESE I - FAHez ¥
-oF - - L= =
7}k B 7h Tl it DAS28(Disease
2+ 1), 2) 205 A FH3= B ACR/EULAR A &715(20103 A A)o| Activity Score in
1) FI=RaE283(ACR) #FXV7IE  F3Hete 4 FvgH2 Ad9 34 F) 2R joints)7IFOR
(19871 Ao B3sie= Al Frlelx) g @FkA 4 gt T A FH) dAHsE A=
#HE2E 2 F FFY G4 Y F o)A (MTX(Methotrexate) X3 2& WEE
el A AEY F3AREA U2 459 | DMARDs(Disease  Modifying  Anti
A& FAo 55t B¢ Rheumatic Drugs)2 679 o]AH(Z 3

7h ¥ 72724 E(ESR)>28mmvhr o)
1 C¥r-8Th e (CRP)>2.0mg/dL

) bzl Aol 458 o4t A&FHE A

# o

A8 o) A5FFHe v A5 FaFA7 v

FaAAY, 47 dAse vRE o=

A2E FTE3 FA(GT MTX AHE<]

o) EARE 7 Hol® 20 #F olAte]] HiEH, 49 L JdRAH Fo] F
Av g F 44 difdS E3E  fdE MTXE AL F 74 E/F o
63t olatel A 49l DMARDs A}-4)

-0 & - - & -

(1) ZEA, &5 F5 45 45 4 7 71) DAS28¢] 5.1 =74
Zoz Hr} 1}) DAS289] 3.2 ~ 5.19l3 G4 FAL

2 o7, g9l FEdH HAHELF 4 #d &390 Aol Y& AL
(Passive movement)®] A3t ¥ B5

% DAS28(Disease Activity Score in 28
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ST 4 3 A A (<) A
L= Bt joints)
2) ¥ 7tA F5% o] A MTX(Methotrexate)| | = DAS28(ESR) = 0.56x+/(TJC 28) +
¥3)e] DMARDs(Disease Modifving 0.28x/(SJC 28) + 0.014xVAS +
Anti Rheumatic Drugs)2 6719 o] 4HZ} 0.70xIn(ESR)
3Y o4 zslgou zaws |- DAS28(CRP) = 0.56x/(TJC 28) +
MEAY, 4] epAgd wag po| | 028/EIC 28 r 00VAS -
2 ARE U8 A g MTX ALE 0.36xIn(CRE+1) + 0.9
of BrhEE. A Fe AR Foll |
Agols MIXE AN® F 74 8 | o1 w yas
°l%2] DMARDs A8 VAS: @4 Augel Jens
A Pa . o
D ¥ A& AL AR F FA Al H 1) T FAE 674933 A8 T FHuA
FTAALZ(ESR) 28mm/hr  ©]&ko] A DAS289] 1.2 o] 449 A% F71
U C¥kE 2l (CRP) 2.0mg/dl °l8tel # 67 93re ALES QA%
£ T F FAHESR = CRP) FA
Az FoiAR Wk 0% 4 HAH F
S 2 A
2 BHRE S(4E Y 22} Hx Rol
A% Bt 50%014 BaE BE Rt 6
AY7rel A4L AR,
47 -
T d 7 Agh) A
3) olFel= 6/ttt FUtE skl A 34| 2) olFd &= 6/1Euit} FrE ] A 671
L9l HrF A7 {FAHHE AEHHU e @7t A7t FAHHE AEH
FoE AA G ¢l B4 E AFE
o} A o @99 25
[219] 71€t9] &=8A 8%
| 3 7N B(eh)
A
¥ 2 RAYAE 2 P F 2 ARAY71E L B
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7 HAAE g A o A 7F A9 2 A8 =4 ¥ F 45
= AL 7K B AR
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4 3 A (D)

A
7 # ARAYAE 2 I F o8 ARAYAE 2 Y
09mg/kg HHAANA 2FFoiE 4 09mg/kg BHAANA LFFAE
3. 14,

#* FEA

+ Textbook of Critical Care, Sixth Edition. 2011 by Saunders, an imprint of Elsevier Inc. Chapter 34 Management of Acute Ischemic Stroke

- Emergency Medicine: Clinical Essentials, Second Edition. 2013 by Saunders, an imprint of Elsevier Inc. CHAPTER 100 Transient Ischemic Attack
and Acute Ischemic Stroke

- Goldman's Cecil Medicine, Twenty-Fourth Edition. 2012 by Saunders, an imprint of Elsevier Inc. CHAPTER 414 Ischemic Cerebrovascular
Disease

- Braunwald’s Heart Disease: A Textbook of Cardiovascular Medicine, Ninth Editon. 2012 by Saunders, an imprint of Elsevier Inc. Chapter 62
Prevention and Management of Stroke

-6 EF AEAA AAT2013), HEF L4dTF AH

- Minematsu K, et al. Guidelines for the Intravenous Application of Recombinant Tissue-type Plasminogen Activator (Alteplase), the Second
Edition, October 20121 A Guideline From the Japan Stroke Society. J Stroke Cerebrovasc Dis. 2013 Jul:22(5):571-600.

+ NICE technology appraisal guidance 275. Alteplase for treating acute ischaemic stroke (review of technology appraisal guidance 122). Issued:
September 2012

- Acute medical and surgical management. In: Clinical guidelines for stroke management 2010. Melbourne (Australia): National Stroke
Foundation; 2010 Sep. p. 38-67.

- Executive Summary: Antithrombotic Therapy and Prevention of Thrombosis, 9th ed: American College of Chest Physicians Evidence-Based
Clinical Practice Guidelines. Chest 2012:141;75-47S

- AHA/ASA Science Advisory: Expansion of the time window for treatment of acute ischemic stroke with intravenous tissue plasminogen

_19_

activator: a science advisory from the American Heart Association/American Stroke Association. Stroke. 2009 Aug;40(8):2945-8.

- ESO Guideline Update - January 2009: Guidelines for Management of Ischaemic Stroke and Transient Ischaemic Attack 2008. Cerebrovasc
Dis 2008;25:457-507

- LiBH, et al. Meta—analysis of clinical outcomes of intravenous recombinant tissue plasminogen activator for acute ischemic stroke: within 3
hours versus 3-4.5 hours. Curr Med Res Opin. 2013 Sep:29(9):1105-14.

- Maiser SJ, et al. Intravenous recombinant tissue plasminogen activator administered after 3 h following onset of ischaemic stroke: a
metaanalvsis, Int J Stroke, 2011 Feb:6{1):25-32,

- Carpenter CR, et al. Thrombolytic therapy for acute ischemic stroke bevond three hours. J] Emerg Med. 2011 Jan:40(1):82-92,

- Ahmed N, et al. Implementation and outcome of thrombolysis with alteplase 3-4.5 h after an acute stroke: an updated analysis from
SITS-ISTR. Lancet Neurol. 2010 Sep:9(9):866-74.

-Lees KR, et al. Time to treatment with intravenous alteplase and outcome in stroke: an updated pooled analysis of ECASS, ATLANTIS,
NINDS, and EPITHET trials. Lancet. 2010 May 15:375(9727):1695-703.

- Wardlaw JM, et al. Thrombolysis for acute ischaemic stroke. Cochrane Database Syst Rev. 2009 Oct 7:(4):CD000213.
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W = 7R 5 O]’E}(N'ITX(NIethoUexate) xz
ghol DMARDsE 6714 o]/3(7k 371 € o
4 Ao Az A A FEAL
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: ThEE MTX Abgo] B7F53 7hsh
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=
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4 #A 240 Ao Y AL

% DAS28(Disease Activity Score in 28
joints)

DAS28(ESR)
028x+/(SJC 28)
0.70xIn(ESR)
DAS28(CRP)
0.28x+/(SJC 28)
0.36xIn(CRP+1) + 0.96

°

0.56x+/ (TJC 28)
0.014xVAS

+

+

+

0.56x+/ (TJC 28)
0.014xVAS

+

+

+

TIC: &5 #4dF
SJC: 7% A4y
VAS: g4 Ayt
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ST 4 3 7H A () AHY
) 7 2) B7h
7hH & FAE Y A F EUHA ESR| 7N B AE 69T ALS F EUHA]
28mm/hr €] kel A1t CRP 2.0mg/dl )3}k DAS28°] 1.2 °|3 2% A F7F
7% =¥ ¥ FX(ESR EE CRPV7F H2 671 97ke] ALES QA3
FAAY dr} 209604 24T B 924
W @49E 2(UE 2 37 Hx FANH
B} 0%l ZAE A4 F7F 671831
A Q1A-F
h) o] ¥l = 67 dritt BLE st F MR Wb olFel = 67l Eritt HIME she] A 6719
9] Hrt A7 FAHE AEHR] FoE <l Aol 7t A7 FAHEE ASHR] Fo
761‘521’-' = o];{—léﬂ-'
Zh~u} A g~vh @ 2
2~5. A 2~5 d¥4 g
[639] 71€te] BESHE AA
TR a3 A A () A
Eculizumab FAH] |8 714 B9 Woll A ofgist 2 7S EE7MAE B9 oA ot 22 7ES B
(FH: T HESe BE 24F9dE AN, T AT ¢SS BY 29395 A, ' ¢
el aF B71E olddle g AYE FAF EVEARIE oldde 4 AdE S RRE
= = g
4 -
T+ = 3 3 7} (&) Ak
- o - - o -
7t B 7b B Ut
Aer q¥4 2
v A9 g v A g
1 #F¥F FE(Granulocyte clone) Z717F 1) d37 7L
109% ™ k1 3k}
2) AAEEA W] e F F 7HA o] 2) AR T
Ak oﬂﬂ-ﬂ_‘ L o
7} BF T4 05X10°9/L v gk 7h #8983 #E
W) 494 20X1079/L =gt W) A28y ZE
o} TAEE T(Reticulocyte) 25X10°%L Pl o) A E T (Reticulocyte) 25X 1071 PI%t 3] QFA BAT
2h F%2) 5 ANZ Y Bore mamow hypoodldaity) | 2H 239 2S
3)~4) A= 3Iy~4) AP ZE
o g &3 Hr) o A8 73 F7)
AR AR F o egrttt RUBFEe| AE AF F ou 6710ttt U E P
Fo §32 oARZ HuME Fo §3 g2 FHUutd
) BUEE A= D ZUHY A=
e A 2
2) 59 §A4 71E 2) B A 71E
F7 F e BE AL ofdd R F7r F e BE AR ojdd §
EAHE E F UE EAE & F A
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AY EVHY A= AS
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o] £ee A% FAE 6719 35 o
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<A 4>

3 A ?%»3— (2, e A
of WE B¢ 275 AZste
ok 3

o) £2E2F Foo= LDH/} B4 4
32 154 olatz 23 A% FAsA
&= A$ £+ LDH X7 A%
9] 159 oldz §A3sdrt gA
15v] oldeoz 63 A% ez A
$(LDH A} F71€ 27452 §)

) £ddaF Foox M7 %43
Hol A& HAZFEHAUE #A
3o &= A

) EedrF Fdix
2AT BS

(&, 19 ool A Fdo] g3l

Az dHo]

43 -

e

ool
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7} Agh)

Ne AAsdN NES &)
W) 6749 2 1249 mueg A ohg

% % A ol BESe Age

- 3FTF 05 x 10°/Lv ¢

- 23 20 x 10°%/LA

— %A (reticulocyte) 25 x 10°/L
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A} Allogeneic stem cell transplantation
=S A3dsle PNHAH T4 334

-l

oh) 12744 RUHH A AHPF A7

10% wgtelw LDH7E A4 A3A
o] 3¢l o
(EdaF & 6719 s9sa o

A EaAA Az B
A) 7ek A4l FolFAst B st

I Adds 4¢

¥ FEFI A ¥l (Allogeneic  stem

cell transplantation)?] <14 7]F%&

FEe 2% A4 AR PN o
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T d 3y | AhH A
Al 8. ﬂﬂja ﬂok ﬁ' .
g ~mn} Ak g~ul AP 2L
<2t A>
[218] T 97 38
ST AFAAZ7NE 2 FH AHY
Ezetimibe 7474 |1, &7 e 2 [derd ] u 85 54 “AFAE 59 oA a4 [dered] ux8EH
(F73: o]AEEA 2. otfel F|Fsts FFol LG5 E AASH, F AAVIE olYele g AL AVHEAN =FA7Z, A
) 2aEZ I ¥ SIARERS AHA g
- o'l_ ;qjl_
7}, HMG-CoA reductase inhibitor®] A #& A1&3 oy ¥r3o] 283E# o AL
v, A4, HMG-CoA reductase inhibitore] H & o|3}2] &3& A&z o
1) BESEFe] JoagoF Qe A Foz e o] oy E F¢
2) HMG-CoA reductase inhibitor®] H o3 A& & 2L 0F sty §3F 7FE o
A%
o} 270 olite] 7IE mAEF AF FEo ESAH TS F7d AS
[616] = #%o], 43 F&3= A
ST ARAF71E 2 9y A
Colloidal F7FA1E e oA olgl B 7FEoR Ry A 8YFdE dANY, F JdAVE of|[dHaF] dRTA A

amphotericin B
50mg. 100mg

gel ozt ANg BAF RYES %




. Fo47t 87 Ao dig e

1) Amphotericin B deoxycholate(E%: E7&F) £ 3 A
oFEl J(SCr) A7} 25mg/dLE ZFAstA ALY AT A
24 oo ® AEE F$)

g

715l vy A(EH A
2A oA (SCr) A7

($%: - o} g -
FENEANUED | Amphotericin B deoxycholate(EH:E72%) B2 g3} o] Amd AgagrA &
B A7h Bobsd A9 ABHFALANE B} B,
_ g g
7} NEAdd O3 1=
1) 271 gete ARTAE 74 S FAsGod vgo] gl Ee(d: HEqE, T
E2%)
2) % -& % (Amphotericin B deO\Vcholate (F%: £7]12F)) 500mg ol4< ¥4 3ot
Zel ALHAY dFHE 2S¢

e A

2) FAFA B A 750 olv] WA JE AS(SCr FA7F 2omeg/dLE: =33 7
)
3) e FAq@AE ol dikgolut kR s UlsiME f4dert #adted R FH
FALAXNE Rz 4G
[616] F2 30|, A5 A& 2
T 2 AEAA7IE R Y AR
Liposomal |1 7bAl&k 59 ol A ofeho} 2o 71E 0 Fol A Foladg ARF Z 5ol Falo|[LLA] FdTA A
— 47 —
amphotericin B SIFAE dAgsiy, T AFVE oYl Az AL A REFEE I 23 Asie] AE A
FARA - o} 7 - ARkS AR
.
L 7} Amphotericin B deoxycholate(F9: £7|£F) T2 R Fd dastgAY} F471 71

GHEFAD
3 ASEA,
Es

Z4o] ALHAL GoEE %
3 27l 2sH AL AB A%

ZHstE 7Y, kAR A SCr #ATIAFR)7E 28 oo w FedE F)
W @7 FoA Alv1el ofn uA Sle AS (SCr A7 25g/dLE 2

9t

onl

D AFAERTLEF #Ud8 29E= EX(Proven) B A9 E G =(Probable)7Z §-9l
2o Al AAEEH, ZHEEHFOE Fo A M5l A E(Possible) A= AAHT
2) Wi #elqreiy }%‘” H7td &8 - &% 29 A IA
v EAFg3A o] 2 (BMT) &4} 2] 'sz3 ZaFe 2E, <9 Ads
Amphotericin B Deoxvcholate(“‘ﬁ- F71EF) B+ Itraconazole FAMA 2 8o 293}
SAY FA7F E7M5E BEe AR F.
) B3k
7h HE & Fgle BEHE A 5 TTAT FEE dA
vy slgol He APl Hol 2% oy e AEF 5-79 olvlE 4T
2) A5 dHT 7E
7h A7 @ Ehe dAFAE 79 TS FosF o vkl e A(d: HFE et
Hlt:j,z]_:_
) 7382 Amphotericin B deox;cholate(%%’ E7]12 F)] 500mgeld Fo dHon

7h A7) &) —r°4 F 271Fe] vk A (EH Z e U(SCr) A7) 2.5mg/dLE




h 2 EAPE ol gdtEol}t 7H4A Agdl i 24 Audte BT A¢
FoALHEAE FEdo] JAHF
2. ARARGEFEFY DS ELE A Frole dAdTel FEEA FrigE 14 ¢
A2 Eo AoE 3¢FAE <1
3. 37 HAE st ofHig 2 VELE Bo A g Adg B RPEER
3k,
= o} g -
O ¥ 2710 4(Solid organ transplantation)2 = <% JdAE LAET FHEIFTHE
F, A7 FEAL e A 5o AT dw
¥ A7lold & § FAII Fodw Foste e AT
[629] 1€l &srayAl
ST AEAA7IE 2 3 AHF
Anidulafungin [ 7HAF H9 WA of#fiel 2L VS E Bd A 24F5AE A, € JdF7E o[dwre] gxmA A
FARA o= kg ddg AU HEEE g A3} d-sle] A 34
(FR: o ga s -oF # - AE A
1002 d29) | ¢ vhe A# o2 Amphotericin B deoxycholate(E7: F7]&5) A8 &3 o] 4
SR AY Fo7t Bt B
g e -
~ 49 -
7k, 4
1) HegdZE
2) et g o S94E
3) otk el o3 BAW wd
. Agdde g 71&E
1) Amphotericin B deoxycholate(ZH: F71&2F)8 7¢ ¢ Fd3s5 ey dgo] gl
Aol AHets, TEAE)
2) 2 & ZFAmphotericin B deoxycholate(Z7: £71&5)] 500mg °l4& F49 stgont
Fol A&HAY GFEE B
o F97t E7bed A4 A 71E
1) Amphotericin B deoxvcholate(FH: E7|&F) B F 275l vuy F[EH =4
S}EIU(SCr) A7t 25mg/dLE 2FH&3AY 714 A Z o d(SCr) FA(FAE
o A Fx)7F 2w o] dezE AeE A9
2) FRFA Fo] A ATl oln uywmA e AF[EFZdleld(SCr) FA 7
25mg/dLE =33 3 -¢]
3) e B @Y ol dutgely A A dEjAe 4o #dstd R A
FA4L0E Fxste A4
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[629] 71€t<] st ayAl
7 ARAA7IE 2 Iy A
Caspofungin  [S{7FAFE 9 oA otdigr 22 722 5o Al 4T E JdASH, 5 AF7E of|[LerdE] A A
acetate FAFA] |9JollE= oz AR A RPFEE G A3} Asie] AE A
(F49 - o} - ARRE 2HAEE
ATEF) | 7h F47IE
1) Amphotericin B deoxycholate(FW: F71&EF) X5 AHSGAY F47 E7l53
AT UA7
2) dAZkA} IFABMDEAY  IEFET T4AFT 2d 9 AHE
Amphotericin B deoxvcholate(F%: F71£3F) EE Itraconazole A4 X =o] A
stEAY Bo7t Brbsd Afd AT
o 7|3
7h 4s ¢ FeE BEEEY A4 S Ta4aFol I§EE yaA
W) gl HE AgdEs Ho 2F ol EE HE F 5 7Y ol JdFE
v Az g e
1) A7lel dgdate ddEAE 78 ¢ T o wgo] g A (d: Aot
g A %)
2) ¥4 -& = Amphotericin B deomcholate( : E71EF)] 500meeld e Bo oy
FAol A&HAY e 7
o Fo7t E7HEe S o vlE
1 47 FrTA o T 27150 uwA F(FH Ao Y (SCn £ 25m/dLE
5y -
zdatdAY, AT H SCr FA(FAFAH 27 28 oo 2 A4FE 49
2) qFgA Bod A7)l on vwA ole AL (SCr +A 7 25mg/dLE 273 F
2
3) OE Fof@d oldwhgolu A A UM vt Bustd FoE A S
FAALAANE Fxstd AT
[629] 71€t9] 33t YA
TS AFQAA7E 2 Iy AHr
Fluconazole A A 1. S7MALE B9 Ul A Fof Al a4go & L2 T [gere=] 3=
(F94: 2. VAL HAE R3S otgle 2L VLR FY A I A4S FAUL FRHEE MY s 7
HEF0AE 3. AFE A
0L 2%, - o} g -
UFFRARFAL o 31%’ 71014 (Solid organ transplantation)22 ¢13F AT g 2998 SAHEFT 4L
100mg 5 %ﬁ 4717 F8AL0] A A9 F)e A@Ad o
} Ae Z7eld e F 247 5w Bose AE AFE
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[629] 71et9] 5132 yA

7 AFAA7IE 2 3y A
Itraconazole |1. 7S B A 5o A 24359 & %5—‘123 . [dvrg=]] gz 2
T A 2. 7L HHE 2Aste obdfst B2 VELER Fo Al g HAL A7 FHES U gRs] 2 24
(F4: 23 ARRE A
AsExEmAA T - o} s
O 1E 7] ]2 (Solid organ transplantation) 2 A3 AF Y 19d T A ESFTH
&F, A7 AL e A )Y AEdd o
[629] 71€t¢] 33 HA
e E AFAAZIE 2 By A
Itraconazole |1, S 7FALEE B9 Ulo] A ool 22 7|F0E Fo| A Q%FAE UM, F AAE7E|[LdwAF] FdHTA A
FAA] olelell= okgk AL ARV HEEE 3 A gsie] E A
(Z: —e} g - AHRE ArAE
2ZeE2FA )| 7L BT E
1) Amphotericin B deoxycholate(£3: &7 EF)E A Ze] A FAY T2 715
A5 JAAF
2) BAZFgdAY F4ABMTITAY EF124TY 24, ¢ A%E 13 A=
A3t
o Fo7|zt
53 -
7h €S & FRE BEEEY B9 AT T RAT IAEE Yrx
) dge] HE Afcls g 25 ol B dE F 57Y o2 d9FE.
v A mdde g e
1) Amphotericin B deoxycholate(F™: F71E€F)& 7¢ & FAsH o §H&o] gle
g (d Aot dEAE)
2) T% & %[Amphotericin B deoxycholate (£%: F7]&F)] 500rgel & 9 9ot
F4el AEHAY & B¢
th o7t rbeg Aol de 7E
1) Amphotericin B deoxycholate(E%W: £71EF) F4F AviFol vuz A (A=
ol d(SCr) §37} 2oreg/dLE ZF3IAAY, dAFS A SCr FHEIAFH)7) 24
oo g ded AL
2) qXTA Fodd 47wl ofn A e A5 (SCr #AVF 25mg/dLE 233 7
)
3) OE Fodd olgwtgolut A A diEiME A7t #udtd Fodd H 4
FALANE F23A AT
2. HUMAME HAE xRS otEglet L VFLE FY A I Fd9E AU K RESE
3.
o} -
O Foud 238471014 (Solid organ transplantaton) 22 13 FATHE n@T FA
(EFT24%F 2710 T34 A= 76‘—‘?* 29 AFgg o3
# 7)ol £ F F4717 Fetolwt 3z e AR
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[629] 71et9] 5132 yA

T & »AA7E 2 FH A
Micafungin =~ |1, 3]7}AF3F H19] oA BEo] A] @okFo]=2 ¢1AF. [(€eegdz]  FdA
FAHA 2. /M F HEziOoEd gogs 2 ve gduogd 98 A7 E(Acute| ET FEse] E 3
(&% disseminated candidiasis, Candida peritonitis and abscesses) X &¢] %o} Aol o} o} NS 2HAT
wlo] LRl A} e 7EeE B A aFFHE JASNHE, F AFVE olfdE 43 FdE AU
50mg) Bge= 3
-oF = -
C Amphotericin B deoxycholate(F%: E7|&F) A5 g3 Zo] AR AY F47}
Zrl=g AL olAe
g e -
7h A2 gig vE
D A7l sidsts 2ATAE 74 5% FAsFou wgol sl FH (d: HE g3
TaA %)
2) 734 % ZF(Amphotericin B deo‘ivcholate( : E71EF)) 500mgeldE By ot
Fel A&HAY dsEE 4
v, Fort Eted A9d g 7]
1) 27l A Fo & 27Fe] v A (EH 2 EU(SCr) #4171 2.5mg/dL
& 2Fs9AY 714 SCr FA(FAFo A F2)7} 28 o] F o2 Fsd F9)
2) ddaA Fo A A7Fo] oln A e B (SCr #A7F 25mg/dLE 2343 7
+)
55
3) O Foq@d olgdtgolut kR AFd tEMe d49rt gty 54 A%
FALAE FRee AAHE.
6201 71Eke) 8h8t A
ST ARAagdrE 2 4y AHf
Posaconazole(Micr |31 7FAFE H 9 oA oleie} 22 7|Foz BEo A QL4FAE AASY, 5 AA7IE o[dukdF]] I TA
onized) 40mg/ml [¢ldlE <3 FAE A7) RPES I Az BaEsie] A
(F7: A - o} g - APFERE AR
g C XEHE ATLAE A%
- A7 5FT FaFol dFHAY A ITEEFA 22 el & FHEF
duggoly ZFoPAFFLOR BH-FE FSteWE Fn e fAoA HAF
A ATdgE o
[629] 71Et<] 3}3te YAl
TR }"]]-‘?-.17517]—1’-3 i A
Voriconazole A |317kA1eF M9 oA ofgf 9} 22 7|F0=E £ A 2¥T9E A, 5 AA7E of[dvrg®] A
(F3: el ozt AAE AU REEE 3 Aast dsle] A 1
ol FA - o} g - ArFERE A,
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HolHA=A) 7}

L ’?‘jé"* °]"“J1]
2 + Amphotericin B Deoxycholate(F

CENE —r)-4 5‘]» o thg3t Zo] A dAY, FHUt BVl AT
7h AzAsfel g 71F
(1) Amphotericin B deoxycholate(%%‘f E71E
= B Agds e
(2) 7A%F[Amphotericin B deoxycholate(F % :F71& F)] 300mgeld& F4 g oy
Fode] AHHAY ostE= A
) Foi7t Bt ASe tiEd 71E

O Felma olgumgolt BaA Foe AL APt B
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)8 79 T F

Ao whgol gl

@ate] FAF g Fo
2AME Fxste] AHF

. B A

D AFAY ohaFAEA R LT

2) %V‘g:xé o}\gﬂgﬁ

2 454 AEEgAAE A FAE FRTA
(Amphotericin B, Voriconazole ¥) ¥ & % A 7A=E AIT Do Ao Ad& 3¢
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