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3 BoF 53] AIDS, 43 o] Fudk V1A HI3S 7}

I EE ool B HuHsY

-9 E&kAl Ba1¥(21/10), E5kA HAlE(21/100 ~ <1/10), S3k#] A X 1% (21/1000 ~

<1/100), =& A Hi1%(21/10000~<1/1000), =5 == A X 31%(<1/10000)

ALA| A IR o] 33k-3-
g 9 gxA o] == FHETS, HETRAT
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HA A o] A== ¥ ol Al 2, HAHF
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ANZdEds
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AZAA ol =3t e
=5t & 2t A7)S, 7ol wlZbol
=E2A g4
A7 2 HE o] =5t & o] =] 4
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HEEA ol 3 ALT(Alanine aminotransferase) =
71,
AST(Aspartate  aminotransferase)
<7h
3 % alkaline phosphatase 57}
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o] o} e FEE HEEGIA YLt/

- A AEZglol = o] ¢ky} AAlEZglo]l= W& o] A] Torsade de Pointes 2 ¥33F 49
o] AH-S-o] HuHEAHFYL o] 2k200mg A 1 ¥ 1 3] Fol)3} AJAZ o] =(20mg A 1 &
4 3] Fo) HE&Fo & SAE dZAFHANA Az EolEe] A EE TV 2 QTe
Aol vebstsuUth weEbA o] of3 AApZEto| =g W EFolshA] aEy

s
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- Hadgud: "2duvda A olEA dxHdAE Fof v SxloAA QTe 1+4 Id%
o WEE FF5 AFAWe] HAHQong A4S AEAF] FAHAFUTE o] oS
1 ¥ 200mg Fof 3 AlEL QTe 14 AFS ATshA HIPFULh T o2 AJF(e] oF 1
% 400mg, 1 ¢ 800mg 7o) EHIZ#|UdS W& Al o] ¢ 1 Y 400mg H=& 1 o] &
o] Fo7t HEdUde] 8% v5E5 4938 T7MNS BelsUth o °F 400mg &
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S HALE: o] ok WAHES] @AFEE /MY 4 AgUth WAEY §¥xde] Way

- dlzEZol=4 @UZAANSADS); ERHIEEd s Fojo] wa) o] okw Waro
| 2wz zde] Cmax 9 AUC 7} 7}7t 23%, 81% Z7HKl<Uth ol gk fA1EHA 24

u o] 5= 2 7 (400mg)eEFolo] Hla o] ofgl W& A etmatd 34 o4 [S-(+)-o]

>

Ex 23] Cmax ¢ AUC 7} 242} 15%, 82% = 7}313d <54 th.
EWE A vl gA|NE o] oF& cYP2C9 o 9§ thAlE = ©FE NSAIDs(el U EE
A, 2EA1ZF AZ3AZ 22999 Al =5S S/ 7FeAdel syt o ke

7} NSAIDs #& =Adol tis] wldsk ZYE o] A5 Yt NSAIDs o] 85x4do] €33

—

- AT S AQAL e8P TEAUENL FFE QA WEol Bl F A pEay

A7 FAFEAFYTE o] oF 1 ¥ 200mg Fo] Al ethinyl estradiol ¥} levonorgesterol 2]
T

40%, 24% S 718k Wb o] o 50mg & Foldk Aol e TEE 3

.
of BAE LS NAA AASFUL mepq 9o §3 g vslewe ErauE
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FEs W A @2 ASs] RYUEHE sfof

- AR UH 2 o] kS poglycoprotein A3 2 CYP3A4 o] o3k AL UH| 2 AL A &
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&2 o 50% FAARUT A2 g3l WA & At
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717} 84%, 74% S7HAFY T A

=
=

°F 128%7H4 AdE U ©]

Cmax ¢} AUC
HE-S- WAl o

il

H

Utk A=

CARISEE Y

3

=
T

3%

I

5o

=

o17d el Wl ZE =0

-
|

o] ¢f 1 9 50mg F4

=
Ut 1Y 200-400mg

o1} 9

‘g 2H & 0]

1
o)o

- e
A

<|m
ox

A
o

N
el
;oO

jgace)

HZol= FXd

d

3

)

olo

1=
T

20%, 107%),

A

A 400 mg

N

A 12 A7k 400

e

=
=

A OZ 57%(90% CI:

|

3

ST ol o]o]

3

] 59 24 A7+ wit} 200 mg Fol)9F A& B =
UE7 2

=
By a9 Cmax & AUC = 77t

(o]

ol A xe
LAY 2

J

o
=

Al
FA] S

]

- B FUE(CYP2CY, CYP2C19, CYP3A4 A& A)): o] <ko] A& AA(

79%(90% Cl: 40%, 128%) %7}

o ¥, 4
ol

o

TR

A4gg

of tjst

=

Al
Aol 7k gofuiA

P
E=RE i

1, AHEE, Ak, S50l

=

KI1312

A

KeR
=1

o] ote] TAls)



AN

A 3 N9 (1% trimester)o] %31}

ORY

o]
.60

7o

ol M=
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A ztel] ghale] wdkete] =g o] o]¢} e AFELS FY FE ARE EdA b
7] vkt

[Z3T9H
28, 100 71 <

* 2 HES H20A DAIS AHIR T BARE
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	<효능 및 효과>
	1. 구강 인두 칸디다증 – 이 약으로서 첫날 체중 kg당 6mg을 투여하고, 다음날부터 1일 체중 kg당 3mg을 투여합니다. 재발방지를 위해 최소 2주간 투여해야 합니다.
	2. 식도 칸디다증 – 이 약으로서 첫날 체중 kg당 6mg이며, 다음날부터는 1일 체중 kg당 3mg을 투여합니다. 환자의 반응에 따라 1일 12mg까지 증량할 수 있습니다. 최소 3주간, 증상 소실 후 적어도 2주간 투여합니다.

