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Ambrisentan  |3]7FAFEE 9] ol A offjo} 2 V|E o E Fol Al 8 dwoE s,
3T A & AA7IE o9l o AAE AUt REES 3
(F — o]_ a] —
=2 B A4 Smg,| 7h odEAt

10mg) O WHO 7|5 & @A Ml sldst= WHO Group I #Hl-s®13 et
{2 F oty HEow ko] e At
1) EvrA #5918 9 (Idiopathic pulmonary arterial hypertension)
2) 7F5A ds 9 118 (Familial pulmonary arterial hypertension)
3) WA AAs Y #AHHE H59 18 (Pulmonary arterial

hypertension associated with collagen vascular disease)
4) Aoz Ty BHE A5 3138} (Pulmonary arterial
hypertension associated with HIV infection)
5 ¢F&E 9 =49 #HE Hes9w 11¥ < (Pulmonary arterial

hypertension associated with drug and toxins)

D & FAE FHa I ol BEFo] F A wkso] FEehA Fe
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O el 944 57 (clinical 9.
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of symptoms)

@ A 41(Syncope) A=
@ WHO 7]%5 %7 (WHO-FC) IVEHA
® 6 HYAZ(EMWT) 300m "%k
® &5k #HH AL Peak O
(Cardio—pulmonary exercise testing) | consumption<l12mL/min/kg
(@ BNP/NT-proBNP plasma levels 1800 ©] 4+

Nz HGAEA
(Echocardiographic findings)

Pericardial effusion
T = TAPSE<1.5cm

@ 7944 # (Hemodynamics)

RAP>15mmHg
T Cl<2.0L/mim/m’

2) A& a3 s %
o} FofA 2 Ay o 01? 3}

q 7] A o]

L=

Bt

ol Fol Aok .

ol gH AST(Aspartate Transaminase),

ALT(Alanine Transaminase)S =74 slo]of dlm, AAl 71a 3k o] A 9]

B T E A JAHANSE AAste] 54 YE EE & Fost
of g}
% SN T Aol SRR REEA] SRIES o
et w7182k
D 5 e dalsta ds 7Fedel U= A4
2) T
3 T Fel FAAEHS R 52 HERkgk 7o)
4) AST, ALT X7} 7| A Xl A QA se 3uE =33 &3
5) o] ¢Fe] AFel AWIMES Hol&
[214] B} 3HA
T s AFARZ7IE 2 B
Bosentan hydrate |31 7FAFeF RI9] Woll A obgfje} 22 7|Eom Fof A 8¢FolE A,
73T A & AAB7IE ol9oll= offt AdAs FAVF FEHES
(4 - o} g -
EgtZgold ) | 7h dAeHady
1) w7kt
O WHO 7|s&5 &4 M, Vel sl93st= WHO Group 1 #HsHid
o 2 F U] AEow Huo] geld 3z
T
7hH 54 Hlew ¥ (Idiopathic  pulmonary — arterial

hypertension)




) 754 9% 9 118 Qb (Familial pulmonary arterial hypertension)

o) g dRAET AHAE He 9 3™ (Pulmonary arterial
hypertensio nassociated with collagen vascular disease)

2h) AHAG AFASY Add #H59 18 (Pulmonary arterial

hypertension associated with congenital systemic to pulmonary

shunts)
485
7H & GAIE HA IME o] deFo] & A4 wgo] TE)
A &S (e O A7 F HA Y @O0 5 HA
& E5F 9, 2871 de] o& oA 159 HE&Fo4E AA
3t
- o _
A & 7|
O FAAFde d44 A (clinical o 6.
evidence of RV failure) A
@ S48 %% (Rate of progression W
of symptoms) -
@ A Al(Syncope) J=
@ WHO 7] %7 (WHO-FC) IVEHA
® 6% HPA2GMWT) 300m W] wk
® 55sHA A AHA Peak O
(Cardio—pulmonary exercise testing) |consumption<12mL/min/kg
(@ BNP/NT-proBNP plasma levels 1800 o]
Nz HGAEA Pericardial effusion
(Echocardiographic findings) T+ TAPSE<1.5cm
RAP>15mmHg
=] 6174 AL %
© dF9gHA A (Hemodynamics) e Cl=2 0L /mim/m’

W Am &) i) A71AR1 Ikt o] Fol Ao 3

U g% A ¢=x/EA %= (digital ulcer)o] Q= A A4 3= (systemic
sclerosis) At Al FoIA] 670143 A, 671 o] FoJA] Fofi
A HFstofor )

o} oAz Ay 1 o] R HAT 3 o dH AST(Aspartate
Transaminase), ALT(Alanine Transaminase)S =74 &lo]of 3}1, <
2l 7PL5} oo A FoAA A AANHALE AAlste] SA49S &

g & Fofstofof 3
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D 9 B dAlea e 7heA ol A= AL FAAE A A A
oA FAE AF)
2 Tk e 559 W SN E oA E H 7 ).
3) Cyclosporin, Tacrolimus, SirolimusE Fo] %<l 3kx}
4) GlibenclamideE Fo] &<l 23}
5) o] °oF T+ o] ¢k FAA T #ARFol A= A
[214] & +73kA
7 s AFAAR7E 2
loprost S9N |37k 9 ol A oo} & 7|F o= Fo] A Qo] E s,
(1 & AAB7IE ol9ell= ofpt AdAS FAVF REHES T
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7243 S (NYHA; New York Heart Association) III, IVel &l |3}
= WHO Group I #HEHudet 32 5 t}&9 Aoz zcto] &<l
At
- o
1) 544 9

118 9 (Idiopathic pulmonary arterial hypertension)
118 ¢H(Familial pulmonary arterial hypertension)
g3 Add Hes® 18 (Pulmonary arterial

hypertension associated with collagen vascular disease)
4) Add AFAEe dHAE #He 9 38 (Pulmonary arterial

hypertension associated with congenital systemic to pulmonary

2) 7+=73 9

3) nAAd

s
i ol off
w2 12

shunts)

5 o8 9 F49 dHE Hes W 313 (Pulmonary arterial
hypertension associated with drug and toxins)
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IVEHA

300m | Tk
Peak 02

(Cardio—pulmonary exercise testing) | consumption<l12mL/min/kg

(M BNP/NT-proBNP plasma levels

TAPSE<1.5cm

1800 ©] %+
Pericardial effusion
RAP>15mmHg

T

o A oF

TC

T+ Cl<

=
-

7F7F ol

=]

3

(Hemodynamics)
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(Echocardiographic findings)
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@ A4l (Syncope)
@ WHO 7]%5 %7 (WHO-FC)

Y ©] <= (Rate of progression
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evidence of RV failure)
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_ o], a} _
7F. o) g3k =p
WHO 755 @A IO, Mol 3
) 32 F o) Aoz et

- Idiopathic pulmonary arterial hypertension 5=+

o} }§ H-s®W 318 HWHO Group
o]

- Familial pulmonary arterial hypertension 5=+

- Pulmonary arterial hypertension associated with collagen vascular

disease H=+
- Pulmonary arterial hypertension associated with congenital

systemic to pulmonary shunts

U g

1) & SAE HA& MY ol dx5Fo & A4 wkEo] FishA
S W(tge OT@ 243 F HA& e © 0% F Ha 1
MeE BEF W), A&7 de] & Al 159 HEFAE AR
3,

- o
A % 7|
O FAAFA Q43 S A (clinical o1 0
evidence of RV failure) A
@ SR8 &%= (Rate of progression w2
of symptoms) -
@ A21(Syncope) A=
@ WHO 7]+ (WHO-FC) Ve
® 6% EIPAZG6MWT) 300m "] %k
® &5t #H A Peak O
(Cardio—pulmonary exercise testing) |consumption<l2mL/min/kg
(D BNP/NT-proBNP plasma levels 1800 o]/
ANE2SIFHAEA Pericardial effusion
(Echocardiographic findings) T+ TAPSE<1.5cm
©@ dF9sdA A % (Hemodynamics) . LRéf)j;BOrE;rrlniIri I

2) AE &l thsl A7 B o] Fol Aok s, SN F
FONRFEREAE, PG 5)2 meste] Folstelok g,




—olu deel w71 AN
obdibol Eeo] E, UE I AL
oz Bgse 7

& ¢t 90/50mmHg "] 9F) T

H JE T
44 —?—%71 Bt 170mmHg %3}, F217] o] ¢7] F 100mmHg
)

- /ﬂ,i"é 1} (retinitis pigmentosa) 4} (o] & 32} T A= Wt
ol 2H et e] fAdERe 7HR)
- 01314 PDES A3 Al| -8 o F-oF ¥AIglo], vl& s d A 4173
< (Non-arteritic anterior ischemic optic neuropathy, NAION)S. 2 <l
i #% o] Aol £48 3%

[214] & 7 3tA

T s AFAA7IE 2 B
Treprostinil |3 7FAFE 9] ol A ofefjel 2L 7[F o2 Fo] Al QdHE A8,
Img/mL, s AA7IE o9l Fak ddE sxprr HHES 3
2.5mg/mL, ~ o} -
Smg/mL FAHAl | 7F oSkt
(FH: U EdFA 744 4% 3 (NYHA; New York Heart Association) %5 7 IV
) st WHO Group I #l5™ 18st 84 5 18 43 o= ko)

(@)

2oy sxEA 719 He W 18t oA (Toprost 9 9, Bosentan
hydrate 73 7 A, Ambrisentan 74 7|, Sildenafil 4 7-#)l| ¥F-&3}A]
AU F71 B

olo

- o -

3118 ¢ (Idiopathic pulmonary arterial hypertension)

5™ 313 ¢ (Familial pulmonary arterial hypertension)

wgAdEAAE AdbdE #HF5 9 3™ (Pulmonary arterial
hypertensio nassociated with collagen vascular disease)

4) Add ARy #AdE HesW 3138 (Pulmonary arterial
hypertension associated with congenital systemic to pulmonary

shunts)




% 7)o HE 38t oFA (lloprost &4 Y, Bosentan hydrate 7 -
A, Ambrisentan 7 A, Sildenafil 7 7 #)ol WF3-3}#] o} WA
Foste Afode 5 AV AA G| 223 wi7bA] 17§1€ 7 7]
EXF5AE §HFES AAG Fola, 5 AAl= £FS AAE =H
LS 2dH(EHA 7|7 s VEAEA D F AA 5490A)

v B 5o

1) & SHAE HA MY o) dxsFo & A wkEo] FEsHA
s "(gge OO A7 F HA e ©0% 5 HAa 1
MeE BF ), Z87]de] & oAl 1§y HEFAdE AA
Elx

_ ]:]_ % _
A & 7|
O FAAFAY 44 A (clinical o1 0
ev1dence of RV failure) A
@ AP %5 (Rate of progression W=
of symptoms) -
@ A1 (Syncope) A
@ WHO 7] 5 &/ (WHO-FC) IVEHA
® 6 H3YAZGMWT) 300m v] %k
® &k HHAE Peak O
(Cardio—pulmonary exercise testing) |consumption<12mL/min/kg
(M BNP/NT-proBNP plasma levels 1800 o] %+
ANze3hdqA A Pericardial effusion
(Echocardiographic findings) T+ TAPSE<1.5cm
_ } _ ) RAP>15mmHg
g EAsAAA T
©@ 79 HAA £ (Hemodynamics) e Cl=2.0L/mim/m’
2) A5 &y dia Z71A<] F7Hrt o] FolHof sk, 3 7HAME F
T (FESTAE, 48 5)& agste] Fostofof 3t
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Telmisartan +
Rosuvastatin
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