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Drug therapy for pulmonary hypertension
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Gerontology, Beijing 100730, China )

[ Abstract] Pulmonary hypertension (PH) is one of the most common diseases with high morbidity and mortality. The WHO divides
the PH into 5 categories according to the etiology. The PH treatment begins with baseline assessment of severity and basic treatment. Basic
treatment is based on the underlying cause of PH. Some PH patients will progress to a higher level of treatment for PH itself rather than the
underlying cause. For treating PH etiology continues to exist after the PH and the basis of the WHO classification for Il , 1l or IV level of
patients, shall be referred to specialist medical center for high grade treatment of evaluation. Advanced treatment includes prostaglandin (PG),
endothelin receptor antagonist (ERA) and phosphodiesterase type 5 (PDES) inhibitor, soluble guanylate cyclase acid (sGC) agonists and
calcium channel blockers ( CCB).
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Health Organization, WHO ) ¥ PH 43}y 5 2% 7,
O 1%: PAH; @2 5. Z 0¥ (left heart dis-
ease, LHD ) S 3 PH; 3 3 AU 8 M fili 5 s Al
(=0) REIME FE PH; @ 4 B, 18Pk
FEVENi k= . ( chronic thromboembolic pulmonary
hypertension, CTEPH) ; & 5. KNI ZH R
HiIFTEY PH, PAH 812 1 24 PH, PH 45112 2~5
R PH AR —28, AR 5 AN SR
PH {697 M 1% 7™ R B A LA T 1Ry, 3F

T ERRYTY o FERINGITFH X PH SRR . #8453
PH % &t 2 5% ZAF X PH A% B i 346 JE Al
PR S5 R YT . X ARG 2R AT S IR & (pros-
taglandin, PG) . W ¥ & 3 /K 4% $1 77 (endothe-
lin receptor antagonist, ERA ) . 5 M Bk iR — fis il
( phosphodiesterase 5, PDES5 ) #ll#fil 5], mI %94 5
H R PR 1L i ( soluble guanylate cyclase, sGC) ¥
B, BT A B0 {5 A S 4 5 1 B )
(calcium channel blocker, CCB) . A 3K % PH
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PSP CCBIRYT . MHILZ T, M4 S ny i 5 B
PERY B DB ALY, N CCBIRYTTEILE
BEPAE TR, N HATREA
2.2.1 FHIEGE B AR SRR A SO IE ] A
M IE B3l 7R i ¥4 T CCB IR YT 1Y 3 W] 4R A5 18 K1Y
AR | FRELIY D RE B L K I B ) ks
H 1 oA I AE B B S8 5 L CCB IRYT
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UEHEAT PR
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G LR ) R R N B 7N WA SIS %71 1= W 1
il 4% 1~ R 7 B A A SRR B G A 5 i R
FEEEHLRRAR 7 IRYT IS RBNE, R i 2 (AT PRI il
JE o
2.2.2 IS EE SR TRIT PAH 19259
AT KRR (KRGS ) | BRI S
BRI CERBKHIMETSE R . KN ETSE R |
W A a8 e R A APEDRS TSR ), UE
FKHTH R RN R Z BB H) (FERPII)

P ik FH K /G 3 B ( prostacyclin, PGI, ) & B
IR R SFIIRITY . Er8GE IPAH B3
MM sh 1124 S8, DiReRE Sy AR AE S L B Xt
THABE 128 PAH B, # Ik KT 51 B ] o3
H M 30 71 2= S HOM I BERE JT o AT 5] Pt 3 Ao (o 465
X LKA E AP D RIS E5n 2,
W46 ) 8 H R 1~2 ngekglemin, AR 3 i 2 4 L
1~2 d B4 H0 1~2 ngekgomin™, 5 & 1% 14 o A7
FEMR2ZE SR, RRRE FRGR T4 2150, #K
(IRZL RN =N VR IR VST I PN EAR P S
. MRS e R R RIS R Y, FTER K
B T a2, H RN 25 245 ol T SR AR A K A T E R
S, DA FAROR I DART . JHE RIS R & — i)
WREMY . WAPEGHE T H R EA [ 4E ] T
M RGNS HH T RIKS 25 EEHE
TR (FKR 6~9 K ). FERTEIHE—F D
NRIEBENEAE LRI R AT R Z A [ FiFIIR R |
( prostaglandin I, IP) 24K 135, AT 5| EN i
BIRIMEY 5K
2.2.3 WK R ZEAEPIH (ERA)  ERA 7E 20 4
90 AEARIEI IR T 55 1 28 PAH HH W) 4R IR YT 24

Y. ERA 855 MZIRA 24 (W REZIR A T B).
ELFE I AR 56 H i 52 5 19 BERA 45 . DAEBERE I
P EXUZ RSP . DA A PR, QP
K2R A SREEVERS U e 3 At AP il AR 3H
HFr S A P A 40 5P 4 2 vy A 1 H RTE I
PRIV . ERA ) 3 BN R N7 S JHE 35 2 A b JE
AR e

2.2.4 PDES 5] PEHOARIE . Ak AR FAR H AP
A2 O IR PR BERR % 1 PDES #4157, ] i K — %1k
R L &7 SR AR, B FIRIT A S T RE AT .

VG 3R AR AT 0 PAH FR A B I Bl g 2 A
iz it U E ST R R R AR AR 2 7 4
WAl . MATRAE AL RE S PAH BE 1SS )5 .
2.2.5 ISR IAMEEE (sGC) I sGC &
— AR Z AT, A WAERSE: &
REAZHE N sGC X P IEPE — S AL (—Fi il i 459 5k
F ) W HUSE IO RBAE T4 RS2 AOR B — 4k
REMER . R B PGIE —Fp i)k sGC 2447, 4
WIEEH T AT ARAFREES 4 8 PH B3 1Y,
PAH & AR PG n] ge A 3k 45 . AR PTIA
RAF e Mol i sz 40, e G R VE D2
BR (4% vs 1%).

Zi b, WHO MR 45 KK PH 730 525, 2R 1
50 PAH, HAy 4 258 PH. WIIRIAYT (ZEREIBIT)
NEEFXT PH ISEREG R o LN, R PPEAL S T A
PRIVFBLEERIT o X TIRYT PH BRI R 5 A5 +F
ZLAfFAE PH H WHO 43k 1T . TSIV 200 35
N2 BB R 2 PO T R AR GURIT TR . &
EYOERITIRITET T PH A B iR H LRI . & 4
PRI A AE 2 WA O R AR (RHC) &) 17 14
#r PH RN E S0, Bboh, KZE%PAH B4, Ui
SRR R RN B K S R 38 I 2 K s e A AR
il 700 T B S bk s R, AR AT O S R A Y ]
At A i 1 A B AR, DA S S 25 W R 4
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