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Cn vé cd va dt ting ap phoi

Vinh

Pinh nghia

Ting 4p dong mach phoi tién phat (TADMP — TP): ALDMP
tam thu > 35 mmHg; ALDMP trung binh (mPAP) > 25
mmHg 14c nghi, > 30 mmHg/gang stc.

Tuy nhién*:

- ALPDMP tthu > 40mmHg/ 6% ngudi binh thuong > 50 tuoi
- ALDMP tthu > 40mmHg/ 5% ngudo1 co BMI > 30kg/m?2

TL: Mc Quillan BM et al. Circulation 2001; 104: 2797 - 2802



Cn vé cd va dt ting ap phoi

Phan loai 1am sang tang ap phoi (TAP)

1. Tang ap dong mach phoi

2. Tang ap phoi do bén]

h tim trai

3. Ting ap phoi do bén]
mau

1 1y phoi va/hodc giam oxy

4. Tang ap phoi do huyét khoi thuyén tac man tinh

5. Tang ap phoi do co ché da yéu to khong rd rang

'-@5{? TL: Simoneau G et al. J. Am Coll Cardiol 62 (25 Suppl): D 34,2013



Cn vé cd va dt ting ap phoi

Phan loa1l 1am sang cap nhat TAP (1)

1. Pulmonary arterial hypertension
1.1. Idiopathic PAH
1.2. Heritable PAH
1.2.1.BMPR2
1.2.2.ALK-1, endoglin, SMAD9, CAV1, KCNK3
1.2.2.Unknown
1.3. Drug and toxin induced
1.4. Associated with
1.4.1.Connective tissue disease
1.4.2 HIV infection
1.4.3 Portal hypertension
1.4.4.Congenital heart diseases
1.4.5.5chistosomiasis
1'. Pulmonary venoocclusive disease and/or pulmonary capillary hemangiomatosis
1". Persistent pulmonary hypertension of the newborn (PPHN)

‘."i;ﬁ;gn TL: Simoneau G et al. J. Am Coll Cardiol 62 (25 Suppl): D 34,2013

Vinh



Cn vé cd va dt ting ap phoi

Phan loa1l lam sang cap nhat TAP (2)

2. Pulmonary hypertension caused by left-sided heart disease
2.1. Left ventricular systolic dysfunction
2.2. Left ventricular diastolic dysfunction
2.3. Valvular disease
2.4 Congenital/acquired left-sided heart inflow/outflow tract obstruction
3. Pulmonary hypertension caused by lung diseases and/or hypoxia
3.1. COPD
3.2. ILD
3.3. Other pulmonary diseases with a mixed restrictive and obstructive pattern
3.4. Sleep-related disordered breathing
3.5. Alveolar hypoventilation disorders
3.6. Chronic exposure to high altitude
3.7. Developmental lung diseases
3.7.1.Congenital diaphragmatic hernia
3.7.2.Bronchopulmonary dysplasia

!‘,ﬂifé??en TL: Simoneau G et al. J. Am Coll Cardiol 62 (25 Suppl): D 34,2013

Vinh



Cn vé cd va dt ting ap phoi

Phan loa1 1am sang cap nhat TAP (3)

4. Chronic thromboembolic pulmonary hypertension
5. Pulmonary hypertension with unclear pulmonary multifactorial mechanisms
5.1. Hematologic disorders: chronic hemolytic anemias, myeloproliferative
disorders, splenectomy
5.2. Systemic disorders: sarcoidosis, pulmonary Langerhans cell histiocytosis,
lymphangioleiomyomatosis, neurofibromatosis, vasculitis
5.3. Metabolic disorders: glycogen storage disease, Gaucher disease, thyroid
disorders
5.4. Others: segmental PAH, tumoral obstruction, fibrosing mediastinitis, chronic
renal failure

ALK = activin receptor-like kinase type 1; BMPR2 = bone morphogenetic protein
receptor type 2; COPD = chronic obstructive pulmonary disease; ILD, interstitial lung
disease.

TL: Simoneau G et al. J. Am Coll Cardiol 62 (25 Suppl): D 34,2013
q‘,ﬂm

Vinh



Cn vé cd va dt ting ap phoi

So sanh huyét déng gitra tuan hoan phdi va tuan
hoan hé thong

Pulmonary Systemic
Circulation Circulation
Parameter Range Mean Range Mean
Arterial pressure, 15 120/80 90
mm Hg
Capillary pressure, .‘a 7 10-30 17
mm Hg
Venous pressure, 1-4 2 0-10 6
mm Hg
Arterial M/D 3-7 5 15-25 20
ratio, %*
Venous M/D 2-§ 3 3-6 5
ratio, %*

Vascular ® 3 15

resistance,

units
Blood flow, 4-6 5 4-6 5
liter/min
”Pham
Nguyen *M/D ratio = ratio of the medial thickness to the external diameter of the vessel.

Vinh

TL: Rich S, McLaughlin VV. In Brauwald’s Heart Disease, ed. by Libby, Bonow, Mann, Zipes; Saunders 2008, 8" ed, p.1883 - 1913



Cn vé cd va dt ting ap phoi

Céc ton thwong mach mau trong
TADMP Tién phat®

MEDIA
ENDOTHELIUM
INTERSTITIUM—A\__/4: : :
R V! .'.".'{5,-_,‘.::’:._53):7-" "'\'.'_-_g.-,.':'.'\'f'
NORMAL MEDIAL CELLULAR
HYPERTROPHY  INTIMAL
PROLIFERATION

N oy
ST

.

ADJACENT ARTERITIS PLEXIFORM ORGANIZED
NORMAL AND LESION THROMBUS
ABNORMAL

s

*Tén thwong twong tw & TADMP/ H/c Eisenmenger
,Q‘Q*;‘::“

Vinh

TL: Rubin LJ, The Heart ed by Fuster, Alexander, ORourkie. McGraw Hill 2004, 11th ed p.1580



Cn vé cd va dt ting ap phoi

Céc diém chinh yéu cda can |am sang
giup chan doan TADMP (1)

Test Notable Findings
Chest x-ray CEnlargementof central pulmonary arteries

reflects level of PA pressure and duration.

Electrocardiography Right axis deviation and@

abnormalities are early signs:

Pulmonary function Elevated pulmonary artery pressure causes

tests Testrictiv®physiology.

Perfusion lung scan onsegmentalperfusion abnormalities can

occur from severe pulmonary vascular
disease.

TL: Rich S, McLaughlin VV. In Brauwald's Heart Disease, ed. by Libby, Bonow, Mann, Zipes;
"| pham Saunders 2008, 8t ed, p.1883 - 1913

Vinh



Cn vé cd va dt ting ap phoi

Cac diém chinh yéu cua can 1dm sang giup
chan doan TADMP (2)

Chest computed
tomography scan

Minor interstitial chan reflect
diffuse diseasempattem
indicates thromboembolism and/or left
heart failure.

Echocardiography

Right ventricular enlargemen il paral

the severity of the pulmonary hypertension.

Contrast
echocardiography

Minor right to left shunting rarely produces
hypoxemia.

Doppler
echocardiography

This is€o unreliabldfor following serial
measurements to monitor therapy.

Exercise testing

This isto assess the efficacy of

therapy. Severe exercise-induced hypoxemia
should cause consideration of a right-to-
left shunt.

”Pham TL: Rich S, McLaughlin VV. In Brauwald's Heart Disease, ed. by Libby, Bonow,
Vet Mann, Zipes; Saunders 2008, 8t ed, p.1883 - 1913



Hudéng dan chung gitip luong dinh bénh
nhan tang ap pho1 (1)

CONTRIBUTE TO
PIVOTAL TESTS CONTINGENT TESTS ASSESSMENT OF:
History
Exam
CXR
! *RVE, RAE, TRVSP,RV !
i e TEE ’: function '
Echocardiogram |  Exercise echocardiography ¢« Left heart discase
! «VHD, CHD :
v —>|  Pumonaryangiography | @ frereeeeeesseesseseeeeseees
ViQ scan > ChesiCTamgogam | —>! COonePe>
- e Coagulopathy profile
v ........ sesesmanee sessmeccces
PETs > ABGS * Ventilatory function '
* Gas exchange
Y

TL: McLaughlin VV et al. ACCF/AHA 2009 expert concensus document on pulmonary
,Q‘,D*;?.m hypertension J Am Coll Cardio 53: 1573, 2009
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Cn vé cd va dt ting ap phoi

Hudéng dan chung gitip luong dinh bénh

9.“,"""'9",,,“” : > Polysomnography
HIV ». sHIVinfecion |
ANA > Other CTD serologies ———>{ *Scleroderma, SLE,RA |
LFTs »; *Fortop 5 v Hm ......

Functional test ) €Establish baselind

(6MWT, CPET) i .
— asodilat " O Ve
l . i : «Confirmation of PH 5
RH cath P—— Exercise RH cath " . He mic profile
> Vo!umeloading E@Wl@
> Left heart cath J, RSSO

@%‘E TL: McLaughlin VV et al. ACCF/AHA 2009 expert concensus document on pulmonary
hypertension J Am Coll Cardio 53: 1573, 2009 12



Cn vé cd va dt ting ap phoi

Pién tim do b/n TADMP
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.vpgghwmen TL: McLaughlin VV, Humbert M. Pulmonary Hypertension. In Braunwald’s Heart

Disease, Elsevier Saunders, 2015, 10t ed, p. 1682-1700 13



Cn vé cd va dt ting ap phoi

Phim X-quang nguc b/n TADMP

@Eﬁfﬁm TL: McLaughlin VV, Humbert M. Pulmonary Hypertension. In Braunwald’s Heart
Disease, Elsevier Saunders, 2015, 10t ed, p. 1682-1700 14



Cn vé cd va dt ting ap phoi

Sieu am Doppler giip do ALDMP

Hinh anh dong
hé van 3 13 -
Phé Doppler
lién tuc dong
hé van 3 la-
Ap luc BDong
Mach Phoi
tam thu 13 95
mmHg.

TL: Pham Nguyén Vinh. Atlas siéu Gm tim 2D & Doppler mau. NXB Y hoc 2000, p 79
g@,i;ﬁ;en

Vinh
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Cn vé cd va dt ting ap phoi

MSCT pho1 ¢6 can quang
» Puong kinh PMP dan tai goc: ¥ niém vé ap luc
DMJ)*
* To6n thuong nhu mo phoi
* Tang ap phoi do huyét khoi thuyén tac: thay doi

nhiéu kich thudc mach mau pho1 (co thé thay thé
xa k¥ tudi mau phoi)**

TL: * Tan RT et al. Chest 113: 1250 — 1256, 1998

*g R"::ngsl In Heart Disease, ed by Braunwald, Zipes, Libby; WB Saunders 2001, 6th
eap

e
Nguyen

Vinh 16



Cn vé cd va dt ting ap phoi

Thong tim- chup mach mau phoi c6
can quang

* Guup loal trrt TADMP thir phat

 TADMP/ TP
— khong tang 4p luc bit mao mach phoi (ALBMMP)
— giai doan cudi: ALBMMP khong qua 16mmHg

» Thong tim: chan doan xac dinh TADMP/TP

17



Cn vé cd va dt ting ap phoi

Hai diém chinh trong chan doan TADMP

+ Phat hién TADMP
* Loai trir cac nguyén nhan TADMP chu vy:
— bénh huyét khoi thuyén tac

— bénh chat keo

— yéu to gia dinh

18



Cn vé cd va dt ting ap phoi

DETERMINANTS LOWER RISK HIGHER RISK (POOR PROGNOSIS)
OF RISK (GOOD
PROGNOSIS)
, 4 4 Clinical evidence No Yes
Cacyeuto
. Progression of Gradual Rapid
tien lwong  symeons
’ WHO class' I, 11 IV
b / N T A DMP Longer (>400 Shorter (<300 meters)
meters)
CPET Peak Vo, Peak Vo, <10.4 mL/kg/min
>10.4mL/kg/min
Echocardiography) Minimal RV Pericardial effusion, significant RV
dysfunction enlargement/dysfunction, right atrial
enlargement
Hemodynamics RAP <10mmHg, = RAP=20mm Hg, Cl <2.0 liters/min/m?

Cl=2.5L/min/m?

TL: McLaughlin VV et al. ACCF/AHA BNP® Minimally Significantly elevated
2009 expert concensus document on
pulmonary hypertension J Am Coll elevated

Cardio 53: 1573, 2009

BNP = brain natriuretic peptide; Cl = cardiac index; CPET = cardiopulmonary exercise
testing; RV =right ventricular; peak Vo, = average peak oxygen uptake during exercise;

e
Nguyen
Vinh

RAP = right atrial pressure.



Cn vé cd va dt ting ap phoi

Quy trinh diéu tri TADMP (1)

Supervised exorcise training (1-A) General moasures and supportve tharapy Oral anticoagulants:
Psychosocial support (1-C) IPAM, hartable PAM, and PAH
Avoid strenuous physical activity (1-C) due to ancrexigens (la-C)
Avold pregnancy (1-C) APAH (1Ib-C)
Influenza and pneumococcal Expornt rofatral (1-C) Diuretics (1-C)
immunization (-C) Oxygen (1-C)
Digoxin (1-C)
ACULO vasoreactivity tost
(1-C for IPAH) (1Ib-C for APAH)
r- VASOREACTIVE
WHO-FC 1l .| Sustained response v
CCB (1-C) (WHO-FC I-l) NONVASOREACTIVE
1
Continue CCB  je——— Yos No
! '
WHO- FC: a modified of NYHA
.“’ Ngupen TL: McLaughlin VV, Humbert M. Pulmonary Hypertension. In Braunwald’s Heart
Vinh

Disease, Elsevier Saunders, 2015, 101 ed, p. 1682-1700 20



Cn vé cd va dt ting ap phoi

Quy trinh diéu tri TADMP (2)

INITIAL THERAPY WITH PAH-APPROVED DRUGS

RED: Morbidity and moctalty as primary andpoint in randomized controlod study or reduction in all-cause

morality (prospectively defined)

* Lovel of ovidence is based on the WHO-FC of most of the pationts in tho studios

* Approved only, in the United States (treprostinil inhaled), in New Zealand (doprost IV), in Japan and S. Koroa (borapeost)

? Drugs under reguiatory approval
E . WH:-FC vma-rc WH'?’-FC
Ambrisentan, Ambrisentan, Epoprostoncl IV
Bosontan Bosontan,
Macitentan? Epoprosienol IV
Riociguat? tioprost inhaled
I AorB Sildenafil Macitontant
Tadalafil Riociguat?
Sidenafit
Tadalafil
Troprosting SC, inhaled!
loprost IV? Ambrisentan, bosentan
Treprostindl IN loprost inhaled, and V!
Mackentan?
ta c Riocguat®
Sidonail, tacalasl
Tropcostind SC, IV, inhaled'
Beraprost!
b
Cc Initial combination tharapy Initiad combination therapy
- l - I ]
il TL: McLaughlin VV, Humbert M. Pulmonary Hypertension. In Braunwald’s Heart

vinh Disease, Elsevier Saunders, 2015, 10t ed, p. 1682-1700 -



Cn vé cd va dt ting ap phoi

Quy trinh diéu tri TADMP (3)

|

INADEQUATE CLINICAL | S
v RESPONSE TRANSPLANTATION
Soqw@ therapy (I-A) |
ERAs Y
R ot N ‘ INADEQUATE CLINCAL REFERRAL FOR
e N —>1  LUNG TRANSPLANTATION
> o e ON MAXIMAL THERAPY S
GCSt : A
Y -
BAS (lla-C)
BAS= ballon atrial septostomy
'&Eﬁi‘.‘;‘eﬂ TL: McLaughlin VV, Humbert M. Pulmonary Hypertension. In Braunwald’s
Vinh

Heart Disease, Elsevier Saunders, 2015, 10" ed, p. 1682-1700 22



Cn vé cd va dt ting ap phoi

Piéu tri ha ap DMP: &c ché thu thé
endothelin

» Bosentan (khang thu thé endothelin kép):
— Cai thién phan dé chirc nang (57-100%)
— Giam khang lwc mach mau phdi (9%)
— Cai thién di bd 6 phut (13%)

TL: - Kotlyar E et al. Cardiol Young 2006,16: 268-274
- Chau EM et al. Int J Cardiol 2007; 120: 301-305

23



Cn vé cd va dt ting ap phoi

Piéu tri ha ap PMP: thudc &c ché
phosphodiesterase

Céc thudc tre ché PDE-5 dung trong hdi chirng
Eisenmenger: Sildenafil, Tadalafil.

Hiéu qua cap tinh va lau dai, an toan

D6 bao hoa oxy cai thién 10%/luc 6 thang, 7%/9 thang™***
Khang Iwc mach mau phdi gidam 50%/6 thang*: **

Khang Iwc mach hé thong khdng doi.

Cung lvong tim tang (2.9 — 3.7 L/ph/m?)

Tang co bop that phai ***

TL: * Garg N et al. Int J Cardiol 2007; 120: 206-313
** Mukhopadhyay S et al. Circulation 2006; 114: 1807-1810

pham *** Nagendran J et al. Criculatio 2007; 116: 238-248

Vinh

24



Cn vé cd va dt ting ap phoi

Tu’O’ng tac thuoc/ diéu tri TADMP (1)

Ambrisentan ? Cyclosporine Caution is required in the co-administration of ambrisentan
Ketoconazole with ketoconazole and cyclosporine.

Bosentan CYP3A4 inducer Sildenafil Sildenafil levels fall 50%%@37 not
require dose adjustments of either

CYP3A4 substrate Cyclosporine Cyclosporine levels fall 50%. bosentan levels increase 4-fold.
Comba
CYP3A4 substrate Erythromycin Bosentan levels increase. May not require dose adjustment of
bosentan during a short course.
CYP3A4 substrate Ketoconazole Bosentan levels increase 2-fold.
CYP3A4 substrate + bile Glibenclamide Increase incidence of elevated aminotransferases. Potential
salt pump inhibitor decrease of hypoglycaemic effect of glibenclamide.
Combination contraindicated.
CYP2C9 and CYP3A4 Bosentan levels considerably increase. Combination potentially
substrate contraindica
-
CYP2C9 and CYP3A4 Bosentan levels decrease by 58%. Need for dose adjustment
inducers uncertain.

CYP2C9 inducer HMG CoA Qvastatin levels reduce I similar effects likely with

reductase inhibitors | atorvastatun. Cholesterol level should be monitored.

CYP2C9 inducer Warfarin Increases warfarin metabolism, may need to adjust warfarin
dose. Intensified monitoring of warfarin recommended following
initiation but dose adjustment usually unnecessary.

CYP2C9 and CYP3A4 Hormonal Hormone levels decreas@cepﬁon unreliabl
inducers contraceptives
Sitaxentan CYP2C9 inhibitor Warfarin Inhibits warfarin metabolism, warfarin dose needs to be
reduced by 80% when initiating sitaxentan and INR monitoring
intensified.
? inhibition of OATP Cyclosporine Increases sitaxentan levels; combination contraindicated.
“ Pham :. transporter
v Nguyen . . . . i
vinh TL: Galie N et al. Guideline for the diagnosis and treatment of pulmonary

hypertension. Eur Heart Journal (2009) 30, 2493-2537

25
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Tuong tac thuoc/ diéu tri TADMP (2)

Sildenafil

CYP3A4 substrate Bosentan Sildenafil levels fall s tan levels increase 50%. May not
ents of either drug.
CYP3A4 substrate HMG CoA | May increase simvasts 'nlatorvasmnn levels through
reductase inhibitors | ildenafil levels may increase
risk of rhabdomyolysis
CYP3A4 substrate HIV protease Ritonavir and saquinovirSagres markedly.
inhibitors Sildenafil dose-adjustments are usually required.
CYP3A4 mducer Phenytoin \ Sildenaﬂl Ievel may fell.
CYP3A4 substrate Erythromycin Saldenaﬁl levels increase may not require dose adjustment for a
short course.
CYP3A4 substrate Ketoconazole ‘ Sildenafil levels increase. May not require dose adjustment.
CYP3A4 substrate Cimetidine Sildenafil levels increase. May not require dose adjustment.
cGMP Nitrates Profound systemic hypotension, combination contraindicated.
Nicorandil
Tadalafil CYP3A4 substrate Bosentan Tadalafil plasma levels decreases by 42%(Qo significant changedin
bosentan levels. May not require dose adjustmel
cGMP Nitrates Profound systemic hypotension, combination contraindicated.
Nicorandil

cGMP = cyclic guanosine monophosphate; OATP = organic anion transporter proteins. The table is adapted from National Pulmonary Hypertension Centres of the

UK and Ireland. Consensus Statement on the Management of Pulmonary Hypertension in Clinical Practice in the UK and Ireland. Heart 2008;94(Suppl 1):11 14
Since the original publication of these Guidelines, the drug sitaxéntdn has been withdrawn from the market due to liver toXicity.

<
Nguyen

Vinh

TL: Galie N et al. Guideline for the diagnosis and treatment of pulmonary

hypertension. Eur Heart Journal (2009) 30, 2493-2537
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Céac bién phap diéu tri khac

» Mé& TLN bang bong (Balloon atrial
septostomy)

* Ghép phoi

27



Hiéu qua cac bién phap diéu tri b/n TADMP
(nhém 1) theo phan d6 WHO (WHO-FC)

Measure/treatment Classes of recommendation-level of evidence
WHO-FCll WHO-FCIl WHO-FC IV
Calcium channel blockers I-C* -C* -
Endothelin receptor antagonists Ambrisentan I-A [—A lz—C
I—-A -A llz—C
Sitmeentan lla—C -4 l=—C
Phosphodiesterase type 5 inhibitors Sildenafil I-A —A la—C
Tadalafil® I-B |-B lla—C
Prostanoids Beraprost - lb—BE -
Epoprostencl (intravencus) - -A I-A
lloprost (inhaled) - [—A lz—C
lloprost (intravencous) - la—C lz—C
Treprostinil (subcutaneous) - I-B la—C
Treprostinil (intravencus) - la—C la—C
Treprostinil (inhaled)® —~ |-B la—C
Initial drugs combination therapy - - lz—C
Sequential drugs combinaticn therapy lz—C la—BE llz=—BE
Ballzon atrial septostomy - I-C I-C
Lung transplantation - -C -

*Only in responders to acute vasoreactivity tests, | for idiopathic PAH, heritable PAH, and PAH dus to anorexigens; lla for APAH conditions.
"Under regulatory review in the European Union.

Q’%@f TL: Galie N et al. Guideline for the diagnosis and treatment of pulmonary hypertension.
Eur Heart Journal (2009) 30, 2493-2537 28
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Khuyén cao

iéu tri
TADPMP kem

shurt tim bam
sinh

TL: Galie N et al. Guideline for the
diagnosis and treatment of pulmonary
hypertension. Eur Heart Journal
(2009) 30, 2493-2537

<
Nguyen

Vinh

Statement

The ER.-‘!'-. s indicated in WHO FC I
patients with Eisenmenger’s syndrome

Other E%.ﬁ@dieﬂemse type 5 in@

and prostancids should be considered in
patients with Eisenmenger’s syndrome

In the absence of significant haemoptysis, oral

r‘e mant should be considerad

In i atients wit

The use of supplemental O therapy should be
considered in cases in which it produces a

consistent increase in arterial oxygen saturation
and reduces symptoms

If symptoms of hyperviscosity are present,
phlebotomy with isovolumic replacement
should be considered usually when the
haematocrit is = 65%

@bineﬂjnn th@ﬂa}' be considered in

patients with Eisenmenger’'s syndrome

The use ofCLEs is not recommendedin patients

with Eisenmenger’s syndrome

QPA thrombosisbr signs -D-

Class® Level®
| B
lla C
lla C
lla C
lla C
b C
Il C

*Class of recommendation.

®Level of evidence.



Cn vé cd va dt ting ap phoi

Khuyén céo vé chan
doan va xur tri TAP do
huyét khdi thuyén tac

(CTEPH: Chronic
thromboembolic
pulmonary
hypertension)

TL: Galie N et al. Guideline for the
diagnosis and treatment of
pulmonary hypertension. Eur Heart
Journal (2009) 30, 2493-2537

<
Nguyen

Vinh

Statement Class™

The diagnosis of CTEPH is based on the presence |
of @re capillary PH)Y mean PAP =25 mmHEg,
PWP < mig, PVR =2 Wood units) in

patients with multiple chronic/organized
occlusive n the elastic

pulmonary arteries (main, lobar, segmental,

subsegmental)

In patients with CTEP@ antic&a@@is I
indicated

Surgical |::||_|lr'rlu:lr'l.ar;.-r is the I
recommended treatriemt for patients with
CTEPH

Cince perfusion scanning an-::l."cur lla

show signs compatible with CTTEPH, the patient
should be referred to a centre with expertise in
surgical pulmonary endarterectonmy

The selection of patients for surgery should be lla
based on the extent and location of the
organized thrombi, on the degree of PH, and on

o _morbidities

ay be indicated in b
patients such as patients not
candidates for surgery or patients with residual

PH after pulmonary endarterectomy

*lass of recommendation.
®Level of evidence.



Cn vé cd va dt ting ap phoi

Luong dinh 1au dai bénh nhan TADMP (1)

4

Pham
Nguyen
Vinh

LOW RISK HIGH RISK

Clinical course Stable; no increase in
symptoms and/or
decompensation

Physical No evidence of right-sided
examination heart failure
Functional class’ I/

=400 meters
RV size/function normal

RAP normal
Cl normal

BNP Nearly normal/remaining
stable or decreasing

Oral therapy

TL: McLaughlin VV et al. ACCF/AHA 2009 expert concensus document on pulmonary

hypertension J Am Coll Cardio 53: 1573, 2009

Unstable; increase in
symptoms and/or
decompensation

Signs of right-sided heart
failure

v
<300 meters
RV enlargement/dysfunction

RAP high
Cl low

Elevated/increasing

Intravenous prostacyclin
and/or combination
treatment

31



Cn vé cd va dt ting ap phoi

Luong dinh 1au dai bénh nhan TADMP (2)

Frequency of Every 3-6 months* Every 1-3 months
evaluation
FC assessment = Every clinic visit Every clinic visit
6MW distance  Every clinic visit Every clinic visit
Yearly or center dependent Every 6-12 months or center
@nca rdio g@ dependent
BNPY Center dependent Center dependent
RHC Clinical deterioration and Every 6-12 months or clinical
center dependent deterioration

Cl = cardiac index; FC = functional class; RAP = right atrial pressure; 6MW = 6-minute walk.
RHC: Righ Heart Cathetenization
‘."th TL: McLaughlin VV et al. ACCF/AHA 2009 expert concensus document on pulmonary

Nguyen

Vinh hypertension J Am Coll Cardio 53: 1573, 2009 -



n vé cd va dt tang 4p phdi

Keét luan
» Tién luong ning, tién trién nhanh: can phat
hién sdm
* Lam sang: kho thd chua r0 nguyén nhan+++
* Tang ap DMP: si¢u am tim Doppler
» TA DPMP tién phat: can loai trir cac nguyén
nhan
» Piéu tri: Thudc do1 khang endothelin (Td:

Bosentan) + (rc ché phosphodiesterase-5: hiéu
qua cao giam ap luc DMP

”Pham
|‘| Nguyen

Vinh



