
L.A. Care Health Plan Provider Continuing Education (PCE) Program | 1

• Welcome to L.A. Care Provider Continuing Education (PCE) Program’s Live Webinar!

• The Live Webinar is being recorded.

• Webinar participants are muted upon entry and exit of webinar.

• Webinar attendance will be noted via log in and call in with assigned unique Attendee ID #. Please log
in through a computer (instead of cell phone) to Join Webinar / Join Event and choose the Call In option
to call in by telephone with the event call in number, event access code and assigned unique attendee
ID number. If your name does not appear on our WebEx Final Attendance and Activity Report (only as
Caller User #) and no submission of online survey, no CME or CE certificate will be provided.

• Questions will be managed through the Chat feature and will be answered at the end of the presentation.

Please keep questions brief and send to All Panelists. One of our Learning and Development Team

members and/or webinar host, will read the questions via Chat when it’s time for Q & A session (last 30

minutes of live webinar).

• Please send a message to the Host via Chat if you cannot hear the presenter or see the presentation slides.

Housekeeping Items



L.A. Care PCE Program Friendly Reminders
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• Partial credits are not allowed at L.A. Care’s CME/CE activities for those who log in late (more than
15 minutes late) and/or log off early.

• PowerPoint Presentation is allotted 60 minutes and last 30 minutes for Q&A session, total of 90-minute
webinar, 1.50 CME credits for L.A. Care Providers and other Physicians, 1.50 CE credits for NPs, RNs,
LCSWs, LMFTs, LPCCs, LEPs, and other healthcare professionals. Certificate of Attendance will be
provided to webinar attendees without credentials.

• Friendly Reminder, a survey will pop up on your web browser after the webinar ends. Please do not

close your web browser and wait a few seconds, and please complete the survey. Please note: the online

survey may appear in another window or tab after the webinar ends.

• Within two (2) weeks after webinar and upon completion of the online survey, you will receive the PDF

CME or CE certificate based on your credential and after verification of your name and attendance duration

time of at least 75 minutes for this 90-minute webinar.

•The PDF webinar presentation will be available within 6 weeks after webinar date on lacare.org website

located at https://www.lacare.org/providers/provider-central/provider-programs/classes-seminars

• Any questions about L.A. Care Health Plan’s Provider Continuing Education (PCE) Program and our
CME/CE activities, please email Leilanie Mercurio at lmercurio@lacare.org

https://www.lacare.org/providers/provider-central/provider-programs/classes-seminars
mailto:lmercurio@lacare.org
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Dael Geft, M.D. is board certified in advanced heart failure/transplant cardiology,
internal medicine, cardiovascular diseases, echocardiography and nuclear
cardiology. He earned his bachelor's degree in philosophy and religion at Columbia
University and his medical degree at the Sackler School of Medicine, Tel Aviv
University, Israel.

He completed his internship and residency at Cedars-Sinai Medical Center followed
by fellowship in cardiology and subspecialty training in advanced heart failure,
heart transplant and mechanical circulatory support at Cedars-Sinai as well.

In addition to clinical practice, Dr. Geft has a keen interest in research, clinical trials
and teaching. He has published and lectured on various topics including pulmonary
hypertension, heart transplant, advanced heart failure and MCS. As a resident, Dr.
Geft was awarded the Ben Newman Award for Excellence in Patient Care. During
fellowship, he received the award for Outstanding Fellow of the Year.
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Learning Objectives

• List four (4) signs and symptoms of pulmonary hypertension 

and identify patients at risk.

• Specify at least two (2) ways how to accurately diagnose and 

risk stratify patients with pulmonary hypertension.

• State four (4) ways to monitor response to treatment.

• Formulate a long term treatment plan for patients with 

pulmonary hypertension.



Case - J.R.

• 33-year old Female who began having shortness of breath during her sixth month of pregnancy

• Delivered healthy baby boy by C-section

• 3 months post partum, continues to have dyspnea on exertion

• Physical Exam:

–HR 88 bpm, BP 110/75, O2 sat 98% RA

–JVP to angle of jaw

–Prominent S2

–Lungs clear

• 6MWT: 390 meters

• CXR unremarkable

• Referred to cardiologist





Case J.R.

• Echocardiogram:

–Normal LV size , wall thickness and function

–Severely dilated right ventricle, mild RV dysfunction

–D-shaped septal flattening

–RA enlargement

–Moderate tricuspid regurgitation

–Estimated PA pressure 77 mmHg

–Small pericardial effusion

–Bubble study negative

• Labs: LFT, HIV, ANA, RF negative.  Drug screen negative. BNP 132.

• CT chest: no e/o emphysema or ILD

• V/Q scan: low probability for PE



Right Heart Catheterization

13

114/44 (71)
PCWP 12

Cardiac output: 3.25 L/min
Cardiac index: 1.9 L/min/m2

RA 13 mmHg (nml <6)
PA 114/44 (71) mmHg (nml 25/12)
PCWP 12 mmHg (nml < 12)
Cardiac output: 3.25 L/min 
Cardiac index: 1.9 L/min/m2 (nml >2.2)
PVR: 18 Wood units (nml <2)

Inhaled nitric oxide study: non-reactive

Dx: Idiopathic PAH confirmed



What is Pulmonary Hypertension?



Vascular Remodeling in Pulmonary Arterial Hypertension

Schermuly, R. T. et al. (2011) Mechanisms of disease: pulmonary arterial hypertension
Nat. Rev. Cardiol. doi:10.1038/nrcardio.2011.87



From the 5th World Symposium on PH: This was the 

Hemodynamic Definition of PH/PAH

Hoeper MM, Bogaard HJ, Condliffe R, et al. Definitions and Diagnosis of Pulmonary Hypertension. J Am Coll Cardiol. 2013;62:D42-D50.

PH

PAH
Mean PAP ≥25 mm Hg plus

PAWP ≤15 mm Hg plus

PVR >3 Wood units

Mean PAP ≥25 mm Hg 

at rest during RHC

Previous “arbitrary” definition



Mean Pulmonary Arterial Pressure (P̄pa) of Healthy 

Subjects at Rest According to Different Strata. 

G. Kovacs et al. Eur Respir J 2009;34:888-894

©2009 by European Respiratory Society



Mild Increase in mPAP is Associated with Decreased 
Physical Activity and Increased Mortality

Douschan P, Kovacs G, Avian A, et al. Mild Elevation of Pulmonary Arterial Pressure as a Predictor of Mortality. Am J Respir Crit Care Med 2018 ;197(4):509–516

* P <0.05; ** P<0.001; mPAP = mean pulmonary arterial pressure; 6MWD = 6-minute walking distance; VO2 = 

peak oxygen uptake 

Lower normal 
mPAP

≤17 mm Hg

Upper normal 
mPAP

17.4 – 20.6 
mm Hg

Borderline
mPAP

20.6 – 24.9 
mm Hg

PH ≥25 mm Hg

6MWD Peak VO2 All-Cause Mortality



Hemodynamic Definition of PH/PAH- WSPH 2018
“Out With the Old, In With the New”

Old “arbitrary” Definition New Definition (WSPH 2018)

PH

Mean PAP ≥25 mm Hg

• Mean PAP ≥25 mm Hg plus

• PCWP/LVEDP ≤15 mm Hg and 

• PVR > 3 WU (ESC/ERS >2 WU)

• Mean PAP ≥20 mm Hg plus

• PCWP/LVEDP ≤15 mm Hg and 

• PVR > 3 WU (ESC/ERS >2 WU)

PH

Mean PAP ≥20 mm Hg

PAH PAH

Simonneau,G et al. WSPH 2018. European Respiratory Journal.



Updates to Hemodynamic Definition of PH

Definition Hemodynamic Characteristics

Pulmonary hypertension mPAP > 20 mmHg

Precapillary pulmonary hypertension

mPAP > 20 mmHg

PAWP ≤ 15 mmHg

PVR > 2 Wood Units

Isolated postcapillary pulmonary hypertension 

(IpcPH)

mPAP > 20 mmHg

PAWP > 15 mmHg

PVR ≤ 2 Wood Units

Combined pre- and postcapillary pulmonary 

hypertension

mPAP > 20 mmHg

PAWP > 15 mmHg

PVR > 2 Wood Units

Exercise pulmonary hypertension

mPAP/CO Slope between rest and exercise > 3 

mmHg/L/min. 

CO, cardiac output; CpcPH, combined post- and pre-capillary pulmonary hypertension; IpcPH, isolated post-

capillary pulmonary hypertension; mPAP, mean pulmonary arterial pressure; PAWP, pulmonary arterial 

wedge pressure; PH, pulmonary hypertension; PVR, pulmonary vascular resistance; WU, Wood units. Some 

patients present with elevated mPAP (> 20 mmHg) but low PVR (≤ 2 WU) and low PAWP (≤ 15 mmHg); this 

hemodynamic condition may be described by the term ‘unclassified PH’ (see text for further details).

Copied with permission from Humbert et al. (2022).



WSPH 2018: New Clinical Classification of PH

1.1 Idiopathic PAH

1.2 PAH with vasoreactivity

1.3 Heritable PAH 

1.4 Drugs and toxins induced

1.5  Associated with: 

1.5.1 Connective tissue disease

1.5.2 HIV infection

1.5.3 Portal hypertension

1.5.4 Congenital heart disease

1.5.5 Schistosomiasis

1.6 PAH with overt signs of venous/capillaries

(PVOD/PCH) involvement

1.7 Persistent PH of the Newborn syndrome 

1. Pulmonary Arterial Hypertension

2.1 PH due to heart failure with preserved  E.F 

2.2 PH due to heart failure with reduced E.F

2.3 Valvular heart disease

2.4 Congenital/acquired CV conditions leading to  post-

capillary obstructive lesions 

2. PH due to left heart disease

3.1 Obstructive lung disease

3.2 Restrictive lung disease

3.3 Other lung disease with mixed restrictive/obstructive pattern 

3.4 Hypoxia without lung disease

3.5 Developmental lung disorders 

3. PH due to lung diseases and/or hypoxia (Table 6)

4.1 Chronic thromboembolic PH

4.2 Other pulmonary artery obstructions 

4. PH due to pulmonary artery obstruction

5.1 Haematologic disorders  (MPD/MDS, chronic hemolytic anemia)

5.2 Systemic disorders (sarcoidosis, Gaucher, histiocytosis…)

5.3 Others (ESRD +/- hemodialysis/fistula, Fibr. Mediastinitis) 

5.4 Complex congenital heart disease 

5. PH with unclear mechanisms (Table 8)

Simonneau, G et al. 2019. Eur Respirat Journal
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Epidemiology – pulmonary hypertension

•Group I PAH) – lowest estimate 2.4 cases/million adult population per year (range 5-

10 cases/mil)

– ~50% idiopathic, heritable or drug-induced

– CTD (Systemic sclerosis) leading cause among associated conditions

– 1981 mean age 36, female:male 1.8:1  today mean age 50-65 and female predominance 

is quite variable

•Group II (LHD)

– 60% of patients with severe LV dysfxn (HFrEF) and 70% of HFpEF

– Virtually all patients with symptomatic mitral valve dz and 65% aortic stenosis

2015 ESC/ERS Guidelines for the diagnosis and treatment of pulmonary hypertension
Galie, N et al: Eur Heart J. 37: 67-119;  Galie N, et al. Eur Respir J 2015; 46:903-975



Epidemiology – pulmonary hypertension

•Group III (Lung dz) – mild PH in severe ILD/COPD but severe PH is uncommon

•Group IV (CTEPH)

– prevalence 3.2 cases per million 

– incidence of CTEPH after acute PE is 0.5-2%

– 75% of CTEPH have h/o acute PE

Pepke-Zaba, et al, CTEPH: results from an international prospective registry. Circulation 2011;124: 1973-1981



Passive component
Increased PCWP/PAReactive

PULMONARY 
HYPERTENSION

Rx  that decreases PCWP
normalizes PAP (Reversible)

No structural PA abnormalities
at early stage.

Chronic increase in PA
pressure causes “intrinsic” PH,
reversible or fixed .
TPG & PVR increases (“REACTIVE”).
Lowering PCWP and PAP may
require vasodilators and/or
inotropes.

If PAP, TPG, and PVR cannot be 
normalized, PH is called fixed.
Structural PA abnormalities may exist.
RV failure may follow

Drazner, M et al, JHLT 1999,18: 1126-1132 and  Circ Heart Fail, 2010,3: 202-206





We cannot succeed if the RV fails



NORMAL

Adventitia

Media

Intima

Smooth Muscle 
Hypertrophy

Early Intimal 
Thickening

REVERSIBLE DISEASE IRREVERSIBLE DISEASE

Plexiform Lesions

Thrombosis

Adventitial,  Intimal Proliferation

Smooth Muscle Hypertrophy

Time

PAP

PVR

CO

I II III IVNYHA

PAH: Hemodynamic and Clinical Course

Adapted from Gaine S. JAMA. 2000;284:3160-3168.



Ghio, S. et al. J Am Coll Cardiol 2001;37:183-188
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Mean time between symptom onset and 
diagnosis: 2.8 years

Mean time between symptom onset and diagnosis: 2.3 
years
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56%

75%

REVEAL= Registry to Evaluate Early and Long-term PAH Disease Management
Badesh DB et al. Chest 2010, 137:376-387.                                                       Humbert M et al. Am J Resp Crit Care Med 2006; 173: 1023-1030



Screening Can Help in Diagnosing the 
Disease in an Early Stage

Without screening, the majority of patients were diagnosed 
in WHO FC III or FC IV, and only 12.5% were in WHO FC II

Humbert, M et al. Eur Respir Rev 2012; 21: 126, 306–312 Humbert , M et al. Arthritis Rheum 2011; 63: 3522-3530 



Pivotal Tests

Exam

History

• Dyspnea

• Fatigue

• Angina

• Syncope

• Palpitations

• Edema

• Loud P2

– listen at apex

• RV lift

− left parasternal - fingertips

• Systolic murmur (TR)

– inspiratory augmentation

• Diastolic murmur (PR)

• RV S4

• JVD with V wave, A wave, hepatojugular reflux

• RV S3

• Hepatomegaly

• Edema

• Ascites

• Pulsatile liver

• Low BP, low PP, cool extremities

• Early systolic click; midsystolic ejection murmur

McLaughlin VV et al. J Am Coll Cardiol.
2009;53:1573-1619.



Echocardiogram

PFT’s

Polysomnography

VQ Scan

• Sleep Disorder

• Chronic PE

Functional Test
(6MWT, CPET)

Overnight Oximetry

History

Exam

CXR

ECG

HIV

ANA

LFT’s

RH Cath

TEE

Exercise Echo

Pulmonary Angiography

Chest CT Angiogram

Coagulopathy Profile

Vasodilator Test

Exercise RH Cath

Volume Loading

ABG’s

• Index of Suspicion of PH

• RVE, RAE, RVSP, RV Function
• Left Heart Disease
• VHD, CHD

• Ventilatory Function
• Gas Exchange

Other CTD Serologies

• HIV Infection

• Scleroderma, SLE, RA

• Portopulmonary Htn

• Establish Baseline
• Prognosis

• Confirmation of PH
• Hemodynamic Profile
• Vasodilator Response

Pivotal Tests Contingent Tests Contribute to Assessment of:

Left Heart Cath
McLaughlin VV et al. J Am Coll Cardiol.
2009;53:1573-1619.
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CXR and EKG of a Patient with IPAH

RVH

RV strain

RAE



Diagnosis of PAH
Screening and Detection: Echocardiography 

High Level of suspicion. 
Screening High Risk Populations 

Key to early 
Diagnosis

ECHO in PAH:
RA/RV enlargement
LV compression.
Septal flattening 
RV dysfunction
TR/PR /Doppler studies

Right Heart Catheterization
Mandatory to confirm and characterize disease

Adapted from Harrison’s principles 
of internal medicine, 148th ed.



PH Owing to Lung Disease: IPF 



Multidetector CT features of pulmonary veno-occlusive disease in a 35-year-

old male subject. 

Gopalan D et al. Postgrad Med J 2012;88:397-406



CTEPH : A “Curable” Form of PH Not to Be Missed

Catheter 

pulmonary 

angiogram in a 

patient with 

chronic 

thromboembolic 

pulmonary 

hypertension. 

McCann C et al. Postgrad Med J 2012;88:271-279

PTE specimen

V/Q scan of a patient with CTEPH



Echocardiogram

PFT’s

Polysomnography

VQ Scan

•Sleep Disorder

•Chronic PE

Functional Test
(6MWT, CPET)

Overnight Oximetry

HIV

ANA

LFT’s

TEE

Exercise Echo

Pulmonary Angiography

Chest CT Angiogram

Coagulopathy Profile

ABG’s

• RVE, RAE, RVSP, RV Function
• Left Heart Disease
• VHD, CHD

•Ventilatory Function
•Gas Exchange

Other CTD Serologies

•HIV Infection

•Scleroderma, SLE, RA

•Portopulmonary Htn

•Establish Baseline
•Prognosis

CXR

ECG
• Oxygen saturations (SVC, IVC, RA, 

RV, PA, wedge, SA)

• Right atrial pressure

• RV systolic and end-diastolic 
pressure

• PA systolic, diastolic, and mean 
pressure

• PCWP, LVEDP, or LAP (if entered 
via PFO or ASD)

• Thermodilution or Fick CO, CI

• Pulmonary vascular resistance 
(TPG/CO)

• Systemic systolic, diastolic, and 
mean pressure

• Heart rate

• Vasodilator response

Right Heart Catheterization

McLaughlin VV et al. J Am Coll Cardiol.
2009;53:1573-1619.



McLaughlin VV et al. J Am Coll Cardiol. 2009;53:1573-1619.

Calcium Channel Blockers
Only If “Vasodilator Responsive”

“Vasodilator Response”

• Fall in mPAP ≥10 mm Hg

+ mPAP (absolute) <40 mm Hg

+ Normal CO



Risk Assessment in Pulmonary Arterial Hypertension

Galie, N et al: Eur Heart J. 37: 67-119;  Galie N, et al. Eur Respir J 2015; 46:903-975

pahriskcalculatorre.com
pahriskcalculatoreu.com





PAH Therapies

How far have we come?



Medications Approved for the Management of PAH 

PAH Specific Therapies 
• Prostacyclin analogs

– Epoprostenol (Flolan, Veletri)                                                 Intravenous (IV)
– Treprostinil (Remodulin)                                                          IV or SQ
– Treprostinil (Tyvaso)                                                                 Inhalation
– Treprostinil (Orenitram)                                                          Oral
– Iloprost (Ventavis)                                                                    Inhalation

• Non Prostanoid IP Receptor Agonist
– Selexipag (Uptravi)                                                                    Oral

• Endothelin receptors Antagonists
– Bosentan (Tracleer)                                                                  Oral
– Ambrisentan ( Letairis)                                                            Oral
– Macitentan (Opsumit)                                                             Oral

• Phosphodiesterase Type-5 Inhibitors
– Sildenafil (Revatio)                                                                  Oral
– Tadalafil (Adcirca)                                                                    Oral

• Direct Stimulator s-Guanylate Cyclase
– Riociguat (Adempsa)      (PAH +CTEPH)                               Oral 

• Activin Signaling Inhibitor (PAH) SQ
– Sotatercept

Mode of Administration

Class I Recommendation
for use As Monotherapy

in WHO FC II-III 



Current and Emerging Targets and Therapies for
Pulmonary Arterial Hypertension

O’Callaghan, D. S. et al. (2011) Treatment of pulmonary arterial hypertension with targeted therapies
Nat. Rev. Cardiol. doi:10.1038/nrcardio.2011.104



 



ERA—Macitentan

*Worsening of PAH, initiation of treatment with IV or SC prostanoids, lung transplantation or atrial septostomy

Pulido T et al. N Engl J Med. 2013;369:809-818

Effect on Composite First Event Related to PAH* or Death from Any Cause
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Primary Endpoint Events* 

Macitentan 10 mg vs Placebo

HR: 0.55

P value: < .001 

742 patients

2/3 of patients receiving 

background therapy



Nitric Oxide Pathway—Riociguat

Ghofrani AH et al. N Engl J Med 2013; 369:319-329.

Ghofrani AH et al. N Engl J Med 2013; 369:330-340.

PATENT-1: PAH CHEST-1: CTEPH
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AMBITION: Initial Combination Therapy With Ambrisentan-Tadalafil 

Primary Study Endpoint

Primary Endpoint: Time to First Clinical Failure Event

Primary Analysis Set

E
v
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t-
F

re
e
 (

%
)

Time (weeks)

HR:  0.502

95% CI (0.348, 0.724)

p=0.0002

0                24                48                72               96               120              144             168  192 

1 year 88.9%

1 year 75.5%

Combination therapy

Pooled monotherapy

2 year 79.7%

2 year 63.2%
3 year 56.1%

3 year 67.6%

Combination: 253 229 186 145 106 71 36 4

Pooled monotherapy: 247 209 155 108 77 49 25 5

Number at risk:

Galie N, et al. N Engl J Med. 2015;373:834-844.
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Selexipag Primary Endpoint: Time to First Event

McLaughlin VV. J Am Coll Cardiol. 2015:65(10S):A1538. 

Placebo 582 433 347 220 149 88 28

Selexipag 574 455 361 246 171 101 40

No. at Risk: Months
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Selexipag vs placebo: Risk reduction 40%

HR = 0.60;  99% CI, 0.46-0.78; P<0.0001

Selexipag

Placebo

Abstract



Epoprostenol (Flolan®)

Treprostinil (Remodulin®)

Treprostinil (Remodulin®)

Iloprost (Ventavis®)
Treprostinil (Tyvaso®)

Cedars-Sinai Heart Institute
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N Engl J Med 2021; 384:325-334

Inhaled Treprostinil in Pulmonary Hypertension Due to Interstitial 

Lung Disease



 



 



 



How to monitor response to treatment

• Clinical 

–NYHA functional class

–6MWT

• Biomarkers

–BNP or NT proBNP

• Echocardiographic

–RV size and function

–Tricuspid regurgitation

–Estimated RA pressure

• Hemodynamics

–Not routine but used when change in clinical status or consideration for change in therapy 

or preop

  2023 Sep;44(3):543-554.



Healthcare Inequality in Pulmonary Hypertension

•. 2023 Sep;44(3):543-554.

Bernardo, RJ, Clin Chest Med, 2023 Sep;44(3):543-554



Bernardo, RJ, Clin Chest Med, 2023 Sep;44(3):543-554



• Gender

–PAH predominantly affects females although disease in males tends to be more severe

–Access to reproductive health care

• Race/Ethnicity

–Black patients with PAH have higher frequency of CTD (scleroderma) than White patients

– In one study from Hopkins, Black patients had worse functional class and hemodynamics on presentation although 

REVEAL registry did not show a difference in survival

–Hispanic patients with PAH tend to be younger and have a higher frequency of congenital heart disease and 

portopulmonary hypertension.  Some studies have suggested improved survival among Hispanic patients with PAH.

• Low and Middle Income Countries

–Disparity in etiologies (HIV, Schistosomiasis), education

• PAH in Rural populations

–Transportation barriers limiting access to PAH specialty centers (?telemedicine), clinic appointments, specialty 

pharmacies

–Higher mortality?

• Patient Resources

–PAH Initiative – www.pahinitiative.com

–Pulmonary Hypertension Association – www.phassociation.org

Cheron C, McBride SA, Antigny F, et al. Sex and gender in 
pulmonary arterial hypertension. Eur Respir Rev 2021;(162):30.

Blanco I, Mathai S, Shafiq M, et al. Severity of systemic sclerosis-associated pulmonary 

arterial hypertension in African Americans. Medicine (Baltim) 2014;93(5):177–85

Medrek SK, Sahay S. Ethnicity in pulmonary arterial hypertension: possibilities for novel 
phenotypes in the age of personalized medicine. Chest 2018;153(2):310–20

Syed ST, Gerber BS, Sharp LK. Traveling towards disease: transportation barriers to health care access. J 

Community Health 2013;38(5):976–93

http://www.pahinitiative.com/




Conclusions

• Keep a high index of suspicion for PH/PAH

• Start by ruling out PH secondary to LHD ( R/O Diastolic dysfunction 

with normal PAWP in dry/diuresed patients) or Lung disease. 

• Get V/Q scan: Never miss CTEPH. Pulmonary thrombo-

endarcterectomy is potentially curative

• RHC is mandatory for accurate diagnosis and treatment of PH/PAH

• Using PAH medications for PH related to HFpEF is not recommended



And now back to our case…

Patient was treated with triple therapy



Pre-treatment Post-treatment



Thank you!

dael.geft@cshs.org



FAQs
1. What is the current definition of pulmonary hypertension?
Mean pulmonary artery pressure >20.

2. What are the signs and symptoms of pulmonary hypertension?
Often nonspecific but usually shortness of breath, fatigue, edema, and possibly 
syncope (a bad sign).

3. Who is at risk of developing group 1 pulmonary hypertension?
Genetics, connective tissue disease, drug use, congenital heart disease, HIV, liver 
cirrhosis among others.  

4. Is there effective treatment for pulmonary hypertension?
Yes, several medication options in every route of administration (PO, IV, SC, inhaled).



Q & A Session
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Friendly Reminder, a survey will pop up on your web browser after the webinar ends. Please do

not close your web browser and wait a few seconds, and please complete the online survey.

Please note: the online survey may appear in another window or tab after the webinar

ends.

Upon completion of the online survey, you will receive the PDF CME or CE certificate based on
your credential, verification of name and attendance duration time of at least 75 minutes, within
two (2) weeks after today’s webinar.

Webinar participants will only have up to two weeks after webinar date to email Leilanie
Mercurio at lmercurio@lacare.org to request the evaluation form if the online survey is not
completed yet. No name, no survey or completed evaluation and less than 75 minutes
attendance duration time via log in means No CME or CE credit, No CME or CE certificate.

Thank you!

mailto:lmercurio@lacare.org
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