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Learning Objectives

ACOPD definition and pathology

AUpdate and COPD demographics and
burden

Alnitial assessment of COPD
AChronic management of COPD

ADefine Acute Exacerbation of COPD
(AECOPD)

AManagement of AECOPD
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Management of COPD
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COPILx Key Points General

ACommon, preventable, treatable

AMost common symptomslyspnea, cough and/or sputum
APatients tend to underreport

AAirflow limitation ¢ obstructive lung disease

AMain risk factor is smoking

AUnderappreciated: Biomass fuel, air pollution
AHost factors: genetics, abnormal lung development, accelerated aging

AMost have significant concomitant chronic diseases that contribute to
iIncreased morbidity and mortality




The Journey to COPD

AIRFLOW
LIMITATION

ETIOLOGY PATHOBIOLOG PATHOLOGY
A Smoking A Impaired lung A Small airways
and growth issues
A Accelerated
pollutants decline A Emphysema
A Host factors A Lung injury A Systemic
A Inflammation effects

CLINICAL
MANIFESTATIONS
A Symptoms

A Exacerbations
A Comorbidities




COPILx Burden Globally COPD

AA leading cause of morbidity and mortality worldw

AMajor economic and social burden; increasing!

ARisk factors
A SMOKING!
A Outdoor, occupational and indoor pollution
A Age >40

APrevalence; Underdiagnosed (symptoms + spirometry)

ABOLD program (Burden of Obstructive Lung Disease)
A 2010 384 million worldwide; 11.7%
A Increased in developing countries (smoking), aging populations in high income countries
A 2030. Higher prevalence. 4.5 million deaths annually.



Model-Based COPD Prevalence by County,
United States 2014

COPBBurden US

A15.7 million (6.4%) have COPD in thé US
A50% with low function butinawarethey had COPI

AGroups more likely to have COPD

AWomen; > 65 years old

AAmerican Indians/Alaskan Natives; multiracial fiispanics
AUnemployed, retired, or unable to work; Divorced, widowed or separated
A Current or former smokers; People who have a history of asthma

ACost- $32 billion direct costs/year. AECOPD is biggest culprit
A2nd leading cause of lost Disabilidjusted Life Years (DALY)

INational Center for Health Statistics. Health, United States 2015 with Special Feature on Racial and Ethnic Healtf
Disparities. Hyattsville, MD: US Dept Health and Human Services; 2016.



COPD Risk factors

ATobacco smokecigarettes; pipe, cigar, water pipe
AMarijuana

Alndoor air pollution
ABurning wood, other biomass fuels; poor ventilation

AOccupational exposures
AOutdoor air pollution

AGenetic factorsalphal antitrypsin deficiency. Gene encoding -
matrix metalloproteinase 12 (MMB2) and glutathione-S TR
transferase




COPD Risk factors

AAge/sex Older; female

ALung growth and development

A Low birth weight and childhood respiratory infections
can increase the likelihood of developing COPD

ASocioeconomic status

APoverty isassociatedvith COPD develop

A Pollution exposure? Crowding? Poor nutrition? Infections?
Other?

AAsthma?




COPD Diagnosisey Points

AConsider when:
A Symptoms dyspnea, chronic cough or sputum
A History of recurrent lower respiratory tract (LRT) infections
A Exposures to risk factors ~
The Importance of Spirometry

ASpirometry and proof of obstruction is required to make the
diagnosis ‘
A Peak flow has good sensitivity; poor specificity fj
AGoals of COPD assessment 3 [( —
A Severity of airflow limitation
ALYLI OO0 2y LI OGASYyGQa KSIfOK
A Risk for negative consequences (exacerbations, admissions, death)




COPD Diagnosisey Points

ARecognize concomitant chronic diseases that are frequent in COPD

patients = =
A Cardiovascular disease /
. Cordiovoscular disease _— Hyperinflation
A Skeletal muscle dysfunction i

. ulmonary hypertension
AMetabolic syndrome e
A Osteoporosis Mui";";:g,‘;ni .

. . Nutritional disorders ‘/f T
ADepression/Anxiety P’ Dt
ALung cancer Oy~ (4 -

| Chcst Poly';;?;‘f:}‘;ﬁm
/
/

Osteaporosis




COPLx The work up

AlLabs
A Alpha 1 antitrypsin Q
A World Health Organization recommends all patients with COPD be Alpha-1 Antitrypsin |
screened once Deficiency & COPD ‘l
A Also recommends all family members of A1AT disease patients be (q ,,,,%90

A ATS All patients with COPD, emphysema and incompletely
reversibleasthma

W&’;Y';V%' ’\\'

Almaging
A CXR; best use for alternative diagnoses

A CF not routinely recommended
A Bronchiectasis
A Lung cancer; lung volume reduction or transplant candidate b



COPLx The work up

APulmonary Function Testing

A Spirometry

ALung volumes and diffusion capacity

A Volumes show gas trapping (elevated residual volume), hyperinflation (elevated total
lung capacity)

AOximetry and ABG
AOximetry for all patients with signs of respiratory failure or RHF

Alf O2 sat < 92%, ABG should be assessed

AExercise testing; assessment of physical activity
A Strong indicators of impairment and predictor of prognosis



COPLx The work up

AComposite scores
ABODE Index (Body Mass Index, Obstruction, Determining Your
] Stage of COPD
Dyspnea, Exercise)
ABiomarkers?

AEosinophilg; Increasingly used as a predictor for ) O A0 .
steroid-responsiveness b el
ACRP, procalcitonin for exacerbations? . 2

BODE Index & COPD:




COPD Differential Diagnosis

COPD

Asthma

CHF

Bronchiectasis

Tuberculosis

Obliterative
Bronchiolitis

Mid-Life

Often childhood

Mid-life

Usually older

All ages

Youngernon
smokers

Slowly progressive

Variable; night>day Exhaled NO;

Variable;
progressive

Copious sputum

Subacute (weeks)

Subacuteonset;
progressive

eosinophils

Dilated heart;
edema.Echo
findings

Large amounts of
bacteria insputum;

OKI NI OG SN

0N} O1 4¢ =
dilation/thickening
Reactivatior

cavity
Primary = LAN

Expiratory CT
findings

Exposure;
obstruction

FH;obesity, atopy;
obstruction

Restriction

CF anatongenital
Immune
deficiencies can
present younger;
obstruction

Endemicareas
Immunosuppressed

RA; postBMT,; post
Lungtransplant;
obstruction



COPD Assessmerieverity

ASpirometry
AGlobal Initiative for Obstructive Lung Disease (GOLD)

ASymptoms
AQuestionnaires

AExacerbations
AFrequency/severity



COPLx Spirometry severity=EV/FVC < 0.7

GOLD 1 Mild FEVX y /&2 LINBRAOUGSR
GOLD 2 Moderate p /R 2 K< 80% predicted

GOLD 3 Severe 0 JE.: K< 90% predicted

GOLD 4 Very Severe FEV < 30% predicted

AUses of spirometry
ADiagnosisDo it for diagnosis
A Severity

AFollow up annually

A Therapeutic decisions
A Alternative diagnoses{ ¢ YLII 2 Y& YR &LIANRYSIONE R2y QU fAY
A Identify rapid decliners



COPILz Dyspnea severity
Modified British Medical Research CoumMRCYuestionnaire

MMRC Grade | Characteristics

MMRC Grade 0 | only get breathless withtrenuousexercise
MMRC Grade 1 | get short of breath whehurryingon the level or walking up a slight hill

MMRC Grade 2 | walkslower than people of the same aga the level becausef breathlessness, or |
have to stop for breath when walking on my own pace on the level

MMRC Grade 3 | stop for breathafter walking aboufLO0 meters or after a few minutean the level

MMRC Grade 4 | amtoo breathless to leave the houss | am breathless whedressingor undressing



COPLx Symptom severity
COPD Assessment Test (CAT)

Minimum symptoms Maximum symptoms
| never cough Q Q e e e e | coughall the time

o ! | My chest | letely full of
a0 OO OO @O o
My chest dies bit fedight at all o o o o o o

When | walk up a hill or one fligh When | walk up a hill or one fligh
of stairs | am not breathless o o o o o e of stairs, | am verjgreathless

My chest feels verfight

| am not limited doing any o o e o o o | am very limited doingctivities

activities at home at home

| am confident leavinghy home | am notconfidentat all leaving

despite my lung condition o o e o o o my home because of my lung
condition

| sleep soundly o o o o o o L R42ef@aundly becausef

my lung condition

| have lots of energy o o o o o o | have noenergyat all



Combined COPD Assessment
Refined ABCD Assessment Tool

Assessment of

Assessment of symptoms/risk of
exacerbations exacerbations

Spirometry Confirmg
Diagnosis

Assessment of
airflow limitation

Postbronchodilator
FEV1/FVC < 0.7

X2 orxl
GOLD1 KoY N leading to
GOLD 2 50-79 hos_pltz_il
admission
GOLD 3 3049
GOLD 4 <30 0 or 1 not

leading to A B

MMRC 61 MMROK2
CAT <10 CATx10

hospital
admission




Prevention and Maintenance Therapyeys

ASmoking cessatiois critical

AEffectiveness of-eigarettes is uncertain at this time
AAssociated with increased cigarette use in adolescents

APharmacologic therapgan reduce COPD symptoms,
frequency and severity of exacerbations and
Improve health status and exercise tolerance

Alnhaler technigueneeds to be individualized
AFlu vaccinatiomeduces incidence of LTls
APneumococcal vaccinatiaeduces LTls




Prevention and Maintenance Therapyeys

A
A

Pulmonary rehabilitatiommproves symptoms, quality of life, and
physical and emotional participation in everyday activities

n patients withseverg(sat < 89%) resting chronic hypoxenicayg-

term oxygen therapy (LTOImproves survival

Aln patients with stable COPD and resting or exercise indomsterate
desaturation (8993%), oxygen treatment shoulibt be prescribe routinely

Aln patients with severe chronic hypercapnia and a history of

hospitalization for acute respiratory failur@ngterm noninvasive

ventilationmay decrease mortality and prevent-n@spitalization
APalliative cards effective in controlling symptoms in advanced COPD



Vaccination for Stable COPEey points

Alnfluenza vaccination reduces serious illness and death in COPD
patients

AThe 23valent pneumococcal polysaccharide vaccine (PPSV23) has
been shown to reduce communigcquired pneumonia (CAP) In
COPD patients < 65 years old with HEX0% predicted and in those
with comorbidities

ALY GKS 3ISYSNYIf Ll2LJzf | GARaEnt2F | R
conjugated pneumococcal vaccine (PCV13) has demonstrated
significant efficacy in reducing bacteremia and serious invasive
pneumococcal disease



Pharmacologic Treatments for COPD

Bronchodilators (BD)

A Shortacting

A Betaagonists (SABA)

A Muscarinic antagonists (SAMA)
ALongacting

A Betaagonists (LABA)

A Muscarinic antagonists (LAMA)
AMethylxanthines

A E.g. theophylline

Antl-inflammatories
Alnhaled corticosteroids (ICS)
AOral corticosteroid
APDE4 Inhibitors
A Antibiotics (immune modulators?)

AMucoregulators and antioxidant
agents

A Other

A Statins
ALTM




Bronchodilators in Stable COM@y points

Alnhaled BD are central to symptom management and regular use can
prevent/reduce symptoms

ARegular and aseeded (prn) use of SABA and SAMA improvg FEV
and symptoms

ACombination of SABA and SAMA has greater improvements than either alone

ALAMA have a greater effect on exacerbation reduction compared to
LABA and decrease hospitalizations



Bronchodilators (BD) in Stable COR&Y points

ACombination of LABA and LAMA increases BEY/reduces
symptoms and exacerbations compared to monotherapy

ATiotropium (LAMA) improves the effectiveness of pulmonary
rehabilitation in increasing exercise performance

ATheophylline exerts a small bronchodilator effect in stable COPD and
IS associated with modest symptomatic benefits



Antrinflammatory therapy in stable COPD

AICS

AICS/LABA combination is more effective than the individual
components in improving lung function and health status and
reducing exacerbations in patients with exacerbations and
moderate to severe COPD

A Regular treatment with ICS increases riskroéumoniaespecially
In those with severe disease

A Triple therapy (ICS/LAMA/LABA) improves lung function, sympt
and health status and reduces exacerbations compared to
ICS/LABA, LABA/LAMA, or LAMA monotherapy

AOral steroids

A Longterm oral steroids have many side effects and no evidence of
benefit




Antrinflammatory therapy in stable COPD

APDE4 inhibitors

AlIn patients with chronic bronchitis, severe to very severe COPD and h/o
exacerbations:

A Improves lung function and reduces moderate and severe exacerbations; including
patients on fixed dose LABA/ICS

AAntibiotics

ALongterm azithromycin and erythromycin reduces exacerbation over one
year

ATreatment with azithromycin is associated with increased incidence of
bacterial resistance and hearing test impairments



Factors to consider when starting ICS

STRONGUPPORT CONSIDER AGAINSTSE

A Historyof hospitalizations for A 1 moderate COPD exacerbationA Repeated pneumonia events

COPD exacerbations per year** A Blood eosinophils < 10gklls/pL
Ax H Y2RSN) GSfF /AmBto&d eosinophils 16800 A History of mycobacterial
exacerbations per year** cells/pL infection

A Blood eosinophils > 300 cells/pL
A Also has asthma

*Severity of COPD exacerbation: Mild (increase BD), Moderate (Steroids), Severe (hospital)

**Despite appropriate loneacting bronchodilator maintenance therapy




|CS adverse effects

AOral candidiasis
AHorse voice
ASkin bruising

APneumonia G
A Higher risk: > 54 years old, h/o exacerbations or pneumonia, BMIN

25, poor MRC dyspnea grade and/or severe airflow limitation. Blo
eosinophils < 2% -

AVaried results on bone density

AGlucose control issues b

ACataracts r 14—
AMycobacterial infections, including Th S



Antrinflammatory therapy in stable COPD

AMucoregulators/Antioxidents
ARegular treatment with mucolytics such as erdosteine, carocysteine, and N
acetyl cysteine (NAC) reduces the risk of exacerbations in select populations
ASimvastatin

ADoes not prevent exacerbations in COPD patients at increased risk of
exacerbations and without other indications for statin treatment

A Observationally, there are some positive COPD outcomes noted in patients
who take them for CV and metabolic reasons

ALeukotriene modifiers
A Approved for asthma, but not tested adequately in COPD



Initial Pharmacologic Treatment

Group C Group D
#2 orx1 exacerbations LAMA or
leading to hospital LAMA LABA + LAMA* or
admission ICS + LABA**
* Consider if highly symptomatic (e.g. CAT >20)
FF [/ 2YaARSNI AT Sza)\yzulp\taxg

Group A Group B

O or 1 exacerbations not
leading to hospital Short or long BD LABA or LAMA

admission

Yaw/ XHZ

mMMRC a1, CAT < 10



Followup Pharmacologic Treatment

e DYSPNEA

LABA or LAMA

o
(**
LABA + LAMA | gay | LABA+ICS
- \ \L
‘ S":il’j;'ﬂi"g (- | LABA+LAMA+ICS

inhaler device
or molecules

* [nvestigate
(and treat)
other causes
of dyspnea

Alf response to initial
treatment, maintain it

Alf not:

A Consider predominant trait
to target
A Dyspnea
A Exacerbations
APlace patient in box

corresponding to current
treatment

**Consider deescalation of ICS or switch if pneumonia, inappropriate original indication or lack of response to IQ



Followup Pharmacologic Treatment

EXACERBATIONS
LABA OTLAMA Alf response to initial
"~ P | v treatment, maintain it
LABA + LAMA LABA +ICS
e ' Alf not:
Consider el SRR A Consider predominant trait
100 100 to target
—>| LABA + LAMA +13s( A Dyspnea
<y A Exacerbations
v v APlace patient in box
Roflumilast '“Af"_”;er Smokers corresponding to current
FEV1 <50% & zithromycin
chronic bronchitis treatment

F/ 2YAARSNI AT S2aAy2LKAta x onn 2NJBH mnn ! b5 xH Y2

**Consider deescalation of ICS or switch if pneumonia, inappropriate original indication or lack of response to IC



Initial NorPharmacologic Treatment

¥ orx1 exacerbations
leading to hospital
admission

O or 1 exacerbations not
leading to hospital
admission

GroupC
Smoking Cessation

Pulmonary Rehabilitation

PhysicaActivity
Flu vaccine
Pneumococcalaccine

GroupD
Smoking Cessation

PulmonaryRehabilitation
Physical Activity
Flu vaccine
Pneumococcal vaccine

GroupA

Smoking Cessation
PhysicaActivity
Flu vaccine
Pneumococcal vaccine

MMRC a1, CAT < 10

GroupB
Smoking Cessation
PulmonaryRehabilitation
Physical Activity

Flu vaccine
Pneumococcalaccine

Yaw/ XHZ




Management of COPD

/ Review \

Symptoms (CAT; mMRC)
Exacerbations

Smoking status

Exposures to other risks
Inhaler technique; adherence
Pulmonary Rehabilitation
Selfmanagement skills

A Breathlessness

A Action plan

02, NIV, transplant, palliation

Manage comorbidities

Vaccination
Q)irometry (annual) /

Diagnosis
Symptoms
Risk Factors
Spirometry

—)

Adjust
Pharmacotherapy
Nonpharmacologic therapy

]

/" Initial Assessment
FEV-GOLD #4

Symptoms (CAT, mMRC)
Exacerbation history

Smoking Status

h 1-antitrypsin

KComorbidities /

¥
/ Initial Management\

Smoking Cessation
Vaccination

Active lifestyle; exercise
Self management education
A Risk factors

A Inhaler technique

A Breathlessness

A Action plan

KManage comorbidities

)




AECOPDR Definition and Triggers

_ . " oadcast Sy TALLL

AAcute worsening of respiratory symptoms that o . Rk ke
result in additional therapy def.rtr;:;he\” gave &
AMild (Shortacting bronchodilatorsSABD alone) EPE xe wOYQS.

AModerate (SABD + steroids and/or abx)
ASevere (ED or hospitalization; acute respiratory failure)

ATriggers; mainly viral infections
ABacterial infections

A Ambient factors; pollution; cold temperature
A PM 2.5¢ fine particulate matter




AECOPRSymptoms and pathophysiology

ASymptoms and pathophysiology

Alncreased airways inflammation, mucus productior

A C O u g h C“RONI; SHORTNESS
A Sputum production il S vt

A Early closure of small airwaysAir-trappingA Dyspnea .
A{ LddzU dzY X Lo
A Studies suggests that purulence indicates increased
bacteria
A Eosinophilia in sputum
A More likely to respond to steroids?
ASymptom duratiog7-Mm 1 R & & X
A 8 weeks postlischarge. 20% have not returned to
baseline lung function




AECOP{IManagement

ATreatment goals
A Minimize negative impact of the AECOPD
A Reverse airflow limitation
A Treat infection appropriately
A Ensure adequate oxygenation
A Avert ICU stays; intubation
A Avoid complications of immobility (PE, deconditioning)
A Improve nutrition
A Prevent subsequent exacerbations
A Vaccination; smoking cessation
A2 KSNBE R2 ¢S 3J2X6KSNB R2 ¢S 32
A 80% of AECOPD are managed as outpatient ‘
A Studies show that many are not brought the attention of healthcare provid




AECOP{ . ocation of care

Alndications for admission*

A Severe symptoms
A Resting SOB, high work of breathing/RR, decreased O2 saturation, confusion, drowsiness
A Acute respiratory failure (very severe AECOPD)

ANew troublesome physical signs
A Cyanosis, peripheral edema

AFailure to improve from initial management
APresence of serious comorbidities

Al SI NI FFAfdzNBE yS6 I NNKEOUKYAFaAxX SGOX
Alnadequate home support

*Consider local and home resourc



AECOP{IMedical management

ABronchodilators

AShortacting betaagonists
A Albuterol (2.5 mg/3 cc; 8 puffs with spacer)
A Levalbuterol (alternative)
A Less tachycardia?
A $$$
A Shortacting anticholinergics?

A Ipratropium(soo mcg; 2 puffs g 4 hours with spacer)

AMDI vs Nebulizer

A Actually no superior delivery system

A Nebs favored by clinicians, but MDI is ok
If using more puffs with spacer

A MDI technique can be poor

Research in 2010

technigue coutdn’!
demonstrate the correct

use of an MDL

Peopte with poor Inhaier
technique are more
likely to have unstable
asthma, including

serious exacerbations.




AECOPD Medical Management

AStel‘OidS Contemporary Management of Acute
AI\/Ieta—anaIysis 2008 Exacerbations of COPD*
AReduced treatment failure A Systematic Review and Metaanalysis
AReduce LOS
Alncreased hyperglycemia

Favors Sternid | Fawors Placebo Favors Stercid | Favors Placebo
I ]
I
. — . '
e ok i, =1 0 ; Wood-Baker at al,™ 1998 g
I
Thompson et al,'™ 1996 —— !
Dawies et al,'3 194940 ]
Dawvies et al,™ 1999
i ! Niewoehner et al,"™ 1999 ;
Miewoehner et al, s 1999 — ! ‘.‘
[l
1
- e ! 15 # 1
Maltai= et al,™ 2002 —_— » v Maltzis et al," 2002 — |
Aaron et al v 2003 — m
X Pooled summa ry
(RR.0.54; 95% CI, 0.41-0.71) < > : ]
1 1 1 l 1 ! : 1
0.1 02 0.5 1 2 5 10 -1 -2 i} 2 L
Relative Risk (5% Confidence Interval) ‘Wieightad Mean Difference (99% Confidence Interval)

Reduced Treatment Failure Reduced Length of Stay (CHEST 2005; 133:756-766)



Caseg; Steroid management

AWhich of the following steroid management is closest to what you
would choose for an AECOPD?

AA. 125 mg methylprednisolone q 6 hours for 1 day, followed b§3thg
prednisone bid x 3 days, followed by taper over 2 weeks

AB. 60 mg methylprednisolone g 6 hours for 1 day, followed b§Qthg
prednisone bid x 3 days, followed by taper over 1 week

AC. 4060 mg prednisone daily x 7 days, followed by taper over 1 week
AD. 4060 mg prednisone daily x 14 days then stop
AE. 4060 mg prednisone daily x 5 days, then stop



AECOPDR Medical Management

ASteroids!
ARoute?

Very well absorbed More expensive



Association of Corticosteroid Dose
and Route of Administration With Risk

AECOPD Medical Managemen s G S rimory o

ADose? Low dose (280 mg/day as good as high dose V)

Table 5. Association Between Low-Dose Oral Steroid Therapy vs High-Dose Intravenous
Therapy and Outcomes in Acute Exacerbation of Chronic Obstructive Pulmonary Disease

Ratio (95% CI)
Treatment Failure, I |
Model OR (95% CiI) Length of Stay Total Cost
Unadjusted® 0.91 (0.83-1.00) 0.92 (0.91-0.93) 0.92 (0.91-0.93)
Propensity score— and 0.93 (0.84-1.02) 0.92 (0.91-0.94) 0.93 (0.91-0.94)
covariate-adjusted?:C
Matched sample adjusted for 0.84 (0.75-0.95) 0.90 (0.88-0.91) 0.91 (0.89-0.93)

unbalanced covariates®

Group treatment for 10% increase 1.00 (0.97-1.03)
in hospital proportion oral
steroids, covariate adjusted®P:°

JAMA. 2010;303(23):2359-2367.



The Cochrane Database of Systematic Reviews

AECOPR Medical Management

ADuration Short (< 7 days as good as long)

ATime to relapse, return of lung function, mortality, length of stay without
differences in large metanalysis. Adverse effects actually about the same

AREDUCE study5 days as good as 14 days

Fovwn: Ditween! durators of cortcossord frwapy by suacstatons of chvone chetuctve puimonary dasase
Compasson. | Sestmc corboosiecids & 7o e dieys va longe han ~dae
Quoome: & Relapee

Sudy o wbgrow SCS “days or e SC5 mars han T days Odds Rate NWeohl Odds Rave
"

— L MH Rrd osn Gl el Fred % O =
Chen 2008 444 o - 00N 1IN0 aM)
Loyt 2013 a1 50 SV18S —-— i 09006, 1.53)
Sayrwe 2001 o7 S17 - - TO% 1M [axn, 53)
Sechana 2008 a4 - - 20% 140[037, 529)
Total (5% Ch ol 237 | EmEE— 1000 % 104[070,156]

Towd swentc 7 (508 7 days or ), 70 (508 mare than T days)
Hobrogeniity . Chr <040 ' 3 (F a0, b 00N

Tt trovwall ot J w0 (P O8N

Tt b mitgroup diewnoe Mot apghoatde

-
Favours 5C5 = T daye Favours SC5 » T daye

Cochrane Databhase Syst Rev. 2018 Mar; 2018(3). CD0O0G897.




Caseg; Steroid management

AWhich of the following steroid management is closest to what you
would choose for an AECOPD?

AA. 125 mg methylprednisolone q 6 hours for 1 day, followed b§3thg
prednisone bid x 3 days, followed by taper over 2 weeks

AB. 60 mg methylprednisolone g 6 hours for 1 day, followed b§Qthg
prednisone bid x 3 days, followed by taper over 1 week

AC. 4060 mg prednisone daily x 7 days, followed by taper over 1 week
AD. 4060 mg prednisone daily x 14 days then stop
AE. 4060 mg prednisone daily x 5 days, then stop



AECOPD Medical Management

AAntibiotics?

A Evidence suggests improved
outcomes and most recommend for
hospitalizedpatients*

A Mortality and 30 day readmission?

AdH 2dzi -mdreased dyphieh, S
sputum change (color/amount),
increased cough

A Mortality benefit in intubated patients

A Which one?
A UTD algorithm?
A Azithro and quinolones (QTc)

A How long?
A 5 days as good as > 7 days**

*Chest 2013;143(1):82.

Moderate or severe exacerbation

AND

= Age »63 years

= Cardiac diseass

At least 2 of the 3 cardinal symptoms:
= Increased dyspnea
= Increased sputum volume
= Increased sputum purulence

Complicated COPD {1 or more risk factors):

= FEV{ <50% predicted
= =2 exacerbations/year

| * Pseudomonas risk factors:
= Advanced COPD
= Previous isolation of Pseudomeonas from spuktum

v

Risk factors for Pseudomonas?*

= Concomitant bronchiectasis
| = Frequent administration of antibiotics

I
Yes

¥

1
MNo

¥

» Frequent hospital admissions
= Systemic glucocorticoid use

Obtain sputurmn Gram stain and
culture and give:
= Levofloxacin 750 mg PO or
IV once daily OR
= Cafepime IV OR
= Ceftazidime IV OR
» Piparacillin-tazobactam
4.5 g IV every & hours

= Levofloxacin 500 mg PO or

IV once daily OR

= Moxifloxacin PO or IV OR

= Ceftriaxone IV OR
= Cefotaxime IV

v

v

Waorsening dinical status or
inadequate response in 72 hours

v

Re-avaluate

Consider sputurmn Gram stain and culture

**J Antimicrob Chemother. 2008;62(3):44



Case

A70 year old man arrives in the ED with
significant respiratory distress.

A1 week of increased cough, wheezing and SOE

A50 PY smoker; active ¥2 PPD

AAfebrile. RR 28, O2 saturation 82% RA. 89% o
45% Venturi. Tripodding position.

ADiffuse expiratory wheezes. CXR shows chroni
COPD changes LN
ABronchodilators and steroids are initiated. Full &% |
code status confirmed. v




Which of the following diagnostic test should
be ordered nexd

AA. Chest CTA
AB. Echo

AC. Blood gas
AD. Troponin



CaseAcute hypercapnic respiratory failure

AABG 7.24/48/62/27/90%n 45% FiO2
AEKG with sinus tachycardia with multifocal atrial tachycardia (MAT)

AYou are called to admit the patient to the floor.

AWhich of the following is most concerning regarding floor admission?

AA. pH 7.24

AB. CQ48

AC. MAT on EKG
AD. PaQ62

AE. 45% B, needed



AECOPDBTriage

Alndications for ICU

A Severe dyspnea not responsive to initial
treatment

AChange in mental status (confusion,
lethargy, coma)

APersistent hypoxia (pO2 < 40)respiratory
acidosis (pH < 7.25)

ANeed for invasive mechanical ventilation
ANeed for vasopressors for hypotension




AECOPDR Severe management

AWhat is the next most appropriate step for this patient.
AA. Intubation and mechanical ventilation
AB. Noninvasive ventilation
AC. IV antibiotics
AD. Smoking cessation discussion
AE. Initiate hospice discussion



AECOPD Severe management | &

A Indications for norinvasive ventilation (NI1V)
A Respiratory acidosis. pH < 7.35 and CO >45 X
A{ SOSNBF ReéeaLlWWSI gA0K Of AYyAOFf &aArdaya 2F NBaLIN.

A Accessory muscle use

A Paradoxical motion of the abdomen
A Retraction of intercostal spaces

A Persistent hypoxemia despite supplementation

A Nonrinvasive ventilation advantages in AECOPD with acute or acute on chronic
respiratory failure*

A Decreased need for intubation

A Decreased mortality

A Decreased ICU length of stay

A Decreased overall length of stay

A Decreased nomespiratory infections
A Decreased cost

A Successful 80% of the time

*Eur Respir J. 2017;49(3) Epub 2017 Mar
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Alnitiating NIV (bilevel)

ABilevel

A Interfacec Full face mask, nasal mask, nasal pillows

A Settings
A Inspiratory Positive Airway Pressure (IRAP)2 cm H20
A Expiratory Positive Airway Pressure (EPAB)cm H20

A Close observation for toleraneeRT and RN are key to ensure fit and comfort
A Cautioususe of sedations may assist in tolerance

Alndicators of success
A Decreased WOB
A Improvement in pH and O2

AMost who improve do so in the first4 hours
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Alndications for invasive mechanical ventilation
AUnable to tolerate NIV or failure of NIV
As/p respiratory or cardiac arrest
ADiminished consciousness
A Agitation unable to control with sedation
AMassive aspiration or persistent vomiting
AHemodynamic instability not responsive to fluids and pressors
A Severe ventricular or supraventricular arrhythmias
ALifethreatening hypoxia in patients not able to tolerate NIV



