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NOINWCEIC AVWTEPOU AVATTVEUCTIKOU

* Koivo KkpuoAoynua

* QapuyyoauuydaAiTida
* Occia PivokoATriTida

* Oceia emyAwTTimIdQ

* AapuyyiTida

* Oceia yéon TTUWONC WrTITIdA
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* BpoyxiTida
* BpoyxioAiTida

* [lveupovia
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NOLLWEELC LVWTEPOU AVATIVEVOTLKOU

® Most upper respiratory infections are of viral etiology.

® Epiglottitis and laryngotracheitis are exceptions with
severe cases likely caused by Haemophilus influenzae
type b.

® Bacterial pharyngitis is often caused by Streptococcus
pyogenes



Virus

Rhinoviruses

Coronaviruses

Influenza virus

RSV

Parainfluenza

Adenoviruses

Enteroviruses

Bacteria

Unknown

\

Estimated frequency (%)
30-50
10-15

5-10

<5

<5
Unknown
20-25

Heikkinen T, Jarvinen A.
The common cold. Lancet 2003;361:51.
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Figure 1. Seasonal prevalence of common cold viruses. | = influenza; RSV = respiratory
syncytial virus; P3 = parainfluenza type 3; P1 = parainfluenza type 1; R = rhinovirus; A =
adenovirus; E = enterovirus,

Kirkpatrick GL.
The common cold. Prim Care 1996;23:657.



= Koo KpuoAoynua

200 viruses are related to the common cold

* Viruses with a seasonal incidence (influenza and
parainfluenza) have a more systemic symptomatology.

* Adenoviruses and enteroviruses produce a spectrum of
ilinesses that overlap with the common cold, with more
characteristic findings than pharyngitis and lower respiratory
infections.



Kolvo KpuoAoynua

» Transmission is easy from human to human.
» The incubation period varies is usually between 1 and 3 days

> Infectiousness is highest during days 2-3 of the symptoms.

Turner RB. Epidemiology, pathogenesis and
treatment of the common cold.
Ann Allergy Asthma Immunol 1997;78:531
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Which Patients With Suspected or Confirmed Influenza Should Be
=~ Treated With Antivirals?

18. Clinicians should start antiviral treatment as soon as possi-

ble for adults and children with documented or suspected

influenza, irrespective of influenza vaccination history, who

meet the following criteria:

Persons of any age who are hospitalized with influenza,

regardless of illness duration prior to hospitalization (A-II).
Outpatients of any age with severe or progressive illness,

regardless of illness duration (A-III).
Qutpatients who are at high risk of complications from

influenza, including those with chronic medical condi-
tions and immunocompromised patients (A-II).
Children younger than 2 years and adults =65 years

(A-III).
Pregnant women and those within 2 weeks postpartum

(A-111).
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Causative agents of lower respiratory infections are viral
or bacterial.

Viruses cause most cases of bronchitis and bronchiolitis.

In community-acquired pneumonias, the most common bacterial
agent is Streptococcus pneumoniae.

Atypical pneumonias are cause by such agents as Mycoplasma
pneumoniae, Chlamydia spp, Legionella, Coxiella burnetti and viruses.

Nosocomial pneumonias and pneumonias in immunosuppressed
patients have protean etiology with gram-negative organisms and
staphylococci as predominant organisms.
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Table 1. 2007 Infectious Diseases Society of America/American Thoracic Society
Criteria for Defining Severe Community-acquired Pneumonia

Intensive Care Med (2023) 49:615-632 e
L] - . g i L]
'i ?ﬂlldl https://doi.org/10.1007/500134-023-07033-8 1Inor
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Mi (GUIDELINES

ERS/ESICM/ESCMID/ALAT guidelines for the - ——

management of severe community-acquired
pneumonia
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I
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1 Ignacio Martin-Loeches'2***, Antoni Torres**, Blin Nagavci®, Stefano Aliberti®’, Massimo Antonelli,
I Matteo Bassetti’, Lieuwe D. Bos'®, James D. Chalmers'', Lennie Derde ', Jan de Waele”,

Jose Garnacho-Montero'®, Marin Kollef'®, Carlos M. Luna'®, Rosario Menendez'’, Michael S. Niederman’,
7 Dmitry Ponomarev'®'®, Marcos I. Restrepo®, David Rigau®', Marcus J. Schultz'%#>%%, Emmanuel Weiss*,
I

Tobias Welte?> and Richard Wunderink®

2023 This is a LS. Government work and not under copyright protection in the US; foreign copyright protection may apply, corrected publication 2023

I.l.‘}' tl"l.l"l-"-'.l.l.h.il.\.lrl.l. i "-'h-l'h-l AL lu& “EBLHUUJ T o AALWELRE R O e AL L

Major criteria

Septic shock with need for vasopressors

Respiratory failure requiring mechanical ventilation
*Due to infection alone (1.e., not chemotherapy induced).

23 ATS



Table 1. 2007 Infectious Diseases Society of America/American Thoracic Society
Criteria for Defining Severe Community-acquired Pneumonia

Validated definition includes either one major criterion or three or more minor
criteria

Minor criteria
Respiratory rate > 30 breaths/min
Papy/Floy ratio <250
Multilobar infiltrates
Confusion/disorientation
Uremia (blood urea nitrogen level =20 mg/dl)
Leukopenia® (white blood cell count < 4,000 cells/ul)
Thrombocytopenia (platelet count < 100,000/ul)
Hypothermia (core temperature < 36°C)

Hypotension requiring aggressive fluid resuscitation
Major criteria

Septic shock with need for vasopressors

Respiratory failure requiring mechanical ventilation
*Due to infection alone (1.e., not chemotherapy induced).

A\
s

e
wn



Table 3. Initial Treatment Strategies fith Community-acquired

Pneumonia

Standard Regimen

No comorbidities or risk factors for MRSA or [Amoxicillin or

Pseudomonas aeruginosa’* doxycycline or

macrolide (1f local pneumococcal

resistance 1s <25%)

With comorbidities+ Combination therapy with

amoxicillin/clavulanate or cephalosporin
AND

macrolide or doxycycline®
OR
monotherapy with respiratorv

ﬂunrc:-quinalnne'_ A ATS




Table 4. Initial Treatment Strategies

Risk for Drug Resistance

yith Community-acquired Pneumonia by Level of

o
Severity and

A\

Standard Prior Prior Recent Recent
Regimen Respiratory Respiratory |Hospitalization and| Hospitalization
Isolation of Isolation of Parenteral and FParenteral
MRERSA Psendomornas Antibiotics and Antibiotics and
aeruginosa Locally Validated Locally
Risk Factors for Validated Risk
MRSA Factors for P
/\\ aeruginosa
onsevere actam + Add MRSA Add coverage |Obtain cultures but |Obtain cultures

inpatient
pneumonia®

crolide’ or
regpiratory
uroquinolone+

coverage® and
obtain
cultures/nasal
PCR. to allow
deescalation or
confirmation of

for P

aerugfﬂosa” and
obtain cultures
to allow
deescalation or
confirmation of

withhold MRSA
coverage unless
culture results are
positive. If rapid
nasal PCR is
available. withhold

but initiate
coverage for P.
aeruginosa only
if culture results
are positive

PCR. to allow
deescalation or
confirmation of
need for
continued
therapy

to allow
deescalation or
confirmation of
need for
continued
therapy

deescalation or
confirmation of
need for continued
therapy

need for need for additional empiric
continued continued therapy against
therapy therapy I"viIRSA _if rapid _
testing 1s negative or
add coverage if PCR
is positive and
TN obtain cultures
evere TR-Lactam + Add MRSA Add coverage |Add MRSA Add coverage for
inpatient crolide’ or coverage® and |[for . coverage® and P aeruginosa”
pneumonia® | lactam + obtain aerugfno.s’a” and |[obtain nasal PCR and obtain
ﬂuroquinolonei cultures/nasal |obtain cultures |and cultures to allow|cultures to allow

deescalation or
confirmation of
need for

conty—— - 4o

/X ATS




COPD DEFINITION

“heterogeneous lung condition characterized by
chronic respiratory symptoms (dyspnea, cough,
expectoration, exacerbations) due to abnormalities of
the airways (bronchitis, bronchiolitis) and/or alveoli
(emphysema) that cause persistent, often progressive,
airflow obstruction”



Alveolar ° 4
wall

Fibrosis

Inflammation 2 b,
Chronic obstisctive bronchitisy

Normal COPD

Dr Manuel Cosio
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Ewéva 12.11. Ténog | (pink puffer). Ewkéva 12.12. Ténoc I (blue bloater).




Frequent Exacerbations Lead to
Declining Lung Function

& Never smoked

Exacerbation

Exacerbation € Smoker

Lung Function

Exacerbation

Time (Years)

Fletcher C. Br Med J. 1977



Frequent exacerbations are associated
with increased mortality
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GOLD ABE Assessment Tool

Figure 2.3

Assessment of

Spirometrically Assessment of )
confirmed diagnosis airflow obstruction symptoms/rlsk of
exacerbations
EXACERBATION
HISTORY
FEV1
GRADE (% predicted) {PERYEAR)
> 2 moderate
GOLD 1 >80 exacerbations or E
— . > 1 leading to
ost-oronchoailator g 3 .
50-79 hospitalization
FEV1/FVC < 0.7 SOt e )
GOLD 3 30-49 Oor1l modferate
exacerbations A B
(not leading to
GOLD 4 <30 hospitalization)
o : = >
mMRC 0-1 mMRC = 2
CAT <10 CAT =210
_

SYMPTOMS




COPD exacerbation

® GOLD 2023 has adopted the recent consensus Rome
proposal), which defines ECOPD as:

* “an event characterized by dyspnea and/or cough
and sputum that worsen over<i4 days, which may
be accompanied bytachypnea and/or tachycardia
and is often associated with increased local and
systemic inflammation caused by airway
infection, pollution, or other insult to the ai
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Aop@SeIg MapayovTeg NaBoyovog pikpoopyaviopog
lof (3086-509) Influenza A xai B
Parainfluenza 1, 2 ka1 3
Rhinovirus
Coronavirus
Adenovirus
Respiratory Syncytial Virus (RSV)
Atuna (evdokuttapia) naBoyova  Chlamydophila pneumoniae
(5%-10%) Mycoplasma pneumoniae
Baktripia (409%-509¢) Haemophilus influenzae (OTeAsym mou dev TuroroioovVTal)

Haemophilus parainfluenzae
Streptococcus pneumoniae

Moraxella catarrhalis

Pseudomonas aeruginosa
Eviepofaxtnpiaxd (Klebsiella pneumoniae)
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Eur Respir J 2010; 35: 12091215
DOl 10.1183/09031936.00081400
Copyright&ERS 2010

PERSPECTIVE

Infection as a comorbidity of COPD

/.\:|R-B W Bacterial pathogens implicated in acute and chronic infections in chronic obstructive pulmonary disease
Microbe Role in exacerbations Role in stable disease
Bacteria
Haemophilus influenzae 20-30% of exacerbations Major pathogen
Streptococcus preumoniae 10-15% of exacerbations Minar role
Moraxella catarrhalis 10-15% of exacerbations Minor role
Pseudomonas aeruginosa 5-10% of exacerbations, prevalent in advanced disease Likely important in advanced disease
Enterobactenaceas lsolated in advanced disease, pathogenic significance undetfined Undefined
Haemaphilus haemolyticus Isolated frequently, unlikely cause Uniikety
Haemaphilus parainfluenzae |solated frequently, unlikely cause Unlikely
Staphylococcus aureus Isclated infrequently, unlikely cause Unlikety
Atypical bacteria
Chlamydaphila pneumoniae 3-5% of exacerbations Commonly detected, pathogenic significance undefined
Mycoplasma pneumoniae 1-2% of exacerbations Unlikety
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defences:

Chronic microbial

Respiratory viruses colonisation

=
New strains of bacteria
hEnuin::nmental irritants

Impaired lung defence @
=

1l

Acute on Chronic
chronic inflammation inflammation
(pathogen+ (microbial+
host-mediated host-mediated
inflammatory factors) inflammatory factors)

FIGURE 1. Two distinct infection cycles in chronic obstructive pulmonary
disease.
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Infection as a comorbidity of COPD J

il

COMMUNITY-ACQUIRED PNEUMONIA IN COPD

® A major cause of hospitalisation and a common
cause of death , community-acquired pneumonia
(CAP) is most commonly seen in individuals who
smoke cigarettes and/or have COPD .

® the pneumococcus still remains predominant, an
increased incidence of H. influenzae and occasionally
M. catarrhalis is seen.

® The presence of very severe COPD with concomitant
bronchiectasis and repeated courses of antibiotics
predisposes these patients to pneumonia caused by P.
aeruginosa




ANT DEREORD.

Antibiotics should be given to patients with ECOPD who have
increased sputum volume and sputum purulence and most of those
requiring mechanical ventilation

The recommended length of antibiotic therapy is 5-7 days

The choice of antibiotic empirical treatment is an aminopenicillin
with clavulanic acid, macrolide, tetracycline, or, in selected
patients, quinolone.

In patients with frequent exacerbations, severe airflow
obstruction and/or exacerbations requiring mechanical ventilation,
cultures from sputum or other materials from the lung should be
performed, as gram-negativebacteria (e.g.,Pseudomonas species) or
resistant pathogens that are not sensitive to the above-mentioned

s N7y,
antibiotics may be AT

9

present.



eroids

Xacerpation

Systemic corticoids in COPD exacerbations improve lung
function, oxygenation, and risk of early relapse, and reduce
treatment failures and length of hospitalization

A dose of 40 mg prednisone-equivalent per day for 5 days
is recommended . Longer courses increase the risk of
pneumonia and mortality

Therapy with oral prednisolone is equally effective to
intravenous administration

Nebulized budesonide may be a suitable alternative to
systemic corticosteroids in some patients

Recent studies suggest that glucocorticoids may be less
efficacious to treat COPD exacerbations in patients with
lower blood eosinophil levels




Classification of the Severity of COPD Exacerbations

Figure 5.1

COPD Patient with Suspected Exacerbation

Il

~ I
Confirm ECOPD Diagnosis and Episode
Severity

l |

Consider Differential Diagnosis

Severity Variable thresholds to determine severity Heart failure
Mild (default) Dyspnea VAS < 5 Pneumonia
RR < 24 breaths/min Pulmonary embolism
HR < 95 bpm
Resting Sa0. = 92% breathing ambient air
(or patient's usual oxygen prescription) AND
change < 3% (when known)
CRP < 10 mg/L (if obtained) Appropriate testing and
treatment
Moderate Dysphea VAS = 5
(meets at least RR = 24 breaths/min
three of five™) HR = 95 bpm

Resting Sa0. < 92% breathing ambient air (or
patient's usual oxygen prescription) AND/OR
change > 32 (when known)

CRP = 10 mg/L

*If obtained, ABG may show hypoxemia (PaO-2
< 60 mmHg) and/or hypercapnia (PaCO-> > 45
mmHg) but no acidosis

Severe Dyspnea, RR, HR, Sa0O; and CRP same as
moderate

ABG show new onset/worsening hypercapnia
and acidosis (PaCO: > 45 mmHg and pH <7.35)

Determine etiology:

viral testing, sputum culture, other

Adapted from: The ROME Proposal, Celli et al. (2021) Am J Respir Crit Care Med. 204(11): 1251-8. Abbreviations:
VAS visual analog dyspnea scale; RR respiratory rate; HR heart rate; Sa0O. oxygen saturation; CRP C-reactive
protein; ABG arterial blood gases; PaO: Arterial pressure of oxygen.



Management of Severe but not Life-threatening Exacerbations*
Table 5.4

Assess severity of symptoms, blood gases, chest radiograph

Administer supplemental oxygen therapy, obtain serial arterial blood gas, venous blood gas and
pulse oximetry measurements

Bronchodilators:
Increase doses and/or frequency of short-acting bronchodilators
Combine short-acting beta,-agonists and anticholinergics
Consider use of long-acting bronchodilators when patient becomes stable

Use spacers or air-driven nebulizers when appropriate

Consider oral corticosteroids

Consider antibiotics (oral) when signs of bacterial infection are present
Consider noninvasive mechanical ventilation (NIV)

At all times:

Monitor fluid balance

Consider subcutaneous heparin or low molecular weight heparin for thromboembolism
prophylaxis
Identify and treat associated conditions (e.g., heart failure, arrhythmias, pulmonary embolism etc.)

*Local resources need to be considered



Potential Indications for Hospitalization Assessment*

Severe symptoms such as sudden worsening of resting dyspnea, high respiratory rate,
decreased oxygen saturation, confusion, drowsiness

Acute respiratory failure

Onset of new physical signs (e.g., cyanosis, peripheral edema)

Failure of an exacerbation to respond to initial medical management

Presence of serious comorbidities (e.g., heart failure, newly occurring arrhythmias, etc.)

Insufficient home support

*Local resources need to be considered




Key Points for the Management of Stable COPD During

COVID-19 Pandemic Table 7.1

Follow basic infection control measures

. _ Wear a face covering
Protective Strategies _ o o
Consider shielding/sheltering-in-place
Have the COVID-19 vaccinations in line with national recommendations
Investigations Only essential spirometry at times of high prevalence of COVID-19
Ensure adequate supplies of medications
Pharmacotherapy . o
Continue unchanged including ICS
Non-pharmacological Ensure annual influenza vaccination

Therapy Maintain physical activity




Vaccines in copd

Vaccination against influenza can reduce serious illness and death
in COPD by ~50%. Vaccines containing cold or live inactivated viruses
are recommended, as they are more effective in elderly patients with

COPD.

Pneumococcal polysaccharide vaccine is recommended for COPD
patients 65 years and older.

This vaccine has been shown to reduce the incidence of community-
acquired pneumonia in COPD patients younger than age 65 with an
FEV1 < 40% predicted.

Vaccination against COVID-19



DEFINITION OF ASTHMA

Asthma is a heterogeneous disease, usually
characterized by chronic airway inflammation.

It is defined by the history of respiratory symptoms,
such as wheeze, shortness of breath, chest tightness
and cough, that vary over time and in intensity,
together with variable expiratory airflow limitation
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® Respiratory viruses were detected in 34% of the
asthma patients experiencing an acute exacerbation.

® The patients infected with these viruses had more
prominent and persistent cough symptoms,

Original Article

2016
Impact of viral infection on acute exacerbation of asthma in

out-patient clinics: a prospective study

Hua Liao', Zifeng Yang’, Chunguang Yang’, Yan Tang’, Shengming Liu', Wenda Guan’, Rongchang Chen’



Managing exacerbations in primary care

PRIMARY CARE Patient presents with acute or sub-acute asthma exacerbation

\

Is it asthma?

ASSESS the PATIENT Risk factors for asthma-related death?
Severity of exacerbation?

MILD or MODERATE SEVERE g
Talks in phrases, prefers Talks in words, sits hunched LIFE-THREATENING é
sitting to lying, not agitated forwards, agitated Drowsy, confused |
Respiratory rate increased Respiratory rate >30/min or silent chest g

\

Accessory muscles not used
Pulse rate 100-120 bpm

Accessory muscles in use
Pulse rate >120 bpm

02 saturation (on air) <90%
PEF <50% predicted or best

02 saturation (on air) 90-95%
PEF >50% predicted or best

START TREATMENT ’5
SABA 4-10 puffs by pMDI + spacer, TRANSFER TO ACUTE ;
repeat every 20 minutes for 1 hour CARE FACILITY 7\
Prednisolone: adults 1 mg/kg, max. 7 4 s i
50 mg, children 1-2 mg/kg, max. 40 mg While waiting: give inhaled

Ly, 7 SABA and ipratropium bromide, |
Controlled oxygen (if available): target 0,, systemic corticosteroid

saturation 93-95% (children: 94—98%)/]
v
CONTINUE TREATMENT with SABA as needed

ASSESS RESPONSE AT 1 HOUR (or earlier)

T
IMP%OVING

ik

ASSESS FOR DISCHARGE ARRANGE at DISCHARGE
Symptoms improved, not needing SABA Reliever: continue as needed

PEF improving, and >60-80% of personal Controller: start, or step up. Check inhaler
best or predicted technique, adherence

Oxygen saturation >94% room air Prednisolone: continue, usually for 5-7 days
(3-5 days for children)

Follow up: within 2-7 days

Resources at home adequate

FOLLOW UP
Reliever: reduce to as-needed

Controller: continue higher dose for short term (1-2 weeks) or long term (3 months), depending
on background to exacerbation

Risk factors: check and correct modifiable risk factors that may have contributed to exacerbation,
including inhaler technique and adherence

Action plan: Is it understood? Was it used appropriately? Does it need modification?
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/ PRIMARY CARE Patient presents with acute or sub-acute asthma exacerbation

: Isitasthma?
ASSESS the PATIENT Risk factors for asthma-related death?

Severity of exacerbation?

LIFE-THREATENING

Drowsy, confused
or silent chest

SN NRR RN AR RN N

|
\
&
i
&
A
k\

TRANSFER TO ACUTE
CARE FACILITY

While waiting: give inhaled SABA
and ipratropium bromide, O,,

systemic corticosteroid
#

-

GINA 2017, Box 4-3 (2/7) © Global Initiative for Asthma



0 Sy ,
/ PRIMARY CARE Patient presents with acute or sub-acute asthma exacerbation

Is it asthma?
ASSESS the PATIENT Risk factors for asthma-related death?
: Severity of exacerbation?

MILD or MODERATE SEVERE

Talks in phrases, prefers Talks in words, sits hunched LIFE-THREATENING
sitting to lying, not agitated forwards, agitated Drowsy, confused

Respiratory rate increased Respiratory rate >30/min or silent chest

SRR RN AN NN A

Accessory muscles not used Accessory muscles in use
Pulse rate 100-120 bpm Pulse rate >120 bpm

|

:

:

N

L)

N
\

-

O, saturation (on air) 90-95% O, saturation (on air) <90%
PEF >50% predicted or best PEF =50% predicted or best

TRANSFER TO ACUTE
CARE FACILITY
While waiting: give inhaled SABA
and ipratropium bromide, O,,
systemic corticosteroid
/4

- _a‘f"lllli/

GINA 2017, Box 4-3 (3/7) © Global Initiative for Asthma



0 Sy ,
/ PRIMARY CARE Patient presents with acute or sub-acute asthma exacerbation

Is it asthma?
ASSESS the PATIENT Risk factors for asthma-related death?
: Severity of exacerbation?

SEVERE
Talks in words, sits hunched LIFE-THREATENING

forwards, agitated Drowsy, confused
Respiratory rate >30/min or silent chest

MILD or MODERATE

Talks in phrases, prefers
sitting to lying, not agitated

Respiratory rate increased

Accessory muscles in use
Pulse rate >120 bpm

Accessory muscles not used
Pulse rate 100-120 bpm

O, saturation (on air) 90-95%
PEF >50% predicted or best

\\\\‘\x\\\xxw»

s P

O, saturation (on air) <90%

PEF =50% predicted or best

START TREATMENT

SABA 4-10 puffs by pMDI + spacer, TRANSFER TO ACUTE
repeat every 20 minutes for 1 hour CARE FACILITY
Prednisolone: adults 1 mg/kg, max. While waiting: give inhaled SABA
50 mg, children 1-2 mg/kg, max. 40 mg and ipratropium bromide, O,, =
Controlled oxygen (if available): target systemic corticosteroid /
saturation 93-95% (children: 94-98%) y 4
. y v o k‘l"’ll/

\/
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START TREATMENT
SABA 4-10 puffs by pMDI + spacer, TRANSFER TO ACUTE
/ repeat every 20 minutes for 1 hour CARE FACILITY
Prednisolone: adults 1 mg/kg, max. While waiting: give inhaled SABA 4STHW5~
50 mg, children 1-2 mg/kg, max. 40 mg and ipratropium bromide, O,,
Controlled oxygen (if available): target systemic corticosteroid :
saturation 93—95% (children: 94-98%) : 4
— » M.v..,..u’//

CONTINUE TREATMENT with SABA as needed
ASSESS RESPONSE AT 1 HOUR (or earlier)

1
IMPROVING

v

GINA 2017, Box 4-3 (5/7) © Global Initiative for Asthma



START TREATMENT

SABA 4-10 puffs by pMDI + spacer,
/ repeat every 20 minutes for 1 hour
Prednisolone: adults 1 mg/kg, max.

50 mg, children 1-2 mg/kg, max. 40 mg

Controlled oxygen (if available): target
saturation 93—95% (children: 94-98%)

.

F

TRANSFER TO ACUTE
CARE FACILITY

While waiting: give inhaled SABA AsTwd
and ipratropium bromide, O,,

systemic corticosteroid ,
4

o MW""”’/

CONTINUE TREATMENT with SABA as needed
ASSESS RESPONSE AT 1 HOUR (or earlier)

1
IMPROVING

\/

ASSESS FOR DISCHARGE
Symptoms improved, not needing SABA
PEF improving, and >60-80% of personal

best or predicted
Oxygen saturation >94% room air
Resources at home adequate

GINA 2017, Box 4-3 (6/7)

ARRANGE at DISCHARGE
Reliever: continue as needed

Controller: start, or step up. Check inhaler technique,
adherence

Prednisolone: continue, usually for 5-7 days
(3-5 days for children)

Follow up: within 2—7 days

© Global Initiative for Asthma
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START TREATMENT s = 2
SABA 4-10 puffs by pMDI + spacer, TRANSFER TO ACUTE = © %
/ repeat every 20 minutes for 1 hour CARE FACILITY !
4 .
Prednisolone: adults 1 mg/kg, max. While waiting: give inhaled SABA§ AsTewd

50 mg, children 1-2 mg/kg, max. 40 mg and ipratropium bromide, O,,

o

saturation 93—95% (children: 94-98%) /

v

CONTINUE TREATMENT with SABA as needed
ASSESS RESPONSE AT 1 HOUR (or earlier)

1
IMPROVING

\/

ASSESS FOR DISCHARGE ARRANGE at DISCHARGE

Symptoms improved, not needing SABA Reliever: continue as needed
PEF improving, and >60-80% of personal Controller: start, or step up. Check inhaler technique,
best or predicted adherence

Oxygen saturation >94% room air Prednisolone: continue, usually for 5-7 days
(3-5 days for children)

Follow up: within 2—7 days

Resources at home adequate

\

FOLLOW UP
Reliever: reduce to as-needed

Controller: continue higher dose for short term (1-2 weeks) or long term (3 months), depending
on background to exacerbation

Risk factors: check and correct modifiable risk factors that may have contributed to exacerbation,
including inhaler technique and adherence

Action plan: Is it understood? Was it used appropriately? Does it need modification?

GINA 2017, Box 4-3 (7/7) © Global Initiative for Asthma
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httpsz/doi.org/10.1186/512931-019-1233-5 Res p irato r}f Resea rCh

RESEARCH Open Access

Use of antibiotics and asthma medication c::)w
for acute lower respiratory tract infections o
in people with and without asthma:

retrospective cohort study

Rachel Denholm” ., Esther T. van der wWerf'” and Alastair D Ha}-"

There were 127,976 ALRTIs reported among 110,418
patients during the study period, of whom 17,952

(16%) had asthma.

Respectively, 81 and 79% of patients with and without
asthma received antibiotics, and 41 and

15% asthma medication.



Denholm et al. Respiratory Research (20200 21%

httpsz/doi.org/10.1186/s12931-019-1233-5 Res p irato r}( Resea r'(_“_h

RESEARCH Open Access

Use of antibiotics and asthma medication c::?m
for acute lower respiratory tract infections o
in people with and without asthma:

retrospective cohort study

Rachel Denholm” ., Esther T. van der wWerf'” and Alastair D Ha}-"

Conclusion
We have demonstrated high-use of antibiotics and
asthma medication for the treatment of ALRTI in

patients without asthma,

Further research is urgently needed to inform optimum
use of both antibiotics and asthma medication for
patients with ALRTT.




URING THE COVID-19 PANDEMIC

Advise patients with asthma to continue taking their
prescribed asthma medications, particularly inhaled
corticosteroid (ICS) medications, and oral
corticosteroids (OCS) if prescribed

Where possible, avoid using nebulizers due to the risk of

transmitting infection to healthcare workers and other
patients

Avoid spirometry in patients with confirmed/suspected
COVID-19
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* elval xpovia, pAeypovwdng, ETEpOYEVNC, TAOnon mou
XopaKTNPLlETAL OO OpLOTIKA Slataon Twv Bpoyxwv Ko
BpoyxLoAiwv Kal TTAXUVON TWV TOLXWUATWY TOUC, aOTOKN
SOULKWV AAAOLWOEWV TWV TOLYWHUATWVY TOUG KOl TOU
TIOPOLKELLEVOU TIVEUOVLKOU TIOLPEYXULATOC TIOU TOL
OUYKPOTOUV.

* Xapaktnpilovtal amo tnv urtepBoALkn apoywyn
naBoAoyIKNC CUOTACEWC TPOXELOBPOYXLKWY EKKPLOEWV, TTOU
KLvNTOTtoLouV eva. dauAo KUKAO BpoyxLKwV AOLUWEEWV Kall
oudetepoPlAlknc bAeypovng.
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KN ELKOVOL SLakpivetal artd ' OYEVELQ,

QKON Kol LLETOEL TEpUTTWOEWVY LOLac attioAoylog:

* Bnxac ko BAsvvortuwdn amoxpepn mouv xpovoloyeital armno
Hakpou (prvec/€tn)

* atpomntuon, Aoyw SOULKWY AAAOLWOEWY TWV TOLXWHATWY TWV
QEPOYWYWV, OTLC TTEPLOSOUC TWV 0EEWV AOLUWEEWV,

* AVomvola,

* MAevupoduvia,

* OUPLYUOC,

* TIUPETOC,

* aduvaploa, komwon, e€avtAnon Kot anwAgLlo Bapouc

*JavIoTEPQ, TEPLYpadovTal ETTELOOOLA ALUOTITUCEWC, LE 1N XWPLC
artoxpepdn (§npeg Bpoyxektaoieg)



Box 5 Assessment of patients with exacerbations of

bronchiectasis

Adults
Outpatients

>
>
>

>

History.

Clinical examination.

Sputum for culture (preferably prior to commencement of
antibiotics).

Review of previous sputum microbiology.

Inpatients

YY YYY YYYVYVYYY

History.

Clinical examination.

Oxygen saturation on air.

Arterial blood gases if indicated.

ECG if indicated.

Chest x-ray.

Sputum for culture (preferably prior to commencement of
antibiotics).

Blood culture if pyrexial =38°C.

Full blood count, urea and electrolytes and liver function tests.
Erythrocyte sedimentation rate or C-reactive protein (may be
useful for diagnosing and monitoring exacerbations).

Review of previous sputum microbiology.

If feasible, 24 h sputum wweight or volume.



Increased cough

breathlessness +
systemic upset

Exacerbations
requiring
antibictic therapy
[if positive in all 3
arms)

Increased
s putum volume
or change in
VisCcosity

Increased
sputum
purulence

Figure 2 Definition of an exacerbation needing antibiotic therapy.



Comman organisms assocsated with acute exacerbabon of bronchiectasss and suggested antimicrobial agents

(A) Adults
Organism C powaddi®iimmtaet Lo mth of re et Tecmyndrd e i eat ne it Le g 71 satment
Streptococcus peumonize Amoxicilin 500 m tds 14 days Clarithromycin 500 mg b 14days
Haemophikis influenzae (Bactamase  Amawicilin 500 my tds 14 days Clarithromycin 500 my bd or ciprofiosacin 14 days
negative) Arnoacilin 1 g tds 14 days 500my bd or ceftriaxone 2 g od (V)
Amaxiclin 3 g bd 14 days
Heemophilis influenzae (Pactamase  Co-amoxiclav 625 my tds 14 days Clarithromycin 500 mg bd or ciprofioxacin 14 days
positive) 500 mg bd or ceftriaxone 2 g od (V)
Moraxella catmhalis Co-amoxiclav 625 my tds 14 days Ciprofioxacin 500 my bd 14days
Staphylococcus aureus (MSSA) Fluc loxacilin 500 myg gds 14 days Clarithromycin 500 mg b 14 days
Staphylococcus aureus (MRSA): orl  <50kg: Rifampicin 450 mg od + 14 days <50 kg: Rifampicin 450 myg od + 14 days
preparations timethoprim 200 mg b doxycycling 200 mg od
>50 kg Rifampicin 600 mg + =50 kg: Rifampicin 600 mg + 14 days
timethoprim 200 mg b doxycycling 200 mg od
Third-ne: Linezolid 600 mg bd 14 days
Staphviococcus aureus (MRSA): Vancomycin 19 bd* (monitor serum 14 days Linezolid 600 mg bd 14 days
intravenous preparations levets and adjust dose accondingly) or
teicoplanin 400 mg od
Coliforms (eg, Klebsiefs, enterobacter)  Oral ciprofioxacin 500 mg bd 14 days Intravenous ceffriaxone 2 g od 14 days
Pseudomonas aenginosa Oral ciprofioxacin 500 mg bd (750mg bd 14 days Monotherapy: Infravenous ceftazidme 2g 14 days
in more severe infections) tds or tazocin 4.5 g tds or aztreonam 2g
tds or meropenem 2 g tds
Combination therapy: The above can be 14 days
combined with gentamicin or tobramycin

or colistin 2 MU tds (<60 kg, 50 000-
75 000 units/kg daily in 3 divided doses)
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