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Lecture one : Asthma

General characteristics:
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* Rapidity of onset

* Associated illnesses
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* Need for emergency department visits,
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* Missed days from work /school or activity
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Asthma and associated factors :
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+ Peak-flow monitoring during work (optimally, at to establisk a dx
least 4 times a day) for at least 2 weeks and a
similar period away from work is one
recommended method to establish the diagnosis. |
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shiners, a transverse crease on the nose due to
+ Mild episodes . - d constant rubbing
— Shortness of breath with physical activity * Moderately severe episodes + Pale nasal mucosa
— Can talk in sentences and lie down it — Use of accessory muscles . .
_ May be agitated = i chidren:supracavicular and intercostal etractons, Erythematous Turbinates
! _ nasa larng, abdorminal reathing + Nasal polyps
— Respiratory rate is increased = The heart rate is 100-120 bpm
— No use of accessory muscles ~ Loud wheezing « Atopic dermatitis
~ Heart rate s less than 100 bpm e e sy lood prazsure * Eczema
— Moderate expiratory wheezing ST ETE) - e g g g g s ey
— 02 saturation is greater than 95% inp ~ Sitting position
it
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« Use of accessory muscles « Severe hypoxemia, bradycardia > 1 ime week |601080%
+ Heart rate is more than 120 bpm + Pulsus paradoxus may be absent: suggests Fonabiny > 0%
* Loud biphasic (expiratory and inspiratory) wheezing respiratory muscle fatigue. Sotres > 7
« Pulsus paradoxus is often present (20-40 mm Hg) * Diaphoresis 2y | month Vriabilty 2010
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Asthma diagnosis:
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%E: e e Serum Immunoglobulin E:
* Blood and sputum eosinophilia: '
— Greater than 4% (blood) supports the diagnosis of asthma — Total serum immunoglobulin E levels greater than 100
— Its absence does not exclude asthma IU are frequently observed in patients experiencing
— Greater than 8% may be observed in patients with: allergic reactions

Atopic dermatitis. ok )
Allergic bronchopulmonary aspergillosis.
EGPA o7

— Observed also in: (allergic bronchopulmonary
Eosinophili . aspergillosis, EGPA)
osinophilic pneumonia -« s wo v ) )
— Use mepolizumab (anti-IL-5 antibody) if counts 150 cells/uL Normal levels do not exc.:lude the dlag.n05|s of asthma
or an eosinophil count of 300 cells/uL within the past 12 — Elevated levels are required for chronic asthma

months patients to be treated with omalizumab (Xolair)
— Adjust ICS with sputum eosinophilia
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Asthma treatment:
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Lecture 2: COPD

General characteristics:
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Pathophysiology:
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Risk factors and causes:

Proposed Taxonomy (Etiotypes) for COPD

Clinical features:

Clinical Indicators for Considering a Diagnosis of COPD ’
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COPD DDX : Prevention of COPD:
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. N - Onset Anytime (oftenchildhood Laterinlife
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GOLD grades and other tools :

GOLD Grades and Severity of Airflow Obstruction in COPD

(based on post-bronchodilator FEV1) Figure 27

In COPD patients (FEV1/FVC < 0.7):

GOLD 1: wild FEV1 2 80% predicted
GOLD 2: Moderate 50% 5 FEV1 < 80% predicted
GOLD 3: 30% 5 FEV1 < 50% predicted
GOLD &; VerySevere  FEV1 <30% predicted
CAT™ Assessment
Figure
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Treatment:

Goals for Treatment of Stable COPD
Figure 3.1

« Relieve Symptoms

R D e
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Non-Pharmacological Management of COP! A

Prescription of Supplemental Oxygen to COPD Patients
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Pulmonary ebsitacon

Confounders or Contributors to be Considered in Patients
ing with Suspected COPD Exacerbation
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Diagnosis and Assessment

Figure 4.2

Complete a thorough clinical assessment for evidence of COPD and
ludi

1 for the patient’ d
primarilyp , heart fail
Rssess:
a. Sympt o VAS,
23 and documentation of the presence of cough.
b. Signs (tachypnes, tachycardia), sputum volume and color, and
respiratory distress accessory muscle use
3 oumetry aboratory assessment, R, artetl bood gses
a. the event (vira, bacteria, ther).

K Imp noles: o IO (x| decreasect in mwﬁsemm
Cnormad © )

Treatment

AT (3] ABGs : Chromic pro, efebion ond, dlecreased, P02

‘GOLD ABE Assessment Tool
e 210
Spirometrially Assessment of Assessment of
coned dagnoss Jow obaructon omptoms/iskel

Modified MRC Dyspnea Scale

Figure 2.8

PLEASE TICK IN THE BOX THAT APPLIES TO YOU | ONE BOX ONLY | Grades 0-4

mMRCGrade0 | mMRCGrade1 | mMRCGrade2 | mMRCGrade3 | mMRCGraded
ecannon
J—— sToRt o I getshortof iwalkslower than'] | 15top or breath | Iam a0
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% Il * lleadingto E level or walking level because of or after a few or I am breathless
TV <07 ounz | mm || bewtin upa sight il breathlessness, | minutesonthe | when dressing or
e orlhavetostop | level undressing.
3 cow3 | 20 | acaaion 8 for breath when
e oo =5 || &lae walking on my
- S e own pace on the

RO | mic2
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Use of CT in Stable COPD
Figure 211

| O

production,raising concern for bronchiectass or typical
infection

Symptoms out of proportion to disease severity based on ung.
functon testng

for patients  hey emonsate postronchodiator FEVI
e between 15%10 45% and vidence of yperintaton
TP YRIGHT | g e b PSS 36
option for patetswith hypennflaon sevee
recominant emphysema
pulmanary rehabitanon

b kg

upperlobe
and low exercie capacity afer

creening n patents with COPD due o smaing acording to
recommendations fo the genera populaton

- Reducing risk factor exposure . 1y o - sy

- Appropriate assessmentof disease

- Patient education

- Pharmacological and non-pharmacological
management of stable COPD

-Prevention and treatmentof acute COPD o ot
exacerbations o pomayed =

Arerl g uhead 3 22 moderate —r
e e LABA + LAMA*

P2 0 273 <81
B

Nonpharmacological treatment(stable COPD

« Smoking cessation
+ Education , self management and pulmonary
bilitation

[

Common Risk Factors for the Development of Lung Cancer

Figure 5.1

Age >S5 years
Smoking history > 30 pack years

Presence of emphysema by CT scan
Presence of aiflow limitation FEV1/FVC < 0.7
BMI<25 kg/m?

Familyhistory of lung cancer

+ Uhat s CoRD exagerbutions

o, Cmfh. Sk thof worsns 14 dﬁs

+ Vaccinations .| <5
* Nutrition

* End of life and pall
« Treatment of hypoxia

* Treatment of hypercapnia « i
« Intervention bronchoscopy and éurgery

Initial Pharmacological Treatment

which s accompaniect ﬁ ijﬂﬂ— lalemm{’a

ive care

A2 s den assaciatect ba anuy viral iafection , pollution
of i

or ofter ingulb o e mmma
Phamacolegeel Hreatementy

+ Inhaled B2 agonist(short acting)(SABA)
* Inhaled B2 agonist(long acting)(LABA)

GRoup A Grours

A bronchodilator

co1GT 10

LABA + LAMA* °

22,7210 .

* Inhaled anticholinergic(short acting)(SAMA)
Inhaled anticholinergic(long acting)(LAMA)
= * Inhaled corticosteroid (ICS)

Combination inhalers

* Methylxanthine

Classification of the Severity of COPD Exacerbations

COPD Patient with Suspected Exacerbation

Consider Differential Diagnosis

! !

Variable thresholds to determine severity

Dyspnea VAS <5
R <24 breaths/min

HR.<95 bpm

Resting 520, 2 92% breathing ambient air J'
or usual oxygen prescription) AND

change s 3% (when known)

CRP <10 mg/L (f obtained)

Confirm ECOPD Diagnosis and Episode
Severity

Severity
Mild (default)

Heartfailure
Preumonia
Puimonary embolism

Appropriate testing and
treatment

Dysprea VAS 25

RR2 24 breaths/min

HR 295 bpm
cRes

patients usual oxygen presciption) AND/OR

Change > 3% (when kn

cRP210me/L

Moderate
(meets at least
three of five’)

. show hyposemia (P30,

60 mmg) and/or ypercapria (PaCO; > 45

but no acdosis
Dyspoea, R, HR, $20; and CRP same as
moderate

set/worsening hypercapnia
and acidois (PaC0; > 45 mmbg and pH <7.35)

vira testing, sputum culture, other

‘Adapted from: The ROME Proposa, Cell t al. (2021) Am  Respi Crit Care Med. 204(11): 12518,
. HR heart rate;

c

o PO cuses r@,mrona, acidosis ek is compensatec] ? (leloioolic  alKolosts

* Phosphodiastrase-4inhibitor s ey b e i

ey Points for the Management of Stable COPD During

OVID-19 Pandemic

Figure 6.1

Follow basic infection control measures

Wear a face covering.

Protectiv Stategi
ad Consider shielding/sheltering-in-place
Have the
Investigations of
Ensure adequate supplies of medicaions
Pharmacotherapy e o
Continue unchanged incuding ICS
Ri y
herapy e Maintain physical activity

Potential Indications for Hospitalization Assessment*

Figure 4.4

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

Acute respiratoryfailure ON PY OR

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
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General characteristics:
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Classification:
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Interstitial ILD
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Idiopathic Pulmonary
- Fi (IPF) IIP other than IPF
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interstitial pneumonia s .. associated interstitial lung disease
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| Cryptogenic organizing
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Acute interstitial pneumonia

Nonspecific interstitial ~——L——{  Lymphocytic interstitial
pneumonia pneumonia
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Other ILD :

* e (oo Hypersensitivity pneumonitis (HP)

B fiokiners + coftor

Connective tissue related ILD
1. Systemic lupus erythematosus T it Sippresr
2,4,5 Scleroderma o o
3.Rheumatoid arthritis . e

Sarcoidosis

95—

Sarcoidosis

Drug induced
Radiation induced

nee
3.4
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) nikrofucnboin
) peicilamine



Lecture 5 : lung cancer
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Treatment of lung cancer —Stage |(NSCLC) reatment of |ung cancer —Stage II(NSCLC

Treatment of lung cancer —Stage III(NSCLC) '

*The survival of stage IlIA and IIB lung is 46% and 36%,

e s respectlvely rs, but five-year su
. ulmonary reserve to tolerate . gery Y * In stage IlIA disease with N1 lymph no ith curative
%ny o3 - If the tumor has invaded the
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chest wall, then an en-bloc resection of the chest wall
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A tumors with ph nodes. If the patient has good

igh-los:

Treatment of lung cancer —Stage IlI|(NSCLC) Treatment of lung cancer —Stage IV(NSCLC)

« Stage IIIB tumors are treated the same way unresectable IlIA cancers * Stage IV disease is considered incurable, and therapy is aimed at
are treated, improving survival and alleviating symptoms.

* Foraselect few patients, post-induction chemo-radiotherapy, years after diagnosis
surgery might be an option. The trials on the survival of patients

with 1B tumors also included inoperable IIIA tumors;

and only 1% to 3% survive five
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chemotherapy.
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@  tow obes PD-1 werk cancerg‘ PO-1 s a checkponb puoven ha wma% belps o feﬁmm the  immune Susten ty

macH/aL-mgI 1= cdls Cto preyent aabonmmun?ta) H%J Some. Yumor | exgloib| PR-1 % P{W% PD-14 or. PD-12 which furns off
T @k allowmé fumors % be  unchecked | anot Jou



° Dr%s 2| PD-1 nfistors : (D) Nuowmalo - it T(j@q o@umsb PD-1| , approted, Por N&cLC  4hab  has p{oaressed alter | chemo
@ Cembrlizumab xako Jgéi{ o appoled for | metastabe  WsdlC wibh hﬁh PD- 11 express% (80r) 5| camob ke usec i the Humor
has | BGFR o ALK mutations ( Bub  Nuolmab| cn| be | used)) .

7 other dreatematts - NEGF — A inlilitor (| Babcizamab) 3 yo mmum—ﬁ:empg its| an ant1— afgio geness anlﬂbwl(j Jhak inbilgits
Nasalol  endotheliol (rjromh boctor | g pretent; tumor. bood | vessel Sormabion s Used, i 0on = Squaiious NsCIC|  with patinuith basesl
cheno (" confroindicatec| in |&C | cua  to| (isk of | pabal hewopiysis’y Ao could ke wsed in breast , el o olbn and  boin  concers .

= Petverse effects o | Tmno thempy
mp I &mmog; - . ot

* Polyneuropathy
« Sjdgren syndrome o pethY.
« Conjunctivitis and/or

« Guillain-Barré syndrome
* Subacute inflammatory

Stage | (Early-Stage Tumor, No Lymph Node Involvement) blepharitis ) neuropathies
« Episcleritis and/or scleritis
Surgery (lobectomy or wedge resection) is the main treatment. ERetinks « Hypophysitis

« Thyroiditis
« Adrenalitis

Radiation therapy may be used if surgery is not possible. E Pneiaorins

* Pleuri P

. Saer:gi‘;like granulomatosis * Myocarditis
* Pericarditis

Stage Il (Larger Tumor or Spread to Nearby Lymph Nodes)

H it
Surgery with adjuvant chemotherapy (to reduce recurrence). cpet

« Interstitial nephritis.
o « Glomerulonephritis
* Autoimmune diabetes

ol - * Colitis
Stage IIl (Locally Advanced Tumor, Spread to Mediastinal Nodes) -E:"é..’m
o[  Gastritis
Radiation + Chemotherapy on rash .
Adjuvant immunotherapy (after chemoradiation in some cases). i
e lhon Te—
L p syndrome « Anaemia
Stage IV (Metastatic NSCLC or Recurrent Disease) —— « Neutropenia
FS * Arthralgi * Throml N
Chemotherapy (platinum-based). e -Tr,,gngfiyc‘°p: :
B . * Myositi microangiopat|
Targeted therapy (if EGFR, ALK, or ROS-1 mutation present). < Dermatomyosits o Rl

* Vasculitis

Immunotherapy (if no targetable mutations).

National Lung Screening Trial

* 53,454 participants F;MMAHIMW ,
ncers
* Age 55-74 (Medicare covers until 77)

e Current or former smokers — 30 pack years. If quit, had to quit

inoma |
Adenocarcinoma 35% of al lung * Pleural involvement in 20%
cancers st of cases.
® Less closely associated
it ng than other
within 15 years.
¢ Randomized to Low Dose CT (LDCT) vs CXR

* Scanned for 3 years followed for 3.5 years

ypes.
o Can be associated with
pumonaryscars/fbrosi.

cancers

o fesceiated Ui

sele 20-25%ofall  Central  Tend tonartow bronchi by
lung cancers etinsi ]
* Widespread metastases

« 20% ion i i
20% reduction in lung cancer mortality T

patentshave meastases
outside the chestat the
time of presentation.

* 7% reduction in overall mortality

Lecture 6: pneumonia

General characteristics
e 3 Wt,% catige. o deatin 0 9-3 8l cuses / yewr ~p 0,0 hosphalizeol 3| >60.000 chaths @ 00U ~ 80-Yor okabhs U5 Wpatiefis loz
N6 | oukpatienks €7, o To A s PS  cheose with gymhrs e S0B, ugh € prockete ety o greensh opuunl) | Sometines sesre (2ephe
Stock to RY  failire) e On Pr 2 () crackles and. bgonchial  courds ull_percussion | () | Decensed loreaﬁug Sounds (D) Tmiljpnea
@ ﬁc(}ljmwa- S xq:%- infilbates (| obar o0 fronchial  of mlershztml). e Jor Dx: clisical | ond  chest (gt . abs, ae.
ok bl bk ou copel | ask | for CRC, KT Bood |and | apupum  culbures k Note: | CRP and  frocnlciponine.  are | deebul for  folow ups
bu ol dioaﬂﬂ&s'
o Theee pre 2 ypes 3 (1) AP ousde e hospital ( Exra rote: | mest  conronly  assaciakedd, with 5! preumonia) @ HRP.
Hmplf;al aa;umed after | ug hours or  more | ( Exireu: m%t\j MRSAand peeudomonas) — or UAQs  aftec | Ug o more of  endottachal
Infubabion -
o Dlox @ Foeumonic: g D pacerpasion «f  CoPD , CHE,  txoncnieciusis (] ks de e agsccaled, with | choonic hK) @ EARON
bocibs (D D> () ije(mhuira Onemonibis -



Testing:

o Mole-so7 & i tme yul gt o e fest che do_our immune  Sasien
‘ﬁm\g Juse eb b | pype. ok oujtoen — (D Tt aew ( Btaph_ancl GNB)

Urine.  preamocaocal %L C@enshwba o YL g nor| affeded ?) fb| Gse
R ( couid. , | infuenz)
Bed o how when b Sop Ao use and i you need to cfange, e fb- okpexdm} of i's| ualue i Secwm

o procalcbonn 2

Viral)

[T) Red and  opuim  cubure 2 depars (s0-707) on
@ Slow gmw Cinfluenz.  and ottep pmumon'a)

yrine !earongm AOoL C Detects an(lj selotfpe 1)

(ohud ke 0-25 | or leas) Py ﬂeclfnmsmz ibs al protormene  thak Is secretec) | Eeom +hdmiol neuroendocrine.  cells | Cshowld | be

undetectatie In gerum) o pow ) fhere's on ifedion s | (11,6, TNF  prdie pomicbonin Zothesis and (Ncresse s levels
& | oats o fise in | 2-Uh |with pegk in Quh | [ levels| cormalates | with Se\/em(j) s Note:  levels  lecrense iwcly/
one. feckion |is | gndec  control * Note: Promldf;oﬂir\ cud | increase 0 aase S| edular caeginoma

A vimD (ole: you  Bhoulel fok | ailr  Por  (ocalibenin levels| bol Start b —w | yau  chould st dep@ﬂdigj on_the

Clinical ficture
* . bote:

in

TV, patients,  Sfop  fblon | picalciborin  (0250) |
are miloﬂel(j dewated, die to reoltced cleamnce| , | Pl HO — Dop by S0 ( harder o cateh)

hect | o, migrobilogC on | prolactin lesels

Condition Risein PCT (>0.25 naimt) No Rise or Minimal Rise (<0.25 ng/mL)
Bacterial Mycoplasma
infections cause) pneumoniae, Mycobacteria spp. Lyme
borrelosis:
Fungal Candida spp. Aspergilosis, Caccidioidomycosis,
Infections Mucormycasis
Parasitic Plasmodium spp. (Malaria) -
Infections
Toxin- et
Medisted Mushroom poisoning
lnesses
Severe Burms, Trauma, Surgery, Bowel ischema,
Physiologic  Pancreatits, Intracerebral hemorrhage, Shock without  inkection
Stress of any kind (septic, anaphylactic,
hemorthagic, cardiogeric)
immane Kawssakidisease Gout, Pseudogout, 180, SLE,
Disorders & Rheumatad arhit, Vasculis,

Rheumatologic

Sarcoidosis, Stil's disease, Temporal
arterits, Relapsing polychondritis
Lymphoma, Sarcoma, Pancreatic cancer,
Renal cell carcinoma

Conditions.

Malignancies  Medullary thyroid cancer, Lung cancers with
neuroendocrine components

Other Renalnsufficiency (mid elevation but ot —

Comorbidities  due toinfection)  dlfops abter ‘Mmdla&“

orugs Alemtuzumab (CDS2 antbody), Intelevkin-2,

Rituximab (anti-CD20 antibody), Total
antibody-based treatments.

Severity of pneumonia:

o tw o kow R the parieor reeds admission 2
C;e What fs dhe clbition . Sevefe poeunonia? & of miror poits o ¢ major poiok s l

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

Minor criteria
Respiratory rate =30 breaths/min
Paca/Fioy ratio =250
Multiobar infitrates

nfusion/disorientation

count < 4 u

‘Thrombocytopenia (platelet
count < 100,000/

Hypothenmia (core temperature < 36'C)
jpotension requiring aggressive flu
resuscitation

Major criteria
Septic shock with need for
vasopressors
Respiratory failure requiring mechanical
entilation

o Nofe: The must common “pofiiogen of. preumonio. iz &

Phugyngeal

o | Aee serotjpes  depends cn e ojjeccharide.  capsie

Treatment of CAP:

Colanization 4. you

Glucocorticoids

children

() lowpat) 5 BB 5 (Co-1)

5 dhen healbgw or_hos

Comorhidities -

g TD, .

m\vj bd :

Is the main Bource af.

its

Alcoholism

COPD and/or smoking

Nursing home residency

Poor dental hygiene
Epidemic Legionnaires’ disease

Exposure to bats or soil enriched with bird
droppings

Exposure to birds

Exposure to rabbits

on

depench g,

Docs he patent have any of e Demogapnc
Tllowg cooxsing condtons.

Laboratoryand

ndngs

Strepa prevnona <4,
infection

(fhe fhicker

oot

ot o’

o r e
s b ey
Tt ¥ v o o

Aot o, - onepiscumpo e
et oty
R s inon . St e
et w0 * o ,

(URR =63

in adulbs

BRD  bacterial | infection

Interpretation of procalcitonin levels in
respiratory tract infections

eewated, |in CKD |, |in [evels

Likelinood of bacterial

Level (ng/mL) ot

010025 urskaly
0251030 ey

the sbaence o the causes o proco

S. pneumoniae and anaerobes
S. pneumoniae, H. influenzae, M.
catarrhalis, and Legionella species

S. pneumoniae, gram-negative bacilli, H.
influenzae, S. aureus, anaerobes, and C.
pneumoniae

Anaerobes
Legionella species

Histoplasma capsulatum

Chlamydia psittaci

Francisella tularensis

¢ (confusion | U} urea [ R: AR/ B: BP / 65 age -
‘CURB-65 (1 point for each of the below):

New onset confusion

Urea >7 mmol/I

Respiratory rate 2 30/min

Blood pressure (SBP < 90 mmHg or DBP < 60 mmHg)

Age > 65 years

wawN e

CURB-65: 2 65:3-5
9% 30-day mortality | 15— 0-day mortality

(1)

e |

orl

tay mortality

Outpatient care Short inpatient stay.

R | ~p O% affects  humans (‘,H\muah Secselions) » Inaso
€ has lover a0 semlyoe. —) The éguerg
=)

Which Pneumococcal
pneumonia is associated with
severe disease ?

=

the. @wre Seere) .



@ Iﬂpalﬂ’@ﬂb& CICU of  flon=- ICU)- BN prediciors o€ mortahy_ 0 atierks  wish CAP-
() Decreused] | conciousness @ 02 Salr K90 7. @ Beute et
(1) ehock ( aess) () [Popicatrion () Pdrerene o AS
e o Gt LAl | gy Gon oh s | Notb &r@NPicquJ \assoctecl, | with | peddced, | wofaliy

Ceftaroline)

‘ Non-Severe CAP (No Risk Factors for MRSA or P. aeruginosa). pa [ 0
(lure

(Ampi
Macrolide W%ldw,r@m bwire/ig:jp i x predﬁcko(s of. (mﬂm of &% & dﬂﬁs) in CAD:
Option 2} Monotherapy (D preamone. | cues 5| (&) RR> U | (8) Shim <130

prathry il ¥ (@) peud| feion () Mechonisl | vetiator  (6) fchg aleotol | nfake
@ Severe CAP (No Risk Factors for MRSA or P. aeruginosa) @ gdhgmncg &g_ s = Shorter Sﬁlg HQ\A*E enal QO\\\U(E

Option-1; Beta-lactam + Macrolide-

Strong recommendation, moderate evidence
3 @ MNurolide effecks -

Option 2} Beta-lactam + Respiratory Fluoroquinolone

Strong recommendation, low evidence
(&3 Assess Risk Factors for Resistant Pathogens

4 High Risk for MRSA’IYes -» Treat with Vancomycin, Linezolid, Teicoplanin

@ High Risk for Pseudomonas?(# Yes > Treat with iperacill Ci

o |ote @wﬁwarraodn is  bettec  +han daril:hmn%joun mgx@% @L_Side efferts D | Macrolides 15 jotter oan quanilones -
e leg (esisfonce | . predmonict 10 CAD % Bractams
\P . ;/Hcof24!. -
= 2"_generation cephalosporins
° @mmsmdag on(oi ed, 0 TCU pobiers  Morkers ok gessiarce 2 a tam  Culbures
Macrolides
oo figh Pow Co § et the ik £ nordby ard e e ol o) resstance ae elevant o, | Por ‘

- Fluoroquinolones
less | yasgopressors U&j | bk |net effect | is Zevo with + Small number of cases

= Judicious use

Treatment of HAP
ATS-IDSA Guidelines
Pathogenesis « Use noninvasive sampling with semi itative cultures to diagnose
VAP, rather than invasive sampling with quantitative cultures and rather: 128,
Risk Factors than noninvasive sampling with quantitative cultures B
Bacteral colonzation Sastrc sltanization,pricr ntiotic « Use clinical criteria alone, rather than using serum PCT + clinical 64 s
‘space/ventilator circuit condensate) nasogastric tube, malnutrition, criteria, to decide whether or not to initiate antibiotic therapy
‘accumulation of circuit condensate - L R . .
* Use clinical criteria alone rather than using CRP + clinical criteria, to
Aspiration of contaminated decide whether or not to initiate antibiotic therapy Sl
secstions/cc condenate/seosos Supine postionig,nasegair tube, e ) N S B S
into lower airways patient/ventiator circut « Use clinical criteria alone, rather than using CPIS + clinical criteria, to
| manipulation, accumulation of circuit decide whether or not to initiate antibiotic therapy : - MIC
condensate, reintubation :

\LL— ATS-IDSA Guidelines i
e
08 2 splecdes of VAF Al isk factors listed above Use 2 antipseudomonal antibiotics from different classes for the empiric - R L2 N ICh 20, 24

] treatment of suspected VAP only in patients with any of the following: Time (hrs)
2y bacteremia, empyema, lung abscess, Neutropenia, malnutrition, mechanical « arisk factor for antimicrobial resistance L
SIRS, MODS ventilation with high transpulmonary N "
pressures, inadequate Initial antibiotic « ptsinan ICU where >10% of Gm -ve isolates are resistant to an agent being

conkifeous £X  causes less resistance
therapy considered for monotherapy
Death

* ptsin an ICU where local antimicrobial susceptibility rates are not available

« high risk of mortality becouse & 5#1:65 above, tne| HIC ys
« All other pts with HAP who are being treated empirically may be prescribed a
Canses s @ URSA @ Peeuclomonas single antibiotic with activity against P. aeruainosa O A LT S P v
ATS-IDSA Guideline
MRSA risk factors . o ) s below the MLC
* 7-8 days of antimicrobial therapy is recommended
+ The commonly associated risk factors for MRSA infection are « No differences in mortality, clinical cure, and recurrent
> prolonged hospital +
pneumonia compared to longer courses
»intensive care admiss
e  Should decrease antibiotic exposure with decreased S New | Ankibiobics %
AT costs and undesirable side effects [————— o
invasive procedures N . . N IR
HIV infection « Applies to all organisms including non-glucose- - e

admission to nursing hor fermenting gram-negative bacilli
> open wounds

> hemodial = Risk factors for MDR VAP

> discharge with long-term central venous acce:

* Prior IV antibiotic use within 90 days

Septic shock at time of VAP

ARDS preceding VAP

Five or more days of hospitalization prior to the occurrence of
VAP

Psuedomans risk factors

®A compromised immune system (eg, patients with HIV, solid organ or
hematopoietic cell transplant recipients, neutropenic hosts, and those
on immunosuppressive or immunomodulatory agents such as TNF-alfa
inhibitors)

Acute renal replacement therapy prior to VAP onset

eRecent prior antibiotic use

eStructural lung abnormalities such as cystic fibrosis or bronchiectasis

eRepeated exacerbations of chronic obstructive pulmonary disease
requiring frequent glucocorticoid and/or antibiotic use




Bronchoectasis

¢ flonocmo) lopochial  lilabion ( dhaped as ﬂlmolnwﬂ, Saccular, | yaricose) @ could  be confused 7 chonle, brondlibis

o Inciclence o(adw?, dine  preantiboic. et

0 Cues = (D cysoc Qs ® ® urs) ® c\\\o% clisordess | immetitecilla %ndmma) (@) immune olaﬁxcrenyc Be. 3 A)
® fost recrokiziy. ection  predmona: —- experall. in chidhod ) o ¢ Heasies, nfherze, purbisss) - (8) CT | clistase CRA. Sjogren)

@ H1v (& IeD @ Aiona | £ AT de@aencaé (@prﬁwmn- With  recurrenl \m[monwa nfections) @ [Reflux @ Reonchial  clostruct
® Alergic bmnd\epumnarg) ﬁsPergH\osrs

o fathepl s«o(o(% H

* Bronchiectasis

o Clinical | Peatures + PE 2 e Dﬂ(los&lc Viﬁé"%t:

* Symptoms

« Chronic cough TABLE 3. DIAGNOSTIC TESTING FOR BRONCHIECTASIS.*
* dyspnea
* Sputum production e AspmopmaTe Tests
« Hemoptysis o o
Primary Complete and differ High resoluon  Spirometry or bronchodiltor tesc
* Expectorated sputum has increased concentrations of NEGH [yt ,(‘T N .
elastase and the chemoattractants ,interleukin-8 o Wirersmdaris B e T e
; - i piins (ABPA): Biopey, cul
tumor necrosis factor (TNFa) ,prostanoids. « Bronchial breathing 1gG subslasses; tars (or focal obstruction,
. . - alpha, -antitrypsin infection, primary ciliary dyskine.
* Localized vs. diffuse * Clubbing o e

cystic fibrosis)

Treatment

= Antibiotics for exacerbations

*Inhaledvs
=Bronchodilators for reve
=Surgery in cases of medic

e (rare)

+ Bronchopulmonary hygiene
+ Physical measures to promote sputum clearance
+ DNAase
*NAC '

£

+Treatment of underlying cause

Lecture 7: plural diseases



