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NON-SEDATING
ANTIALLERGIC

£

Azar Building I Sin EI Fil 1- Beirit; Lebanon 1 P.0/Box 90-1073 4. Tel: 00961 1483300 1/4F4

e /i




Laaall olal

Saaaill sl Lal
Anti-Smoking Board
oy Ose A
£Shy G
oS g
Fleose e
Sl sana S
Juadl 5 50 TailSe L
Anti-Tuberculosis Board
OuS) (SO L 5
Ol ede walg
OLbSiass Hlnua
ssda JLae
OooSae Vi
3ol ol shasl
sll b e adlSa T
Asthma Board
ouy ll Jlaa lud
oesae Jlea
Gt ol
olaa Glae

Croall g 530 SV (1 0 LablSa Dia

COPD Board
o) (D (59>
Lla e
e sl
sl <
Ol a5 s
@olool saaall e
Lol Gl s a0 Lail<s dial
Lung Cancer Board
oy Opall Guals 59 508
Lanali
ohiae plaic
22510 o1 o o RS Rl
Pneumonia Board
oy ielle il gans
odle saa)
#Slse JsolS
Sleep Apnea Board

ge " coeSe@rrreBeEocBao@Ea8e

oL s Lkl Ll
Lyaall Gal o Lol Lunaall L3Ss
Ol imsom Ve =\ e
A7)\ EYYOAY cLSLils

lop_lps@yahoo.com ;\;J,zsn L

DeGamcc o @o@ade s

b)-l.ts a‘)‘,a.a gwlmuu‘)w 64." e‘,.;.“ el ..\.\-AJ.q.wuaAA

sl S a‘).u\, \Y u\_\l\,u‘)‘,YL«;‘,wug_\S«ab.ﬂa‘)u:g.uY
*Une premigre!” igia VA Juol (pe Lualiall

Lillas Ko all LAYl o 20BN A3 5al0 o LLN dhslys ¥k
el Ly S 1SS 0 (s 95S 5555l Ysial Luilis ol Ly
: el alle pai gualy s

sl bl Asbatas b gl ol b il Sl

o Sl 55 L Jlal B was Baojl 3is ployll (o8 5500 LS
oo Lealiy Lelie I dalay oG Anlnlll Guledl shall jas
Ly sl ohigh e Lslaa g 2905 000 aniial csts sl sl
oo a3l 5l00Y) 0553 5 LaelSay hall slatin) b Gealul!
el i o Lgatie 5 Lgutuliun

Lpaall (e Ll inaall 570l guil) aSa” e ol cuds
Sae Datus Joal gl G dall L 55 30l Lymall g kil a2
A<l 5 L BILSS i of Al

..\S'JL’UQA .

Liyaall ol LAl Tinan) T,

o, lal Laggl

Q—_b.\-";)l-:;e—b..\ uﬂesJ‘.\S|JU):LA.J

BT ST oy U Gl Guali 555080

kb Al o Ozl (Gaall 5a5 gy o
Ose By UYL Gyiall sl

sl Baa

Ky Lone o= Lode yua) o = Guall ede wly o = 3Lk Sl oo = yabis lyas o = blia 552 0




BeeccBeo@es

Controversies in a changing
contemporary environment

February 8 — 11, 2007 Sitges — Barcelona (Spain)

Respiratory tract infections (RTIs) were, are and will be an
integral and sizeable part of our daily clinical load. Details of
pharmacokinetics (PK), dynamics (PD), community or
nosocomial, and other bacteriologic issues should be reconciled
with our clinical approach to RTls.

Should we be aware of Gram positive and negative organisms,
resistant and mutant ones, bacterial colonization and eradication,
pharmacodynamic, pharmacokinetic, spectrum, adverse effects
and other basic facts of antibiotics we prescribe?.

BAYER HEALTH CARE CONFERENCE

From bench to bedside, how do we predict the bacterial
response to chemotherapy?

Donald Low from Mount Sinai (Toronto) questioned that the
standardized interpretations of levels of bacterial inhibition by
drugs in vitro do not necessarily reflect true drug levels in vivo .
Thus substantial numbers of clinical infections are mislabeled as
resistant to common antimicrobial drugs and therefore should not
be expected to fail with therapy with these drugs. More sensitive
measures of failures and PK/PD parameters have allowed us to
better measure the impact of resistance.

Community Acquired Pneumonia (CAP)

Macrolides induce resistance by their well known two
mechanisms: The efflux pump encoded by mef genes and the
ribosomal methylases encoded by erm genes. Telithromycin
(Ketek) was a promising drug that some still use inspite of the
warnings issued by FDA regarding its liver toxicity. With the
decline of Telithromycin we resort to the Quinolone family.
Quinolones have become a major tool in our daily practice as
monotherapy for a variety of RTls.

AECB

As is well known, the issue of COPD exacerbations is a major topic
discussed in various meetings and conferences be it to reveal the
efficacy of steroid inhalers, LABAs , Tiotropium and more.
Antibiotics have been apparently intruding this attractive field
attempting to improve their image. Quinolones, has been cited
thru multiple studies addressing its efficacy in promoting QOL,
infection free - interval, exacerbation rate, and bacterial
eradication. Whether this will improve mortality is an exciting
end to look for.

FQs and the challenge in the modern hospital environment

Ronald Grossman from Toronto stressed the fact that CAP and
AECOPD are the two most frequent reasons of admission to
hospital in medicine department after CHF. Taking into
consideration the shortage of beds he discuss whether Quinolones
work? Work in ICU? They are cost-effective? , and whether they
should be restricted due to C . difficile? Several studies were
presented and finally he concluded that:

1- Fluoroquinolones are important agents
management of CAP and AECOPD.

2- They are cost-effective

3- They work for resistant pathogens

4- In many hospitals they are still useful agents in the ICU setting
but local resistance issues will drive utilization

5- There are still many niche uses for Fluoroquinolones as in
neutropenics, Tuberculosis, some SSTIs, abdominal infections,

in the hospital

bone infections etc
6- Judicious use is important in saving the class

The risk of MRSA colonization and infection was also discussed.
Quinolone use is a definite independent risk factor for
Colonization/ Infection for MRSA. FQs are also one of the most
commonly implicated antibiotic classes for C. difficile — associated
diseases. :

HEALTH CARE ASSOCIATED PNEUMONIA
(HCAP)

What is HCAP? What are its pathogens? And How to treat? were
three successive presentations by Jordi Carratala ( spain ), Carlos
Luna ( Argentina ), and Michael Niederman ( USA ) respectively ..

HCAP concept started with Freidman article in Ann Int Med 2002
on Health Care -Associated blood stream infection in North
Carolina hospital study. HCAP implies patients with

1- Prior hospitalization for the past 3 months

2- Dialysis clinic or 1.V. therapy over the past month

3- Nursing home or long term facility

4- Home health care

The pathogens involved here, though very few studies on etiology
were done, include S. Aureus and MRSA in particular, .P.-
Aeruginosa and rarely S. Pneumoniae, and H. Influenza.

Therapy for HCAP can be done outside hospital, may need to
cover pathogens not covered in HAP as Legionella, and does not
necessarily have to cover MDR Gram negatives and MRSA.
Therapies that may not be effective for HAP like Levofloxacin,
Moxifloxacin and other monotherapies in Non HAP could be also
effective. More severely ill HCAP patients with more
comorbidities, poor functional status, prior antibiotic therapy,.
need therapy for MDR negative organisms and MRSA.

PRO in AECB

Patient Reported Outcome (PRO) in acute exacerbations of COPD
was discussed by Sanjay Sethi from New York. This is a recent
addition to evaluating symptoms. PRO measures are now being
developed to evaluate the effects of curative and preventive
treatments on the frequency, severity, duration, and resolution of
acute exacerbations of chronic bronchitis and COPD. It is
anticipated that two properly developed and validated PRO
measures will be available soon for use in clinical trials in acute
exacerbation.

COPD - AECB ISSUES

What antimicrobial therapy for mild — moderate COPD was
discussed by Antonio Anzueto from Texas. He ascertained that
early antibiotic therapy improves outcome and symptom
resolution. The question of diagnosing the etiology whether by
sputum or bronchoscopic analysis , or by the recent procalcitonin
level measurement as quiding antibiotic therapy , and last but not
least the viral etiology that accounts to an average of 40% of
etiologies will remain an enigma for most of us at least for
sometime to come.

The newer Macrolides, Cephalosporins, Doxycycline, respiratory
Fluoroquinolones, and Amox-Clavulonate are to be considered
based on chronicity, disease severity and smoking status.




An interesting comparison of COPD and Cystic Fibrosis (CF)
followed, presented by Niels H_iby from Denmark who spent the
last 30 years dealing with CF. CF has exacerbations also involving
bacteria as P. aeruginosa, S.aureus, H. influenza, S. maltophilia, B.
cepacia , and A. xyloxidans ( 2002 Hoiby) . Differences between
the 2 diseases were highlighted mainly that early aggressive
eradication therapy of intermittent colonization is recommended
to prevent chronic infection, and chronic suppressive therapy of
chronic infection is usually recommended. In Denmark the mean
life expectancy of CF outweighs that of US (5o y vs. 37 y) mainly
due to chronic P. aeruginosa biofilm infection of the lung. The
antibiotic strategy used to prevent chronic infection in CF is early
aggressive eradication of intermittent colonization based on
culture of respiratory tract infection, distinction . between
intermittent colonization and chronic infection by antibody
‘measurement and use of chronic suppressive antibiotic therapy to
maintain lung function and reduce acute exacerbations. The
Chronic suppressive therapy includes daily inhalation of
‘antibiotics and oral administration of azithromycin. Additionally
yearly vaccination against influenza is used. This approach has
dramatically improved the survival of CF patients and may also be
effective in COPD .patients, since infection - mediated

inflammation and subsequently tissue damage is important in
both groups of patients.

The role of P. aeruginosa in late COPD was alluded to by Eduard
Monso from Spain .

Four issues were discussed namely Exacerbation, Sterilization of
bronchial secretions, Colonization, and Effects on the respiratory
system. The risk factors for P. aeruginosa infection in COPD
exacerbation were mainly low FEV1 %, Influenza vaccination! ,
and prior antibiotics. P. aeruginosa is important in moderate /
severe COPD, prevalent in ventilated patients, accounts for bad
prognosis in ICU, is difficult to eradicate, colonization effects are
independent from load, affects hypersecretion and lung function
and for which prior antibiotics are the main risk factor.

ISSUES IN GRAM - POSITIVE PNEUMONIA

These lectures focused on CA — MRSA Pneumonia. They dealt with
MRSA pneumonia and elaborated on new drugs in the pipeline for
therapy.

CA - MRSA is defined in a person who lacks the risk factors for HA-
MRSA, as hospitalization, surgery, dialysis, indwelling
catheters...etc. It usually occurs in younger, minority populations,
with frequent presence of PVL toxin. Issues in CA-MRSA include
recognition, laboratory, epidemiological, therapeutic, prevention,
and infection control.

MRSA therapy includes standard drugs as Vancomycin,
Teicoplanin, additional medications in case of failure as
Rifampicin, Fosfomycin, Linezolid, and Quinupristin/Dalfopristin.
New drugs as Tigecyclin ( Tetracycline Analog ) , Daptomycin (
Lipopeptides ) , and alternatives as Ceftobriprole ( Cephalosporin
) and Telavancin (New Glycopeptides ) are to be considered .

NOSOCOMIAL AND ICU PNEUMONIAS

Ventilator Associated Pneumonia (VAP) continues to be a
challenging infection with a high mortality rate. Treatment
protocols could be directed by the knowledge of the most
common organisms isolated and the sensitivity pattern in the ICU
, or a bacteriologically guided one thru obtaining specimens with
fiberoptic bronchoscopy particularly bronchoalveolar lavage and
protected specimen brush.

Carlos Agusti in his lecture on Pulmonary Infections in
Hematological Disease reminded us of a difficult task for us as
clinicians. However, prophylactic, preemptive and therapeutic
measures were recently introduced.

He concluded that:

1- Obtaining a specific and early diagnosis may improve prognosis

2- Surveillance programs are decreasing both incidence and
mortality of different infective agents

3- Early implementation of Bronchoscopy, CT chest , and non-
culture based microbiological methods may improve survival

4- Viral infections are the next challenge to face in the
management of hematological patients.

Aspiration pneumonia (AP) and Primary lung abscess (PLA)
continue to intrigue us due to their rarity, albeit their life-
threatening complications. A recent study on Moxifloxacin
treatment of 139 AP/PLA gave close to 70% cure. (Lode H,
Allewelt M, ott S, lonas M).

Ceftobiprole, a novel parenteral cephalosporin, effective against
most clinically important Gram positive and Gram negative
bacteria was illustrated by Javier Garau. It is currently in phase 11|
trials for ¢SSTI due to MRSA, nosocomial pneumonia, due to
suspected or proven MRSA, and CAP.

Nothing is complete without touching on De-escalation therapy.
The lecture by Jordi Rello: De-escalation; Why? When? And
How? It is done by diminishing antibiotic therapy either by
spectrum, or number or duration. It is based on dlinical
improvement and Microbiology findings. De-escalation provides
adequate initial therapy while minimizing the emergence of
resistance.

GLUCOCORTICOIDS IN SEVERE PNEUMONIA

6 studies of Corticosteroids in Pneumonia were mentioned prior
to 1998 with majority ineffective. The relatively recent study by
Confalonieri M (AJRCCM 2005) and its impressive outcome when
administering Hydrocortisone on mortality has fueled interest in
this regimen. Antonio Torres discussed this topic at length and
concluded that corticosteroids in severe CAP:

1-Decreased bacterial lung burden and histological severity in a
porcine model

2-Attenuated lung and systemic inflammation in severe human
pneumonia

3-Improved mortality and TRM in two RCT

Pending questions

1- Which level of
administration?

2- When, how and for how long?
3- Side effects?

inflammation should dictate their

A stormy presentation on RTI Guidelines ended this day. Mark
Woodhead showered the audience and the faculty with hot issues
in CAP guidelines. Questions as How many gquidelines do we
need? Who should write them? How should they be written? And
how should they be implemented? There was agreement that the
pharmaceutical industry is not to be involved.

Finally the three most commonly prescribed families of antibiotics
to fight RTls are the penicillins (and cephalosporins - _-lactams),
Macrolides, and Quinolones. Detailed knowledge of their PK/PD,
spectrum, dosage, potency, duration, safety and last but not least
their selection of resistance is a must to prevent their abuse and
overuse.

Nadim Kanj, MD

Editing work done by
Loubna Tayara, MD
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L'HOtel-Dieu de France
Un hépital sans tabac

Dr Zeina AOUN BACHA ; Pneumologue-Tabacologue.

Il n'y a quasiment plus d'individus qui ne soit convaincu de la réalité des effets dévastateurs de la
consommation tabagique et de I'exposition a la fumée. Les données scientifiques ont établi de
maniére irréfutable que ce sont des causes de décés, de maladies...

Il est du devoir des professionnels de santé de protéger les générations actuelle et futures de ce
fléau. Il faut donc qu'ils soient sensibilisés au probléme et qu'ils travaillent pour que leurs milieux
de travail, lieux de soins, deviennent des environnements sans tabac.

Bien que le fumeur ait le droit de continuer & fumer, il est de notre devoir en tant que médecin de
l'informer des risques auxquels il s'expose. Il est aussi de notre devoir de protéger les non-fumeurs
en leur assurant un environnement sans fumée de tabac.

L'HOtel-Dieu de France, dans un souci permanent d'offrir la meilleure qualité de soins a sa
clientele, a mis en oeuvre une démarche qui a permis de le déclarer « Hopital sans tabac ».

Une campagne de sensibilisation et d'information débute au cours des premiers mois de 2007. Des
affiches, expliquant les méfaits du tabac et les bénéfices de I'arrét, sont placardées dans toutes les
salles d'attente et les entrées de |'hépital. Des napperons en papier, portant les mémes
informations, sont distribués sur les plateaux des malades, les plateaux au réfectoire du personne!,
et a la cafétéria de l'institution. Un diaporama est diffusé en boucle sur toutes les télévisions de
hopital.

Deux journées d’information ont été réalisées, avec la projection de films, et la pratique de
mesures d’explorations fonctionnelles respiratoires et de monoxyde de carbone dans le hall
d'entrée de I'hépital. Des étudiants en médecine ont participé & ces journées en distribuant des
dépliants aux personnes pénétrant a I'hopital, et en les sensibilisant a I'arrét du tabac.

Au décours de cette campagne, une note de service interdisant de fumer a I’'hopital a été diffusée
a la fin du mois de mars, et les agents de sécurité ont été chargés de veiller a son respect strict.
Trois espaces fumeurs, bien signalisés, ont été aménagés en dehors de |'établissement. Deux
conférences publiques ont été donnés trois semaines aprés le début de la campagne pour
consolider le travail.

Durant les deux derniers mois, I'impact de cette campagne semble satisfaisant. Il est devenu
exceptionnel de voir quelqu'un fumer a I'hépital. Par contre, les endroits désignés non-fumeurs
sont fréquentés par les fumeurs qui s'y rendent quand I'envie de fumer devient trop forte.

Notre expérience nous pousse a insister sur plusieurs points. D'abord, préparer tous les acteurs de
I'institution a la décision de rendre I'hdpital "sans tabac"; ensuite, étre rigoureux dans l'application
de la décision tout en assurant aux fumeurs des endroits bien signalisés, ventilés selon les normes,
et ou il leur est possible de fumer; et enfin, assurer un suivi de la démarche par un comité
hospitalier de prévention du tabagisme.

Nous pensons que toutes nos institutions hospitaliéres devraient devenir "sans tabac". Nous
devons donner I'exemple a l'instar des hdpitaux des pays développés, en se basant sur les codes du
travail et de la santé publique pour la protection contre le tabagisme. La lutte contre le tabagisme
doit étre une priorité des institutions hospitaliéres, pour qu'elle devienne une priorité nationale.

sans tabac sans tabac sans tabac sans tabac sans tabac sans tabac sans tabac




"EeElEee .
= e NN . § b, = b Gantloie
ece@@@® ‘ . :

olul Lasy 5 flashs cladall as a,e z_zm\,_uum
el e 45 34l 5, shall e 7555 3 Clips

Sasa sl Lasdl salidll ot 2518 paaill e pseall p5s (35 O
Jl:stJ‘_;A.»‘g Q.LA..\.\.“‘)LA .L;b&}ﬁa’_au&_»_\a_ub_d.dlg_e
- ALaall ps Jelasll

Line Salsn Lilas dlaall 3u)% a8l Gaaill e pgeall gy 35 O
Sra¥ Ge B3am3 ol shie mast LA a8 5 Sua pe o dlas
oless paad Ssaie Sala IS e vag 5 Gpaadll e daalill
Oyl s 5o Sae s pllial ulill

Sbaall dlaall oLias e de gane oS pa i)l e agall a gy 30
Sl Goiihy JHLall M aliie 5 gl JSh, Lilas k)
) . e opa il Hlblas e a giaand o gl
ﬁgg;‘u) e Jgw B plone peay Llaall 3558 (o Ao gana a3 O
2ol sue Lasne g pewall (o Sl (& L (& oels Jow
u\A_u:|t.aJd.ab_dlg\_d\_;‘,t_;_dlq_u&))_.o_dlubﬂl
Jianall 7 al any Uy, olelyy slanls age il dylany ﬁbw
uscjdlm)h@wm(suleuml,wuumn STy
)_uSL:l_\.c_l IJJMQAQ\SJ uaJY|._.\;L.a°_1:.)_u\_d|‘;.u
el el e Lalanal (i3s3 Luel 3l ola Ll oy

Lpolaall o al ooy "5 alall o lidl "Tlaa - Layl o lllaill 60 O
;,.:;Y‘,Ae.u_)&ud_b.;]lé_.).seu_m.o @J\_‘J.a\_,_dlu.c_.\.ﬁ.eyo_dl
Sl 5 alall palidl” Laliganwl L5503 365 Gurnls s
lia (S 5 aliall sia Goslicy NER P IEI SIS T Lo
Lisad 18 065 13S0y 4 Jaiiay JuoS o UAB0 - gLie sl
e 2 SES Spallall aliall 4l Gley

muyﬂﬁ_@(ﬂenw&ujﬁuﬁpuwnm

sl Jda .. Uslas wlaliy alaall ¢ ug_ehsﬁndja\_u@&al,gl

aldy. ..QJL)AALWUA);SIQ_QU&MlJJxJMsPIWw

35 G ST 3 aa il Jblas e oyl olal 5 Alaall gus,

gy S ydlan Lad e wi Leg Suly

CRaeld) sllaney LSlad olpi8 sae 3 Alaall Gul ), Bilaiul o

liay yatue JShy (galaye daall 3y,0 Gudaslall Gls agll Sa

‘LJLJIJ‘,AYIQJJSLA_LQMI&)&JAA

t..dlu.gJJ;.g.ULuLul!luu‘Jl Wmﬂmwbo

Sl US Jazd) gl 3,500 paus3 O

il pblas o dpesill dmadio ol JS 4y 50 alas Lis| O
Cpally

A5l il yay gl Lae sl (e e Lall O
) ol bl

gl LU Y1 &3 0 gk Baakas AnBal (ala 35,8 JSG5 0

«JJ.\JI@M'UL@JI

e g MW Sacludl 3 aaelll Lol Tlla 8l o u.u.w\_l (o]
COaaaall

Slana o aalliBlill 5 a0 Jla, Leas ol L g = s 261 O
aaa Llas e sl ol

PRSP

Oaaaill LailSe Liad : Lleyy el Lue oall Lol LyLsdl Waall
o Leadladl Laall Lakiis y Lypueall 153U Lolilll Luaaall b
A EW
K=

t Uaall £t b palu

Ol (b Lallall Lacall Laliin Jhas yymmmall olsa g€l -

Laall (ol W Lol Luaaall Luysy oS1y U yee 5,938 all —

Lol Coaaall o Gas il Ladlo Liad Ll e Ly 39380 —
Lppaadl sl 500

U Lu.!JLm.u )\SLG\.AAS JA.HJQJL\!’_QA_LAAJIbJSJuJJJ
Cus,ysm Tl s Sl ol a el SLall Ga £085 Bl
u;mwmﬁuu,myn_,bmuuﬁ_,AJJJM,)L“SJI
aaa 1Sl il aally oLaall 5,Las) agialalie JMA (o ddaall ns
im0 s TSR Tl ) y Tl sl
¥ APUN | urvom
fﬁﬁgum,muauﬁyuw&yn&fuluug_uujj
il e ol Jlis sie SSaall il 358U ¢ IJM_\JJJ
Ll Fases Bile sl 20641 3 numbc_us.n i Lglls
BBASFIELSPECA NE LTy ;IJ_WJ_\Q_t_cJ\_\)Jl,;L“.Jl
Lo s Uany Suaaall «_nu.haiu.o‘\_mj FUPRIN L)al),‘;l 64.4:\_.@_;;'
AUl ea gl e 2l G b e gi s I
Bolull pansis VA Ga Bulall b i sall ssad ol s elyal: Yl
@m ‘ﬂ;u S ssae US elil o salyl sty sas V1N
gJLd\Smdng\Saleu‘,.a)_gugeumgAJIJm
dausX0! V“=u“‘,_i.d|a_)4|Jg;9_xeA.||g)l+.‘__\ua_!aJ.§J| 1€ aue
= il laly Se Cassldll Sl sue
Lawi ¥V, Ve o= oSl Jlaa ¥l sl
;)‘AM\\.Y'°=;):;_]‘;_;?J|J.\L
e SLaY! anal Loobatis] Ll s elld s Alaall 3556 g al Ll s
SN JKEN e s0lSs L Sladl ol
$Y = Lo iladl e aaall a3iiy Lo bagio
aalsll ol 58NN, \'u—s\x\\,vn;,:\;smum

$E. 0¥V, 0 e e =k VY ophll SEYYA s =agvexS AN Y
= Sl 5 s Ul absaly Tla¥l suad Joli s : (e
(01 s pu Lgis L0La3) Ua VY

: : daall &Ldlas
J‘L:'L.)";A‘l‘“!|;*;.9"d‘°‘m|s)‘?J‘AJ.?}J,'?L“'JS;;ﬁ}‘JL‘:‘A'O
oo Baelune Bgaien” rlliad il e Sule sy Lo L0
138 (o 3L U (o yo pgrsan agil i all 535 7 (U

u._n;.l.x.!lg.ab_)ml 13] 3 gaiall

SLS el ¢ Samailh e prpaadbn g 3aas Lo el o lalinsy aludll O
Sy Balll b Lslaall olpiill a) st 85 JUa e Lodas
SL =0lS 5 (il e 2a3Ul 3 phall pas ooy 0 ol
.a.\.\.d|;\_u|uat_\al|\_n\ad‘>wm(5‘)5¢\_uyw

Lol 3Spally yalsall 5 gujlaall Lle o lialall olis pu)s5 O
gl s e iad slalily s e s53a3 3l Posters

> =

AGE

slacl (yo Le yamal i yuis Laall Gty HLuSll 2 U, 53S0l alid aas
e ool 3ol g5 gaa ol jUasl £k LaS e Taall 3a
sany sam Las eIl Y1 I3 (S5 cpaa iy il ¢ gus gy Adlais
Alaall 3558 @RIV Cl (e 5aS
fgﬁhf:,sw&hﬁumwséw;wumsmeu
Ulas oo Lapall siay "alaaw s S = PARSe
oandl e Lawly Lua s 3Y eV liay  Gwliall Lawodl Ll sl
,m uzm.ﬂ Oe 3w @)l,-uj

uf-.‘A—.uMJu:‘A-L‘Mu-.'-’ J\A.J‘“—.*—"JJL“‘ 6,)-.*5—” salodl —JY\—‘A

cud ey aall oldlad ope Gasdey duclalaly dwliw oluast

Saatll jUnal oo Tue gill Lulilll Luylitll Laall — Gaausll Usal o e ol Laliglll LyyLutll Laall

i




g

f | & 5\‘%
5*1@\ ety

Friday 15th June 2007
17hoo: Free Registration

18hoo: Opening Mirna Waked, MD
CME project presentation George Khayat, MD
SPLF representative speech Etienne Lemarié, MD
Results of 1st CME exam held on May 12th George Khayat, MD

18h30: Venothromboembolic disease Workshop Olivier Sanchez, MD

(Entrance restricted to the participants to the 12th May exam )
19h30: Symposium « Astra-Zeneca »: COPD Mirna Waked, MD
20h3o0: Cocktail (offered by Astra-Zeneca)

Saturday 16th June 2007
o8hoo: Registration

o9hoo —10hoo: Session « VTE »
- Intra hospital prophylaxis: local experience Mirna Waked, MD 1omn
Hani Lababidi, MD 1omn - Ghassan Jamaleddine, MD 1omn
-Prevention of venothromboembolic disease Olivier Sanchez, MD 3o0mn

10hoo —11hoo:  Case presentation Wajdi Abi Saleh, MD 45mn - Pierre Youssef, MD 15smn
Marlene Awaad MD 15mn

11hoo - 11h3o0: Coffee Break

11h30 —13hoo: Session « Pneumonia »
- Multi drug resistant tuberculosis Antoine Saadé, MD 15smn
- Latest guidelines — Unusual pneumonia cases Wajdi Abi Saleh, MD — Abed
Al Ruhman Anani, MD 45mn
- Immunomodulatory effect of macrolides Georges Khayat, MD 3omn

13hoo —14hoo:  Lunch
14hoo —15hoo:  Symposium: Evidence Based Medicine Etienne Lemarié, MD

15shoo —16hoo :  Session « COPD »
-Rehabilitation in COPD Mohamad Halimi, MD 3omn
-COPD : systemic disease Etienne Lemarié, MD 3omn

16hoo —16h30:  Coffee Break

16h30 — 17h15: Workshop: Dima Healthcare
Proportional Assist Ventilation: Changing control of breathing from the
caregiver to the patient Mohamad El Khatib, MD

17h15 — 18h4s: Woarkshop Pneumonia parallel to COPD workshop (Entrance restricted to the
participants to the 12th May exam)

Annual Meeting Annual Meeting Annual Meeting Annual Meeting Annual Meeting




Vendredi 15 juin 2007

17hoo :
18hoo :

18h30 :

19h30 :

20h30:

Inscription gratuite et accueil des participants

Ouverture du congrés Dr. Mirna Waked

Présentation du projet de formation médicale continue Dr. Georges Khayat
Intervention du représentant de la SPLF Dr. Etienne Lemarié
Présentation des résultats de la premiére évaluation du 12 mai 2007

Dr. Georges Khayat

Atelier maladies thromboemboliques Dr. Olivier Sanchez (ouverts aux
membres ayant participé a I'évaluation du 12 mai)

Symposium « Astra-Zeneca » : BPCO Dr. Mirna Waked

Cocktail dinatoire (offert par Astra-Zeneca)

Samedi 16 juin 2007

o8hoo :

o9hoo —10hoo :

10hoo —11hoo :

11hoo —11h30:

11h30 —13hoo:

13hoo —14hoo :
14hoo —15hoo :

15hoo —16hoo :

16hoo —16h30 :
16h30 —17h15 :

17h15 — 18h45 :

Inscription et Accueil des participants

Session « Maladies thromboemboliques »

-Prophylaxie intra hospitaliére : expériences locales. Dr. Mirna Waked 1omn
Dr. Hani Lababidi 1omn - Dr Ghassan Jamaleddine 1omn

-Prévention de la maladie thromboembolique Dr. Olivier Sanchez 3omn

Cas Cliniques Dr. Wajdi Abi Saleh 4smn. - Dr. Pierre Youssef 1smn
Dr. Marléne Awaad 15 mn

Pause Café

Session « Pneumonies »

-Tuberculose pulmonaire multirésistante Dr.Antoine Saadé 15mn

-Les dernieres recommandations de prise en charge — Cas de pneumonies
difficiles Dr. Wajdi Abi Saleh — Dr. Abed Al Ruhman Anani 45mn

-Effet immunomodulateur des macrolides Dr. Georges Khayat 3omn

Déjeuner
Symposium : Médecine basée sur la preuve Dr. Etienne Lemarié

Session « BPCO »
-Réhabilitation dans la maladie BPCO Dr. Mohamad Halimi 3omn
-La BPCO : maladie systémique Dr. Etienne Lemarié 3omn

Pause-café

Ateliers de travail , « Dima Healthcare » :
Ventilation Proportionnelle Assistée Dr. Mohamad El Khatib 45mn

Atelier : Pneumonie (parallele) Atelier BPCO (ouverts aux membres ayant
participé a I'évaluation du 12 mai)

Le Congrés Annuel Le Congrés Annuel Le Congrés Annuel Le Congrés Annuel




Le SAOS favorisant le syndrome métabolique

Le Syndrome d‘apnées obstructives du sommeil
constitue un facteur de risque cardio-vasculaire
indépendant a part entiére. Les mécanismes « de
base» comportent le stress oxydant (consécutif a la
répétition des séquences hypoxémie-réoxygénation),
I'hypercapnie, les changements de pression intra-
thoracique et les micro-éveils. Il en découle des
mécanismes « intermédiaires » une activation
sympathique, une dysfonction endothéliale, un stress
oxydant, une inflammation, des troubles de la
coagulation, une dyslipidémie, une obésité, une
résistance a la leptine et une insulino-résistance. La
conséquence est un risque de maladies cardio-
vasculaires HTA, insuffisance cardiaque (par
dysfonction systolique et/ou diastolique, une
arythmie cardiaque (BAV, FA), une ischémie
myocardique (angor nocturne, infarctus) et un
accident vasculaire cérébral ischémique.
L'appareillage par PPC permet de diminuer la
glycémie et le taux sanguin de HbA1C et de réduire
l'obésité !!

Harsch et al ; AJCCRM 2004
Babu et al ; Arch Intern Med 2005

Béta-2 LA chez 'asthmatique: quels risques, pour
quels patients et dans quelles circonstances ?
Evénements respiratoires graves et décés

- Méta-analyse: 19 essais (dont SMART)

- 33826 patients (SMART = 26353 patients = 78%)

- 54% de patients sous Béta-2 LA sans corticothérapie
inhalée

- Risque relatif d'exacerbations séveéres ou de déces
sous béta-2 LA versus placebo

Quelle place pour la
chirurgie dans les
cancers bronchiques
non a petites cellules
[TAN2?

Nécessité
d'évaluation de
I'atteinte
médiastinale

TEP : tomographie a
émission de positrons
RT : radiothérapie

« BREVES » DU CONGRES DE LA SPLF — LYON 2007 @@

I ~

Chirurgie premiére
avec curage |

CT adjuvante

CT : chimiothérapie ——

Résultats :
- Pas d’augmentation du risque d’exacerbation ou de
déceés dans les études cas-controle ou post

marketing sous Béta-2 LA

- Augmentation du risque d’exacerbation ou de déces
sous Béta-2 LA dans des études prospectives de
puissances variables

- Pas d’augmentation du risque d’exacerbation ou de
déces sous Béta-2 LA chez les patients recevant une
corticothérapie inhalée

- Historique Béta-2 CA et analyse des décés dans
SMART non en faveur d’un effet direct des Béta-2
LA.

Salpeter SR et coll ; Ann Intern Med 2006

BPCO, traitement inhalé et maladies cardiaques

- La BPCO : 3éme maladie associée chez l'insuffisant
cardiaque(lC) (10 3 26%)

- La BPCO : risque accru de décés et d’hospitalisation
chez IlC

- La BPCO : risque accru de défaillance cardiaque
durant l'infarctus du myocarde (IDM)

- La BPCO : prédictive de la mortalité a long terme
apres I'IDM

- Béta-2 inhalés : risqué accru d'angor instable d'IDM
et d’hospitalisation pour défaillance cardiaque, en
particulier chez les patients atteints de pathologies
cardio-vasculaires

- La relation entre Béta-2 inhalés seuls et IDM n’est
pas claire

- Le risque d'IDM et de défaillance cardiaque est
davantage avec les Béta-2 oraux

- Les B€ta-1 antagonistes sont bien tolérés dans la
BPCO Iégére a modérée

e —— —— |

Positive (10% FP)
Y

Documentation hiétologique

CT induction |
TDM ’

/ \ N2

\

Chirurgie avec curage |
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SPIRIVA™ can give your COPD patients a sense of independence
by impacting the clinical course of COPD"*:
targeting cholinergic constriction for 24 hours,*®
improving airflow,® reducing air trapping,’
reducing the number of exacerbations,® and increasing activity'

With SPIRIVA®, you can change the way
your patients live with COPD'*

(tiotropium)

SPIRIVA® is a bronchodilator indicated for the maintenance treatment of patients with chronic
obstructive pulmonary disease (COPD) including chronic bronchitis and emphysema, for the
maintenance treatment of associated dyspnoea and for prevention of exacerbations.

References: 1. Casaburi R, Kukafka D, Cooper CB, Witek TJ Jr, Kesten S. Imp in exercise with the 1 of pium and pulmonary rehabilitation in patients with COPD. Chest. 2005;127:809-817.
2. Sewell L, Singh SJ, Williams JEA, Collier R, Morgan MDL. Can i improve ft | independence in elderly patients with COPD? Chest. 2005;128:1184-1200. 3. Celli B, ZuWallack R, Wang S,
Kesten S. Improvement in resting inspiratory capacity and hyperinflation with tiotrapium in COPD patients with increased static lung volumes. Chest. 2003;124:1743-1748. 4. Vincken W, van Noord JA, Greefhorst APM, et al,
on behalf of the Dutch/Belgian Tiotropium Study Group. Improved health outcomes in patients with COPD during 1 yr's treatment with tiotropium. Eur Respir J. 2002;19:209-216. 5. Calverley PMA, Lee A, Towse L, van Noord
J. Witek TJ, Keisen S_ Effect of tiotropium bromide on circadian variation in airflow limitation in chronic obstructive pulmonary disease. Thorax. 2003;58:855-860. 6. Niewoehner DE, Rice K, Cote C, etal. Prevention of exacerba-
tions of chronic obstructive pulmonary disease with tiotropium, a once-daily inhaled anticholinergic bronchodilator: a randomized trial. Ann Intemn Med. 2005;143:317-326
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