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MPQTONAOEIZ OTKOI
TOY INEYMONO2

+ Kapkivwpata (95 %) — oo avamveuoTiko ermBnALo
 Kapklvoeldeg

* Meoegyxupatikol oykol (lvooapkwua,

Asoplwpa Ko

© Nepdwpoto

© Apoptwpota



Epidemiology of lung cancer

e 1912 - 374 cases worldwide

(Adler I. Primary malignant growths of the lungs and bronchi. New
York:Longmans, Green, and Company; 1912)

e 20th century — 100 million tobacco-related
deaths

e 21st century — expected 1 billion deaths; 1/3
due to lung cancer!!

ESMO 2008



2°¢ groug avTtpeg (15%, 89,6/100.000/€T0CG)

2°¢ gTIg yuvdadikeg (15%, 54,7/100.000/€T10CQ)
29 guvoAlkd (15%, ~77,5/100.000/€T10CG)

Estimated New Cases”

Males Females
Prostate 218,800 29% Breast 178,480 28%
Lung & bronchus 114,760 15% Lung & bronchus a98.620 15%
Colon & rectum T9.130 10% Colon & rectum T4.630 11%
Urinary bladder 50.040 V% LUtarine corpus 39,080 E%
MNen-Hedgkin ymphoma 34,200 4% Mon-Hodgkin lymghoma 28,000 4%
Melanoma of the skin 33.910 4% Melanoma of the sHin 26.030 4%
Kidney & mnal pelvis 31,500 A% Thyroid 25,480 4%
Leukemia 24 800 A% Cwvary 22,430 3%
Oral cavity & pharynx 24 180 3% Kidney & renal pelvis o600 3%
Pancreas 18.830 2% Leukemia 19,440 3%
All Sites TE&S, 860 100% All Sites 678,060 100%

1°¢ oToug avTpeg (31% BavdTwyv ATTO VEOTTAQTOHA)
1°€ OTIC YUVAIKEG (26% BavATwy ATTO VEOTTAACHU Q)
1°¢ guvoAIKd (15%, ~160.390/€10CQ)

Estimated Deaths

Malaes Females
Lung & bronchus 89,510 31 % Lung & bronchus 70,880 26%
Frostate 27,050 D% Breast 40,460 15%
Colan & rectum 26,000 Q% Colon & rectum 26,180 10%
Pancraas 16,840 6% Pancreas 16.530 &%
Leukemia 12,320 4% Cwary 15,280 6%
Liver & intrahepatic bile duct 11,280 4% Leukemia 9470 4%
Esophagus 10,900 45 Mon-Hodgkin lymphoma 9,060 3%
Urinary bladder 9,630 3% Uterine corpus 7.400 3%
Maon-Hodgkin lymphoma a.&00 Brain & other narvous system 5580 2%
Kidney & renal pelvis 8.080 Liver & intrahepatic bile duct 5500 2%

All Sites 289,550 All Sites 270,100 100%
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KAPKINOZ MNEYMONA

2 XEOOV EC° OAOKANPOU TTEPIBAAAOVTIKE VOOOC
2 NMAVTIKN ATOMIKN TTOIKIAIQ OTNV euaicBnoia o¢
KAPKIVOYyOva AVvATTVEUCTIKOU

a. EkBeon ot mepIBAAANOVTIKA

I. Kapkivoyova

li. [POOCTATEUTIKOUC TTAPAYOVTEC
3. [€eVETIKA eualoOnoCia oTa TTAPATTAVW

AAANAETTIOPACEIC HETACU Ol1A@OPWYV KAPKIVOYOVWYV (TT.X.
KATTVOC — QuiavTocg)

AAANAETTIOPACEIC HETATU YOVIOIWY — TTEPIBAAAOVTOC
AAMNNAECAPTNON METACU O1APOPWYV TTEPIBAAAOVTIKWYV
TTAPAYOVTWY (TT.X. KOIVWVIKO-0IKOVOMIKH KATAoTACN)




MNapayovtec Kwvduvou

+ Kamviopa(87% ohwv twv neputtwoewv)

* MoAuvon

 EmayyeApotikn €kBeon(apiavtoc)

- Padovio

- [MoAuKkuKkALkol apwpatikol YOp/Kec

- Katowidila mouALld

* [veuOVLIKEC XpOVLIEC voooL (XAIM)

+ Kamvol payelpepatoc

4 14
| . 'l-l't\f\g 2 A'then



O KupKivog TOV TVEDIOVOS £Ival 0 TAEOV GLYVOC KUl £vac amo
TOVG TAL0V OavaTQOpPOLS TOHTOVS KUPKIVOD GTOV KOGILO GILEPT,
L€ TG0 ap1Opo OavaTov taykocpning 1,1 skatoppvpra.

LTOVC avopec, To 85 - 90% TOV TEPIMTOGEMV UTOOIOETUL GTO
KATVIGd.

H ovey£Tion) peTald KATVIGNATOS KUl KEPKIVOD TOV TVEVLOVOS
oev PacileTul AMOKAEIGTIKA GTIC EMIONUIOAOYIKEC NELETEC.

O1 0YKO01 TOV TVEDLOVA TOV KUATVIGTOV GLYVA TEPLEYOVY £V
TUTIIKO, UV KJ1 1] £161K0 NOPLIKO «UTOTOTONE» GTOV TUTTO TOV
perarirhalemv G=C>T = A ot1o yovioro TP33, yia To omoio
gvBovetal to Pevio (a) Topévio, pua Ao TIC TAEOV KUPKIVOYOVES
0UGIEC TOU KUTTvVo.



20-¥ear Lag Time Between Smoking and Lung Cancer

Cigarettes Lung
Smoked Cancer
Fer Persan Deaths
Per Year iPar
100,000
4000 Peoplel
Cigarette
Consumption 150
{men) Lung
3000 - Cancer
(men)
100
2000 -
- 50
1000 -
1200 1220 1940 12&0 1280

Year

NIH graph showing how a general increase in sales of tobacco products in the USA in the
first four decades of the 20th century (cigarettes per person per year) led to a corresponding
rapid increase in the incidence of lung cancer during the 1930s, 40s and 50s (lung cancer
deaths per 100,000 male population per year).


http://en.wikipedia.org/wiki/NIH

KAMNNIZMA KAI KAPKINOZ MTNEYMONA

Cigarettes are not only packed with cancer-causing chemicals -- they also disarm the lungs'
natural defense system. The airways are lined with tiny hairs known as cilia. These hairs protect
the lungs by sweeping out toxins, bacteria, and viruses. Tobacco smoke paralyzes the cilia so
they can't do their job. This allows carcinogens to collect in the lungs



Smoking Facts

Tobacco use is the leadin
cause of lung cancer

87% of lung cancers are
related to smoking

Lung cancer

Risk related to:

- age of smoking onset

amount smoked

gender

product smoked

depth of inhalation



90% OAWV TWV KApKivwy TTveUuova

augnon Kivouvou X20 o€ oXeon JUE UN KATIVIOTEC
ETTITITWON Ca TTveudova AKOAQUBEI ETTITITWON
Kamviopartog heta 20 €1n

OTEVI] CUCOYXETION METALU €6VIKNC BvNOoIMOTNTAC KAl
KATTVIOHATOC

N AITIOAOYIKN OXEON KATTVIOMNATOC - Ca TTveEUdova gival
ATTO TIC TTIO OTEVEC KAl KAAQ TEKHUNPIWHEVEC

457.371 6avartol amo Ca TTveuova TToU TTPOKAAEITAI
ATTO TO KATIVIOHA OTIC AVETTTUYMEVEC XWPEC AVA ETOC
Kiva (1/3 TwV KATTVIOTWYV TTAYKOOHIWC): OUTOIWVEC
TTPOPAEWEIC VIO EKATOUUPIA BAVATWY ETNCIWC
KATvIoUa TToupwV, TTITTAC: auZnuEVOC KivOUVOoC
KAPKivou, aAAd HIKPOTEPOC ATTO TOIyApA




- ' PAMMIKA ME EVTAON KATTVIOUATOC
(3 TakeTa X 10 xpovia = 3TTAACIOC KivOUVOC O€ OXEON MUE
1 TTakéTOo X 10 XpOVvIa)

- EKBETIKN Je OIAPKEIQ KATTVIONATOC

(1 TmakeTo X 30 ¥povia = 1001TAGcIoC KivOUVOC O€ OXEQN
HE 1 TTakETo X 10 XpoOvia)
- 2ZnJaagia:
a. 2ZTPATNYIKEC TTPOANWNG EVAPENC KATIVIOHNATOC OF
veapn nAIKia.
(. H peiwon TN KAtavaAwaong OtV ATTOTPETTEI TOV
KIvOUVO, XpelaceTal dIaKOTTN




Table 1. Relative risk of lung cancer in European men and women"
Men Women
Squamous-cell Adenocarcinoma Squamous-cell Adenocarcinoma
and small-cell and small-cell
carcinoma carcinoma
MNon-smoker 1-0 1-0 1-0 1-0
Ex-smoker 16-2° 2-5* 3-8 11
Current smoker 579 8:0" 182" 4-1*
* p<0-05

Table 2. Effects of smoking cessation on lung-cancer risk'’

Relative risk

Time since stopping Men Women
Current smokers 1-00 1-00
2-9 years 0-66* 0-41*
1019 years 0-27* 0-19*
20-29 years 0-17* 0-08*
>30 years 0-08* 0-13*
Non-smokers 0-04* 0-11*

" p<0-05




I eveTikéc ko K/

HopLoKES arlayEg

@ O kopkivog Tov TVEDHOVOS TPOKVATEL 06 cVVOETES
YEVETIKEC KOl EMVYEVETIKEC OAAAYEC ME OTOTEAEGHA
TNV 6To010KY KoK010n eCallayr) TOV KVTTAPOV.

@ IIolld mepiforlovrikd Kopkivoyéve mov civon
GUGTUTIKGA TOV KaTvoD 1] fropnyovik®@yv ponov pmopel
va givar vmevBova Yy v évapén autig NG
owowkaciog ota Ppoynkd 1n Ppoyyo-kvyeiroikd
emOnloka KvTTOpa. AVTa TO KOpKIVOyova £)yovv
YEVIKELUEVY EMIOPUGT 6€ 0A0 TO Ppoy)yiko 0évopo



(el0TIVOr) 10.000 AiTpwv aépa/nuépa)
miooaq, aiBaAn (Bevlo-a-

TTUPEVIO) - Padévio (KAipaTi{6pevol oupavolUoTeg)
APOEVIKO - ECWTEPIKA ATHOCQAIPIKA pUTTAVON
XPWHIO Kauan OPUKTWY KAUGiJwyY

VIKEAIO ACTUQIAIG

CWHATIA KAUTAEPIWV Papea peTarAa

VTICEN ? Ge1won

TTUPITIO ? OWUATIOIAKK pUTTAVOT

- ECWTEPIKA ATHOOQAIPIKA pUTTAVON
EVEPYEIAKN HOVWOTN «> TTOIOTNTA aEpa
TTaeNnTIKO KATTVIOUA

apiavtoc (x7-10),
QUVEPYIKN Opdaon HE
KATTVIOHd

. : pPaodovio
{]KT[VUﬁDhIEI (padovio, auiavToc
AKTIVEG X KAl Y) KQUON OPUKTWV KAUGTHWV

NAOHTIKO KATMNNIZMA



19-20% KaATTVIOTWYV 8a EJEAVIOOUV KAPKIVO
TTVEUHOVA
QIKoYevVEIOKN TTPoOIABeaN
[CEVETIKN TTp0o0IaBeon O¢:
KAPKIVOYEVEDN (OYKoyoVvidld, TTPWTOOYKOoyoVvidia)

amrotolivwon Kapkivoyovwy (CYP1A1, CYP2DG6,
GST)
£BICUO O€ VIKOTIVN
etmiokeun DNA (XRCC1)
ETiKTNTEC TTABNCEIC TIVEUUNOVWY (QAEYHOVH/ivlwon)
XATIT (x2-5)
acBua (x1,5-3)
IPF
TBC




AUEDO
ATTOTEAEC A
£LAPTNONC ATTO
VIKOTIVN, N OTT0Iq,
TTap OAo TTou Ogv

gival
KAPKIVOYOVOC,
QUVTNPEI TNV
£CapTNON ATTO TO
TOIyApPO Kal TN
XPOVIQ EICTIVON
Tiocoac

Nicotine addiction

Cigarette smoking ——»

—

PAH and NNK =~ | se—

Metabolic activation ——»

—

DMNA adducts

Persistence
Miscoding

|

Excretion

(metabolic
detoxification)

Mutations in k-RAS, p53,
and other critical genes

—

Lung cancer




The two main components
of the epigenetic coda

DA methylation

Kiethyd masks added o cerain
DA bases rapress peno actviby

MNpoveoTTAaCTHATIKA pdon (2)

[MOTOTIKEC - ETTIVEVETIKEC
SlaTapayeg

MeBuAiwon tou DNA

Histene medifcation

A combiaation of difieront
molecuies can attach o the tails
o proleins called nisiones, Thiss
aier thie activity of Lhe S
wiapped araund Lhem

-

o= S

Chramosome

*  TpoTroTroingn IoTOVWY




Prevatence of
COKMNZ2A methylation (%)

hyperplasia

Basal-call Souamaus-ceall Carcinama Squamous-cell

metaplasia in Situ carcinoma

Helative rigk

D Markers 1 positive
mathylation
r'r‘“l.._‘:lrl-:t_,r

rﬂé‘%

uf
D

e B

Intarvantion point?

2 positive 3 positive 4 posithve Clinical
methylation rmethylaticn rratFylaticn NG cancer
mar<ars r‘r"l._';rhi:_: rs sk srs
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Time (years)




1. . XPWHOCWUIKEC AVWHAAIEC

- ammaAoipn 3p14-23 oe SCLC
2.-FFovidlakn adpavoTtroinon/evioxXuaon

- BEvioxuon/sicaywyn oykoyoviOiwv (EGFR, myc)

- ADpavoTTOIiNGN TTPWTOOYKOYOVIOIWY
3. 2NUEIAKEC HETAAAALEIC

- P33

- Rb

- Cyclin D1

- EGFR

- Ras

4. EmiyeveTikn yoviOlakn puBuion

- YTTEPUEBUAIWON yoVvIOIWV KAl TTPOAYWYEWYV TOUC




Intermediate

Normal Epithelium

3p LOH/Small Telomeric Deletions

+p LOH/Contiguous Deletions > ~ 80%

Microsatellite Alterations

> ~ 50%

9p21 LOH > ~70%

Telomerase Dysregulation Telomerase Upregulation > ~ 80%

MYC Over-expression e

8p21-23 LOH o

Nmanglﬂgnnmla >~ 40%

Loss of Fhit immunostaining > ~40%

p53 LOH TP53 Mutations » ~70%

oL > ~80%
_______________________ Methylation » ~100%

5g21 APC-MCC LOH > ~30%

K-ras Mutation 2%




— [1pOVEOTTAQCUATIKEG AAAOIWOEIG
— > 20 peTalAageigc — Ca mveupova

MNormal Hyperplasia Metaplasia Dysplasia Carcinoma
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[MAaKwWONC YeTATTAQCIA

DJODYLLONQ
pIdL3r

AucTtrAacia
Kapkivwua in situ

ﬁ. :
DIODYLLONQ
Ldogoo

[TAQKWOEC KAPKIVWUA




3p LOH (RASSF1A_7)

Bp21 LOH (p16INK4A, p14ARF)

Yy vyvy vyYv"YYyYy

Du.mphnn of § § [ Anglogenesis|
cell cycle and increase Resistant to
checkpaint | 1 in IUMmor size

Metaatalic

Normal 5 Hyperplasa 5 . 5 : s 5 [IVESVE 5
apithaliurm melaplasia Dysplesia Cansinome in sl Cancar Cancar
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Adbev ﬂxugxivmpnj

T'sveTIKOL TPOYVOGTIKOL TAPAYOVTEC:

» Mepwkéc perétec pne teyvikll Tov_ cDNA JUKPOGLGTOL IOV ViU
TNV avdiven TIC EKQPAGIE TOV YOVISIOV TUVTOTOLOVY
IGTOAOYIKOUG VROTVAOVS UOEVOKUPKIVOUATOC JIE TPOYVOGTIKI)

-

ONiaclia.

cDNA MIKPOOUGCTOIXIEG :

ZUYKPITIKA HEAETN
TTOIOTIKAG KAl
TTOCOTIKAC £KPPACNS
VOVISiwV QUOIOAOYIKWY
Kl VEOTTAQOHATIKWY
KUTTAPWV




SAGNE WILKNSOM Caroonats 4 Wrlers Spnd e




I2TOAOIKH TAZINOMHzH
KAKOHOQN EMIOHAIAKQN OINKQN TOY NMNEYMONO2

MH MIKPOKYTTAPIKO KAPKINQMA (NSCLC)**

Adevokapkivwpa (adenocarcinoma)

- BpoyxokuPeALSLIKO KapKivwpa
Ek mAakwdouc emtOnAiov (squamous cell carcinoma)*
Ano peyala kottapa (large sell carcinoma)

(a) basaloid, (b) clear cell, (c) lymphoepithelioma-like, (d) rhabdoid
phenotype, and (e) large-cell neuroendocrine carcinoma.

w+THYRIKREIK IO hARSSEL AR KNS 2 NH O w,(tsmllscﬁtli)ékve(ﬁﬁlﬂﬁé"d by the time of diagnosis and

hence are not curable by surgery. Therefore, they are best treated by chemotherapy, with or without radiation therapy. By
contrast, NSCLCs were more likely to be resectable and usually responded poorly to chemotherapy; however, now therapies
are available that target specific mutated gene products present in the various subtypes of NSCLC, mainly in
adenecarainempas. Thus, NSCLC must be subclassified into histologic and molecular subtypes.



1.

AIAQOPETIKO KUTTAPO TTPOEAEUCNC
Adevokapkivwua (Clara, Tutrou Il)
MIKpOKUTTAPIKO (NeupoevDOKpIvE, Baoika)
[MAakwOeC (KpooowTd, BAevvoTrapaywya)

MeyaAokuTTapiko (NeupoevDdoKkpivry, Baoika)

. AIQQOPETIKEC HETAAAALEIC-O1AQOPOTTOINON

Adevokapkivwua (EGFR, KRAS2)
MIKpOKUTTApPIKO (p53, Rb)
NMAakwoec (EGFR)
MeyaAoKUTTApPIKO (pS3, Rb)




Small-cell
lung cancer (1 9%)

Non-small-cell
lung cancer (80%)

Other types (1%)

s ——a

Undifferentiated
(15%)

SQuamous or
epidermoid
tumours

Large-cell
carcinomas
(10-15%)

Adenocarcinomas
(40%)

Classic
adenocarcinoma
(75-90%)

Bronchioloalveolar-cell

carcinoma
(10=25%)

Percentages are approximate and relate to the previous box linked by arrows
(e.g. NSCLC is 80% of all lung cancers: adenocarcinomas represent 40% of

all NSCLCs etc.).




Small Cell Lung Cancer (SCLC)

Non-Small Cell Lung Cancer (NSCLC):
Adenocarcinoma

source: Longo DL, Fauci AS, Kasper DL, Hauser 5L, Jamesan JL, Loscalzo J;
Harrison's Principles of Internal Medicine, 18th Edition: www.accessmedicine,com

Copyright © The McGraw-Hill Companies, Inc. All nights reserved.



Other or unspecified

Non-smoker
Smoker

Large cell carcinoma
Smoker

Non-smoker

MNon-
smoker

Smoker

Adenocarcinomia

L)

Sim
o Non-sm
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Kuma.r et al: Robbins Basic Pathology, 9e.
Copyright @& 2013 by Saunders, an imprint of Elsevier Inc.

Precursor lesions of squamous cell carcinomas that may antedate the appearance of invasive tumor by
years. A-C, Some of the earliest (and "mild") changes in smoking-damaged respiratory epithelium include
goblet cell hyperplasia (A), basal cell (or reserve cell) hyperplasia (B), and squamous metaplasia (C). D, More
ominous changes include the appearance of squamous dysplasia, characterized by the presence of
disordered squamous epithelium, with loss of nuclear polarity, nuclear hyperchromasia, pleomorphism, and
mitotic figures. E and F, Squamous dysplasia may, in turn, progress through the stages of mild, moderate, and
severe dysplasia. Carcinoma in situ (CIS) (E) is the stage that immediately precedes invasive squamous
carcinoma (F).






Kapkivwpa ek mAakwdou¢ emBnAiov (squamous cell carcinoma)

Kmar et al: Robbins Basic Pathology, 9e.
Copyright @ 2013 by Saunders, an imprint of Elsevier Inc.

A, Squamous cell carcinoma usually begins as a central (hilar) mass and grows
contiguously into the peripheral parenchyma as seen here.
B, Well-differentiated squamous cell carcinoma showing keratinization and pearls.



Squamous cell carcinoma. Tumour is on the left,
obstructing the bronchus (lung). Beyond the tumour,
the bronchus is inflamed and contains mucus




Adevokapkivwpa

(adenocarcinoma)
Juxva TtEPLPEPLKO

L8

W _j{fﬂnétunog:
" BpoyxokuP eABIKO KapKivwpa

=<

R -
Kumar et al: Robbins Basic Pathalogy, 9e.
Copyright @ 2013 by Saunders, an imprint of Elsevier Inc.

A, Atypical adenomatous hyperplasia with cuboidal epithelium and mild interstitial fibrosis.

B, Adenocarcinoma in situ, mucinous subtype, with characteristic growth along preexisting
alveolar septa, without invasion.

C, Gland-forming adenocarcinoma; inset shows thyroid transcription factor 1 (TTF-1) positivity,
which is seen in a majority of pulmonary adenocarcinomas




Kapkivwpa amnd peyala kuttopo

niepLdePLKO




MIKPOKYTTAPIKO KAPKINQMA (smaII ceII) ouvnewc K£V'tle0

JF " “'b o ‘:};“-‘.‘. :

1 2 -

e ;
Kumar et al: Rﬂhhms Basn: Pﬂtholngy, Se,
Copyright © 2013 by Saunders, an imprint of Elsevier Inc.

Small cell carcinoma with small deeply basophilic cells and areas of necrosis (top left). Note
basophilic staining of vascular walls due to encrustation by DNA from necrotic tumor cells
(Azzopardi effect). The cells contain dense neurosecretory granules (vesicles containing
neuroendocrine hormones) which give this tumor an endocrine/varaneobnlastic svndrome


http://en.wikipedia.org/wiki/Vesicle_(biology)
http://en.wikipedia.org/wiki/Neuroendocrine
http://en.wikipedia.org/wiki/Hormone

ANOZOIZTOXHMEIA
KOINOI AIANQ2TIKOI AEIKTEZ
> UUTTAOKOL KUTOKEPATIVNG
Neupoevdokpvikol SELKTEC:
- NSE (neuron specific enolase)
- CD56
Xpwpoypavivn
Yuvarnrtoduoivn
Oupeoeldlkoc petaypadikoc mapaywv (TTF-1)

MopLo mpookOAANoNG Twv VELPLKWYV KuttapwVv (NCAM)



ALK fusion  PIK3CA

AAENOKAPKINQMA
— ROS fusion

MOPIAKOI YNOTYNOI BRAF
MEK1 PDGFR amp
HER2 KRAS
EGFR

|

« Mutations associated with drug sensitivity
G719X, exon 19 del, L858R, LB61Q

« Mutations associated with primary drug resistance
exon 20 dup

« Mutations associated with secondary drug resistance
L7475, D761Y, T854A, T790M
MET amplification

Unknown

source: Longo DL, Fauci AS, Kasper DL, Hauser 5L, Jameson JL, Loscalzo J;
Harrison'’s Principles af Internal Medicine, 18th Edition: www.accessmedicine. com

Copyright © The McGraw-Hill Companies, Inc. All rights reserved,
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Stagelll Stage lll Stage IV




Small Cell Lung Cancer: Staging

O Limited disease
B Controversial
Extensive disease

Small cell lung cancer staging
defines “limited” (limited to one hemi-thorax) versus “extensive” disease.

Most patients present with extensive disease (60-70%), and about 30-40% with limited
disease



STAGE &
cancerinthe
rrph nodes
at the top of
the lung

STAGE 3
cancer has
spread into
the chest
wall

Felvis

STAGET!
localised
cAnCer

Left lurg

Liver

STAGE 4.
cancer has

I spread to

another part
of the body




2TAAIOMNOIHZH KAPKINOY NMNEYMONA

Tl

Non Small Cell Lung Cancer

12

(NSCLC)

T3
=7 cm *

T4

Tumor s1ze | <3 ¢m 3-7 cm . ‘
Invasion
(T2a 3-3 cm;, T2b 5-7 cm) | Atelectasis (whole lung) o :
. . mediastinal organs/
Atelectazis Invaszion: Pheric nerve, =
(part oflung) diaphragm, chest wall 1-’81“?6])1 ﬂl bodies
s _1____._‘ al mediastinal pleura, main carina /tumor
ookl = | canna, panietal pericard o3 .
= 2cm from carina ! ! ipsilateral lobe
B *
Lymph 5 : : :
node : : = :

NO

No lymph nodes

mvolvement

NI

Ipsilateral
bronchopulmunary/
hilar

N2

Ipsilateral
mediastinal/

aubcarinal

N3

Contralateral hilar/
contralateral
mediagtial/
supraclavicular

Metastasis

MO

No metastasis

Ml e

| Bilateral lesions ST

Dhustant metastasis

malignant pleural effusion

© TheBestOncologist.com

2010




Brachiocephal
(innominate) a.

35
l

AZygos V.

14

Ayind

) (aL)

i)

Ligamentum
arteriosum

L. pulmonary a.

Source: Longo DL, Fauci AS, Kasper DL, Hauser 5L, Jameson L, Loscalze J:
Harrison's Principles of Internal Medicine, 18th Edition: www.accessmedicine.com

Copyright & The McGraw-Hill Companies, Inc. All rights reserved.,

Superior Mediastinal Nodes

1. Highest Mediastinal

2. Upper Paratracheal

3. Prevascular and Retrotracheal

4. Lower Paratracheal
(including Azygos NModes)

M2 = single digit, ipsilateral
M3 = single digit, contralateral
or supraclavicular

Aortic Nodes
@ 5. Subaortic (A-P window)
@ 6. Para-aortic (ascending

aorta or phrenic)

Inferior Mediastinal Modes

& 7. Subcarinal
(O 8. Paraesophageal (below carina)

& 9. Pulmonary Ligament

N1 Nodes
) 10. Hilar

@ 11. Interlobar
@ 12. Lobar
O 13. Segmental

D 14. Subsegmental



Median survival by Median survival by

Stage TNM equivalent clinical Stage' (months)  Pathologic Slagl::
[A Tla-1bNOMO 60 119
1B T2aNOMO 43 81
1A Tla-2aN1M0O or 34 49
T2bNOMO
1B TZbNIMO or I8 31
TINOMO
HTA T3INIMO or Tla- 14 22
INZMO or T4NO-
1MO
1B T4N2MO or Tla- 10 13
4NIMO
v Any T Any N Mla- 6 I
Ib
1. Clinical stage- The stage as defined by imaging, history and physical examination, before surgery
2. Pathologic stage- The stage as defined by the pathologist after surgery
3,

Stage IV- These are patients with stage IV disease taken to the operating room for curative
intention surgery. Usually, they have an isolated brain or adrenal metastasis. They are a very
highly selected group of patiemts, which is why survival is so high.




Table 3

Treatment outcomes for small cell and non-small cell lung cancer

Stage Tregzirnent Median Long-terrn

sUrL Lad surisal ®
frnonths ) [ ]

Mon-small cell lung cancer

IT1at chemaotherapy/surgery 2 30

1B+ chermaotherapy/radiotherapy  12-18 10

I chernotherapy 10 = 5
Srmall cell lung cancer

Lirnted chermotherapy/fradiotherapy  18-24 20-25

Extensive chemoaotherapy 10-17 5

* percentage of patients still alive 3 to 5 years after diagnosis
T involved ipsilateral mediastinal lvriph nodes
* involved contralateral mediastinal lvmph nodes




KAINIKEZ EKAHAQZEIZ

NMPQOTOMNAO®HZ2 BAABH

TONIKH EZANAQ2zH

AIHOHZH 'H ANO®PA=H lNEITONIKQN OPTANQN
METAZTAZEI2

NMAPANEONAAZMATIKA 2ZYNAPOMA

TYMNIKOZ AZOENH2

- VUV N TEWC Kamviotnc 60-70 etwv, XAl



KAINIKEZ EKAHAQZEIZ

Brixos 8-75
AntwAela fapouc 0-68
Avornvola 3-60
OWPOKLKOV AAYOC 20-49
Alporntuon 6-35
OoTIKA AAyn 6-25 %
MAnktpodakTuAia 0-20
Mupetoc 0-20
Abduvaptia 0-10
2UVOPOLO KATW KOLANG 0-2
Avodayia 0-2

2UPLYHOC 0-2



KAINIKEZ EKAHAQZEIZ

Kevtpikn evooBpoyxikn Brxag, atpontuon,duomvola, CUPLYUOC
MNepldepikn: TAEUPEC, TOLXWHQL, AAyoc, SuoTvola, ELKWV OTTOOTHUOTOC
KOLAOTNG

ToTkn €MEKTAON Antodpaén tpaxeiag, Svodayia

Bpayxoc (maAivépopo AapuyyLko v.)

AvOopwon nuidladpdypatog — ppevIKo
Y

Y. Horner (oupma®ntikn mpooBoAn)
AAyog, duonvola (MAgupitikr) culoyn)
2Uv6popo Pancoast (avw AoBog)
2UVOPOUO AVW KOIANG

AppuBuia, KA (mepkapdio, kapdia)
Yrioaupia, Suomvola -AspudayyeLakn mp

EvSomveupovIKA EMEKTOON Yrio€atpia, Suomvola, mTueAQ,



KAINIKEZ EKAHAQZEIZ METAZTAZEQN

EvkEdaiog KepalaAyla, vautia, EQETOC
Neupoloylka onueia

Oota AAyoc, TaBoAoyLKA KaTAyoT
Jupurnieon vwtLaiov puelou

MuegAOC ooTwWV Kuttapomnevieg , AeukogpuBpofAaoctwon

‘Hrap HriatopeyaAia, alyoc de€lov umtoxovop
Auénon nratikwyv eV LWV

Avopeéia, anwAela fapouc

Ertwvedpidla JTAvLo ETILVEDPPLOLAKT) OLVETIAPKEL



Anatomy of
Horner’s Syndrome|
from CAD
1st Order Neuron
2nd Order Neuron

EvodpOaApoc
Muon
Mtwon BAedapovu (dvw tapoaiog p)
Avidpwoia




OrKOz PANCOAST

The growing tumor can cause
compression of a brachiocephalic
vein, subclavian artery, phrenic
nerve, recurrent laryngeal nerve,
vagus nerve, or, characteristically,
compression of a sympathetic
ganglion resulting in a range of
symptoms known as

Horner's syndrome

Wagus v
Srerrgmalfecli liunk

Fhrees bl plesise

Sybclyetan ey gl wEn

Parunast o S heran i nebepragsh orrers |
@ ELSEVIER., INC. - NETTERIMAGES.COM

Herumeni
T

Tuifiear


http://en.wikipedia.org/wiki/Brachiocephalic_vein
http://en.wikipedia.org/wiki/Brachiocephalic_vein
http://en.wikipedia.org/wiki/Subclavian_artery
http://en.wikipedia.org/wiki/Subclavian_artery
http://en.wikipedia.org/wiki/Phrenic_nerve
http://en.wikipedia.org/wiki/Phrenic_nerve
http://en.wikipedia.org/wiki/Recurrent_laryngeal_nerve
http://en.wikipedia.org/wiki/Vagus_nerve
http://en.wikipedia.org/wiki/Vagus_nerve
http://en.wikipedia.org/wiki/Sympathetic_nervous_system
http://en.wikipedia.org/wiki/Ganglion
http://en.wikipedia.org/wiki/Horner's_syndrome

OIrKO2 PANCOAST

The growing tumor can cause compression of a brachiocephalic vein, subclavian artery, phrenic
nerve, recurrent laryngeal nerve, vagus nerve, or, characteristically, compression of a
sympathetic ganglion resulting in a range of symptoms known as Horner's syndrome

2YXNA:
Kataotpodn 1nc-2nc MAeUpAC
AAYOC KOT LAKOC TOU wAeviou velpou


http://en.wikipedia.org/wiki/Brachiocephalic_vein
http://en.wikipedia.org/wiki/Brachiocephalic_vein
http://en.wikipedia.org/wiki/Subclavian_artery
http://en.wikipedia.org/wiki/Subclavian_artery
http://en.wikipedia.org/wiki/Phrenic_nerve
http://en.wikipedia.org/wiki/Phrenic_nerve
http://en.wikipedia.org/wiki/Recurrent_laryngeal_nerve
http://en.wikipedia.org/wiki/Vagus_nerve
http://en.wikipedia.org/wiki/Vagus_nerve
http://en.wikipedia.org/wiki/Sympathetic_nervous_system
http://en.wikipedia.org/wiki/Ganglion
http://en.wikipedia.org/wiki/Horner%27s_syndrome
http://en.wikipedia.org/wiki/Horner%27s_syndrome

NMAPANEONNAAZMATIKA ZYNAPOMA

[EVIKA CUUTTTWUOTO:TIUPETOC, MElwon AyvwoTn

2B

Mtwon avoolag AyvwoTn

YniepooPfeoTiatpia ‘Extortn PTH i PTH-like, ek mAakwdoug
Yriovatplotpia Antpoodopn €kkplton ADH (apyvivne-

Baoomnpeoivng)  ANP -koAmikoU
vatplodloupntikou memntidiou, SCLC

YriokaAlatpio ‘Extornn €kkpton ACTH, SCLC
MAnktpodakTuAia NSCLC

Yrieptpodikn ooteoapBpomnabeLa NSCLC, 16iwc adevokapKivwpa
Yuvépopo Lambert-Eaton SCLC

TudAwon apdpPAnotpoeldikn SCLC

MNepldepikn veupomabela, moAvpvooitic OAot ol TUToL

EkdUALon eykepaiikol pAolov OAot oL TuTOL



NMAPANEONNAAZMATIKA ZYNAPOMA

EykedahopueAitida, alobntikn VeEUpoTt.
NopeykedaAldikn ekpUALon
EvkedaAitic peTALULOKOU & OTEAEXOUC

Metavaoteutikn BpopBodAepitig
YUvdpopo Trousseux

Alatapaxec mnéng, BpouBwoelc

Mn Boaktnplakn BpouBwtikn (Hopavtikn)
gevookapdLtLc

Awdxutn evdayyelakn nén
Agppatopvooitic
MeAayxpwoTtikn akavlwaon
Nedpwolkd cuvbpopo

Ymepapotovdpitida

SCLC, antireunonal Abs (anti-Hu, ANNA3)
SCLC (anti-Hu, anti-Yo)
SCLC, antireunonal Abs (anti-Hu, ANNA3)
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Slubbing

| Mualth H '
M ape |

] I ubbing
Schamroth's Sign

Clubbing’

Hypertrophic pulmonary osteoarthropathy (or Bamberger-Marie disease)[1] is a medical
condition combining clubbing and periostitis of the long bones of the upper and lower
extremities. Distal expansion of the long bones as well as painful, swollen joints and synovial
villous proliferation are often seen



http://en.wikipedia.org/wiki/Nail_clubbing
http://en.wikipedia.org/wiki/Periostitis

2U0vdépopo Lambert-Eaton

It is the result of an autoimmune reaction, where antibodies are formed against presynaptic
voltage-gated calcium channels (P/Q-type) in the neuromuscular junction

On neurological examination, the

Ty weakness demonstrated with normal
testing of power is often less severe than
would be expected on the basis of the
symptoms.

Strength improves further with repeated
testing, e.g. improvement of power on

"~, _ repeated hand grip (a phenomenon known
ik = f," & as "Lambert's sign").
i ‘ r‘ At rest, reflexes are typically reduced;
s with muscle use, reflex strength

._. § 5 «w jncreases. This is a characteristic feature of
i i : j'""

- \ m LEMS.

§:..::".’;;"::::"_: o AIATNQZH: HAektpopuoypadnua

' i | AA. Bapeia puaocBévela



http://en.wikipedia.org/wiki/Autoimmune_disease
http://en.wikipedia.org/wiki/Antibody
http://en.wikipedia.org/wiki/Voltage-dependent_calcium_channel
http://en.wikipedia.org/wiki/Neuromuscular_junction
http://en.wikipedia.org/wiki/Neurological_examination
http://en.wikipedia.org/wiki/Reflex

Diagnosis

History and Physical exam

Diagnostic tests
- Chest x-ray
- Biopsy (bronchoscopy, needle biopsy, surgery)

Staging tests
- CT chest/abdomen
- Bone scan

- Bone marrow aspiration
PET scan






Lung Cancer

Lung cancer
Lung tissue

e . Right
e / bronchus

Copyright & 2002 WebMD, Inc. All rights reserved.
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ENAOINNEYMONIKEZ METAZTAZEIZ KAPKINOY NNEYMONO2
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Screening test Ca mveupova

AZADOHZ H AZIA TOY - MOANA WEYAQZ (+)

YO EPEYNA
- AmAn aktwvoypadia Bwpakog

KuttapoAoyLkn MTUEAWV
+ Aovikn Topoypadia xopunAng 6oonc

* AVOOoOXNULKN ovAAUGCH TITUEAOU UE LOVOKAWVLKA
QVTLOWLOTOL, AVOLYVWPLON YEVETLKWV

netaAAdéewv,avwpoAia oto peBuAopo tou

14 14 4 14
n“IA VP aS AW aaVWewoaVPledaBd B FaaAU N ad o VEaE ] Nl)(‘f‘ [ N aVWalSlWNa B Ve af ol N)lf\l\lf‘f‘



APPROACH TO SoOLITARY PuLmonARY NODULE

New nodule identified on
standard CT scanning

Benign calcification pattern

on CT or stability for 2 yr
on archival filrgs/

[

Does probability of cancer

warrant further
investigatinng/

Low probability of
cancer

Serial high-resalution CT
3, 6,12, and 24 mo

Megative
tests

Moderate probability of
cancer (10-60%)

:

Additional testing

* PET if nodule = 1 cm in diameter

« Contrast-enhanced CT, depending
on institutional expertise

= Transthoracic fine-needle aspiration
biopsy if nodule is peripherally
located

* Bronchoscopy if air-bronchus
sign present

Yes =| Mo further testing
N Risk factor
= surgery
Mo
¥
Video-assisted thoracoscopic
. surgery; examination of
— P?::t:e mediastinal lymph nodes and

Source: Longo DL, Fauci AS, Kasper DL, Hauser S0, Jamesan L, Loscalzo 1:
Harrison's Principles of Internal Madicine, 18th Edition: www.accessmedicine,com

Copyright & The MoGraw-Hill Companies, Inc. Al rights reserved,

frozen section followed by
lobectomy if nodule is malignant




	Slide 1
	ΠΡΩΤΟΠΑΘΕΙΣ ΟΓΚΟΙ
ΤΟΥ ΠΝΕΥΜΟΝΟΣ
	Epidemiology of lung cancer

	Slide 4
	Slide 5
	Slide 6
	Παράγοντες Κινδύνου
	Slide 8
	Slide 9
	Slide 10
	Smoking Facts 
	Slide 12
	Slide 13
	Slide 14
	Slide 15
	Slide 16
	Slide 17
	Slide 18
	Slide 19
	Slide 20
	Slide 21
	Slide 22
	Slide 23
	Slide 24
	Slide 25
	Slide 26
	Slide 27
	ΙΣΤΟΛΟΓΙΚΗ ΤΑΞΙΝΟΜΗΣΗ 
ΚΑΚΟΗΘΩΝ ΕΠΙΘΗΛΙΑΚΩΝ ΟΓΚΩΝ ΤΟΥ ΠΝΕΥΜΟΝΟΣ
	Slide 29
	Slide 30
	Slide 31
	Slide 32
	Slide 33
	Slide 34
	Slide 35
	Slide 36
	Slide 37
	Καρκίνωμα από μεγάλα κύτταρα
	Slide 39
	ΑΝΟΣΟΪΣΤΟΧΗΜΕΙΑ
ΚΟΙΝΟΙ  ΔΙΑΓΝΩΣΤΙΚΟΙ ΔΕΙΚΤΕΣ 
	Slide 41
	Slide 42
	Slide 43
	Slide 44
	Slide 45
	Slide 46
	Slide 47
	Slide 48
	Slide 49
	ΚΛΙΝΙΚΕΣ ΕΚΔΗΛΩΣΕΙΣ
	ΚΛΙΝΙΚΕΣ ΕΚΔΗΛΩΣΕΙΣ
	ΚΛΙΝΙΚΕΣ ΕΚΔΗΛΩΣΕΙΣ
	ΚΛΙΝΙΚΕΣ ΕΚΔΗΛΩΣΕΙΣ ΜΕΤΑΣΤΑΣΕΩΝ
	Horner’s syndrome
	Slide 55
	ΟΓΚΟΣ PANCOAST
	ΠΑΡΑΝΕΟΠΛΑΣΜΑΤΙΚΑ ΣΥΝΔΡΟΜΑ
	ΠΑΡΑΝΕΟΠΛΑΣΜΑΤΙΚΑ ΣΥΝΔΡΟΜΑ
	Slide 59
	Slide 60
	Diagnosis
	Slide 62
	Slide 63
	Slide 64
	Slide 65
	Slide 66
	Slide 67
	Slide 68

