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.GLOBOCAN
estimated 18.1 million new cases
of cancer and

9.6 million deaths from cancer in
2018"
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Global cancer statistics 2018: GLOBOCAN estimates of incidence and
mortality worldwide for 36 cancers in 185 countries

Global Maps
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Global cancer statistics 2018: GLOBOCAN estimates of incidence and
mortality worldwide for 36 cancers in 185 countries

Global Map Presenting the National Ranking of Cancer as a Cause of Death
at Ages Below 70 Years in 2015
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Figure 2. (A) Scatter plot (with Spearman’s p coefficient and P-value)

showing mortality and incidence: (A) for all cancers; (B) for breast cancer.



Preoperativ (kezelés elotti) diagnozis

+ Tiinetek

- Labor: We, Hb-Htcr,
vérkép, majfunkcids
probdk, CEA, PSA,
egyéb tumor markerek
- Keépalkotok:rtg,izotop,
UH, CT, MRI, PET....

» Endoscopia:laryngo-,
gastro-, colono-,
Irrigo-, recto-, cysto-,
mediastino-, pleuro-....

+ Cytologia:

Testlregi folyadék
Exfoliativ (cervix,
bronchus)
Aspirdcios (felszines
és mély elvdltozasok)

» Core biopszia: eml|o,

mdj, prostata, vese,...

» Endoscopos biopszia
-+ Sebészi biopszia



Klinikai tinetek

» A tumor lokalizdacidjatdl, méretétél,
kiterjedésétadl filiggenek

+ Altaldnos paraneoplasids tiinetek

- Laz

= éjszakai izzadds

- Etvdgy csékkenése

- Fogyas



Paraneoplasids tiinetek 1.

. BOR tiinetek

- Viszketés (hypereosinophilia: leukaemia, lymphoma)
- Elpirulds (.flush"): vasoaktiv peptid (pl. prostaglandin) termeld
Tumor
- Pigmentdlt borléziok, keratézisok
* Acanthosis nigricans (GI carcinoma)
* Generalizdlt dermdlis melanosis (lymphoma, melanoma, HCC)

- Bowen kor (tiidé-, GI-, GU carcinoma)
* Multiplex seborrheds keratézis - Léser-Trélat szindréma (6I carcinoma)

- Herpes zoster

Shingles

FADAM.




Paraneoplasids tiinetek 2.

ENDOCRIN tiinetek

Cushing szindroma (tidé kissejtes carcinoma - SCLC)
Viz-elektrolit haztartas zavarai
* Hyponatraemia (SCLC, NSCLC) - vasopressin és parathormon-szer( hormon

Hypoglycaemia (pancreas szigetsejtes tumor, nagy
retroperitonedlis tumorok)

Refrakter hyperglycaemia (glucagon termelo pancreas tumor)
Hypertonia (adrenalin, noradrenalin, ACTH termel6 tumorok)

Egyéb ectopids hormontermelés
* Parathormon-related peptid (tiidd-, fej-nyak lapmdm carcinoma, hidgyhdlyagrdk)
* Calcitonin (emlérdk, SCLC, pajzsmirigy medullaris carcinoma)
» Thyroidea-stimuldlé hormon (gestatios choriocarcinoma)



Paraneoplasids tiinetek 3.

* GASTROINTESTINALIS tiinetek

- Vizes hasmenés, kovetkezményes dehydratio és elektrolitzavar
(prostaglandin, VIP termel6 tumorok)

HAEMATOLOGIATI tiinetek

- Anaemia

- Leukocytosis

- Thrombocytosis

- Eosinophilia

- Basophilia

- DIC

- Immun thrombocytopenia
- Erythrocytosis

VESE tiinetek

- Membranosus glomerulonephritis (vastagbél- és ovarium carcinoma,
lymphoma)



Paraneoplasids tiinetek 4.

IDEGRENDSZERI tiinetek

Periférids neuropathia (leggyakoribb neuroldgiai paraneoplasids
tinet)

Subacut sensoros neuropathia (tiidérdk)

Guillain-Barré szindroma (Hodgkin lymphoma)

Eaton-Lambert szindréma (myasthenia-szerd betegség) (SCLC)
Subacut cerebellaris degeneratio (emlé-, petefészek rdk)
Opsoclonus (spontdn kaotikus szemmozgasok) (neuroblastoma)
Subacut motoneuronopathia (Hodgkin- és non-Hodgkin lymphoma)
Subacut necrotisalo myelopathia

Encephalitis (SCLC)



Paraneoplasids tiinetek 5.

REUMATOLOGIAT tiinetek

- Arthropathidk (rheumds polyarthritis, polymyalgia) vagy Systemads
sclerosis (haematologiai betegségek, colon-, pancreas-,
prostatardk. Systemds sclerosis vagy SLE tiidé- és négyogydszati
rdk eseteiben fordul eld)

- Hypertrophids osteoarthropathia (tiidé laphamrak)
- Szekunder amyloidosis (myeloma, veserdk)
- Dermatomyositis



e vm s Paraneoplasias tiinetek

Tudorak

Hypercalcemia (laphamrdkhoz tdrsul)

Kéros ADH szekrécio (féleg SCLC-hoz tdrsul)

Dobverdujj (hypertophids osteoarthropathidval™ vagy anélkiil)

Thrombophlebitis migrans (Trousseau syndrome)

Myasthenia-szer( tiinetek (Eaton-Lambert szindroma)

Cushing szindréoma

Egyéb neuroldgiai szindromak
Neuropathidk, encephalopathidk, encephalitisek, myelopathidk,
kisagyi tiinetek. Neuromuscularis szindromak.

*dobveréujj, synovitis, periostitis
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Paraneoplasids tiinetek

Veserak

A betegek 20% -dban jelentkezik

Polycythemia (fokozott erythropoietin aktivitds)
Anaemia
Hypercalcemia
Thrombocytosis
Cachexia

Szekunder amyloidosis
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Paraneoplasids tiinetek

Pancreas rak

Cachexia
Trousseau tunet
Acanthosis nigricans

Paraneoplasias pemphigus és egyéb bértiinetek
Kéros ADH secretio

© 1996, Dermatology, University of lowa




Tumor markerek

CEA

CA125

HE4

CA15-3

CA 27.29
CA19-9
Calcitonin
Chromogranin A
AFP

PSA

B-HCG

ACTH

CYFRA 21.1
Immunoglobulin

Colon (de mas tumorok is)
Ovarium

Ovarium

Eml6, ovarium, pancreas
Emlo

Pancreas, epeut, gyomor
Medullaris pajzsmirigy rdk
Neuroendocrin tumorok
Méjrak, csirasejtes tumorok
Prostata rak
Choriocarcinoma

Kissejtes tiidordk

Nem kissejtes tiidordk
Myeloma multiplex
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Aspiradcios cytoldgia

Core biopszia




FONTOS

lizenet azok szamara, akik klinikusok lesznek

+ A lényeges klinikai adatokat a
patoldgussal kozolni kell a mintdkat
kisérd kérdlapokon!



A mintak feldolgozdsa

Vizsgdlati anyagok el6készitése

.. Specimen Material
i Anyag =P Specimen =P Supplies
- Szamozasa Tissue Material =P Bio Waste
kﬁ =P Slides
A
megmaradt A
anyagot metszeteket
tdroljuk a lefedik
lelet
kiaddsdig

Sziikség
esetén
mds
intézetbe ——
kiildik I

Mrike:

https://www.medlabmag.com/article/1436



https://www.leicabiosystems.com/knowledge-pathway/an-introduction-to-specimen-preparation/
https://onkol.hu/wp-content/uploads/2019/10/03_Daganatok-sz%C3%B6vettani-%C3%A9s-molekul%C3%A1ris-patol%C3%B3giai-diagnosztik%C3%A1ja.pdf
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TISSUE OF ORIGIN

I. Composed of One Parenchymal Cell Type
A. Mesenchymal tumors
1. Connective tissue and derivatives

2. Endothelial and related tissues
Bloed vessels
Lymph vessels
Synovium
Mesothelium
Brain coverings

3. Blood cells and related cells
Hematopoietic cells
Lymphoid tissue

4. Muscle
Smooth
Striated

B. Epithelial tumors
1. Stratified squamous

2. Basal cells of skin or adnexa
3. Epithelial lining
Glands or ducts

. Respiratory passages

. Neuroectoderm

. Renal epithelium

. Liver cells

- Urinary tract epithelium (transitional)
. Placental epithelium (trophoblast)

. Testicular epithelium (germ cells)

Il. More Than One Neoplastic Cell Type —
Mixed Tumors
1. Salivary glands

2. Breast
3. Renal anlage

lll. More Than One Neoplastic Cell Type
Derived From More Than One Germ Layer
~—Teratogenous

1. Totipotential cells in gonads or in em-
bryonic rests

Fibroma
Lipoma
Chondroma
Osteoma

Hemangioma
Lymphangioma

Meningioma

Leiomyoma
Rhabdomyoma

Squamous cell papilloma

Adenoma
Papilloma
Cystadenoma

Nevus

Renal tubular adenoma
Liver cell adenoma
Transitional cell papilloma
Hydatidiform mole

Pleomorphic adenoma (mixed
tumor of salivary origin)
Fibroadenoma

Mature teratoma, dermoid cyst

MALIGNANT

Fibrosarcoma
Liposarcoma
Chondrosarcoma
Osteogenic sarcoma

Angiosarcoma
Lymphangiosarcoma
Synovial sarcoma
Mesothelioma
Invasive meningioma

Leukemias
Malignant lymphomas

Leiomyosarcoma
Rhabdomyosarcoma

Squamous cell or epidermoid
carcinoma
Basal cell carcinoma

Adenocarcinoma

Papillary carcinoma
Cystadenocarcinoma
Bronchogenic carcinoma
Bronchial “adenoma’ (carcinoic
Malignant melanoma
Renal cell carcinoma
Hepatocellular carcinoma
Transitional cell carcinoma
Choriocarcinoma
Seminoma

Embryonal carcinoma

Malignant mixed tumor of salivary
gland origin

Malignant cystosarcoma phyllodes

Wilms’ tumor

Immature teratoma, teratocarcinon
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Az osztdlyozasban segithet:

+ Specidlis festések
- Immunhisztokémia

- Molekularis modszerek
- FISH
+ Génamplifikaciok, gén atrendezédések
- Mutdciok azonositasa (szekvenaldas, PCR)



Immunhisztokémiai markerek

I Cytokeratin

Ham, hamtumorok

(kilonbozo CK-k)

(kiilonbozé hamok és hamtumorok)

Epitelidlis Membran Antigén

Ham, hdmtumorok, epithelioid
sarcomadk

Vimentin

Mesenchymalis szovetek/tumorok

Leukocyta Common Antigen (LCA)

Lymphoid szévet/lymphoma

Desmin, Myogenin, Myo-Dl1

Harantcsikolt izom/tumorok

Simaizom actin, Simaizom myosin

Simaizom/tumorok

Synaptophysin, Chromogranin

Neuroendocrin sejtek/tumorok

5100

Melanocytdk/melanoma, Schwann
sejtek/tumorok

HMB45, MelanA, SOX10

Melanocytdk/melanoma

TTF1

Tid6, pajzsmirigy/tumorok




Szerv specifikus antitestek
+ Mammaglobin: EMLO

. HEP-PARL: MAJ
+ Napsyn: TUDO

» Thyreoglobulin: PATZSMIRIGY
+ CDX2: BEL (de enterdlis differencidciét

mutatd tumorokban is pozitiv, pl. ovarium

mucinosus tumoraiban)

+ Uroplakin: HUGY

OLYAG hdm



Sejttipus specifikus markerek

(példak; megfelel6 kontextusban értékelenddk)

+ p63: laphdm sejtek, myoepithelialis
sejtek
* GCDFP-15: apocrin sejtek

» CD10: endometrialis stroma sejtek,
vesetubulus sejtek

* Calretinin: mesothel sejtek
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FISH: génamplifikacio:
HER?2



EML4-ALK fudzios gén
Tido6 adenocarcinoma sejtekben

Dr. Christine Lovly, Vanderbilt University
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Colorectalis adenocarcinomadk osztalyozdsa
génexpresszids profil és kromoszomadlis eltérések alapjan:
Consensus Molecular Subtypes

Genomic  Epigenomic  Transcriptomic pathways
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Figure 1| Schematic representation of CRC subtypes. Microsatellite instability (MSI)is linked to hypermutation,
hypermethylation, immune infiltration, activation of RAS, BRAF mutations, and locations in the proximal colon. Tumours
with chromosomalinstability (CIN) are more heterogeneous at the gene-expression level, showing a spectrum of pathway
activation ranging from epithelial canonical (consensus molecular subtype 2 (CMS2)) to mesenchymal (CMS4). Tumours
with CIN are mainly diagnosed in left colon or rectum, and their microenvironment is either poorly immunogenic or
inflamed, with marked stromal infiltration. A subset of CRC tumours enriched for RAS mutations has strong metabolic
adaptation (CMS3) and intermediate levels of mutation, methylation and copy number events. EGFR, epidermal
growth factor receptor; JAK; Janus kinase; STAT, signal transducer and activator of transcription; TGFp, transforming growth
factor-B; VEGF, vascular endothelial growth factor; VEGFR, VEGF receptor.

Nat Rev Cancer. 2017 Feb;17(2):79-92.
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GRADE - altalaban

A DIFFERENCIACIO mértékét jelzi
Jol differencialt: Grade 1
Kézepesen differencialt: Grade 2
Alacsonyan differencialt: Grade 3







GRADE - specidlis

- Nottingham grade:
- Sejtmag pleiomorphismus
* Tubulus képzés
» Mitosisok szdma

- Gleason grade és score
UJ: ISUP prognosztikai grade csoportok

- Fuhrman grade
- UJ: ISUP grade



Eml6 carcinoma grade

Notti ngham grade

- Tubulus képzés
0-10% 10-70% >70% At

- Sejtmag polymorphismus -~ >
enyhe- kozepes- kifejezett A BN

- Mitosisok szama

,,,,,




PROSTATIC APEN OCARCINOMA
(Histologic Grades)

Epstein
2010






ISUP prostata carcinoma Grade csoportok

Gleason patterns 1-3 | Gleason score <6 Grade group |
distinct, discrete,
individual glands

Gleason score Grade group Il
3+4=7
Gleason pattern 4 Gleason score Grade group Il
fused, cribriform, or 4+3=7
poorly-formed glands, or
glomerularion
Gleason score Grade group IV
4+4=8
3+5=8
5+3=8
Gleason pattern 5 Gleason score Grade group V
comedo necrosis, cords, 4+5=9
sheets, solid nests, single 5+4=9
cells 5+5=10

http://cjcr.amegroups.com/article/view/9260/9985



Vesesejtes carcinoma
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ISUP vesesejtes carcinoma Grade defin
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Grade 1 - nucleolus nincs vagy nagyon kicsi 400x nagy
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Tudo adenocarcinoma

+ ARCHITEKTURALIS GRADE:
....grading according to the single
most predominant pattern appears to
be a simple and sufficient approach. .,

+ GRADE 1 . lepidikus” novekedés
* GRADE 2 acinaris és/vagy papillaris
» GRADE 3 solid és/vagy micropapillaris

Travis et al . Journal of Thoracic Oncology 1243 ® - Volume 10, Number 9, September 2015



i

T

€ 2

p——
K
-

i

S et
~

o

ﬂ
é




T-N-M
Tumor - Node - tavoli Metastasis

A daganat vagy a daganatos betegség
KITERJEDESENEK meghatarozasara
szolgal

T: A primer tumor mérete/kiterjedése
N: Regionalis nyirokcsomé metastasis

M: Tavoli metastasis



TNM Classification of

MALIGNANT
TUMOURS

Eighth Edition

WILEY Blackwell




. (TX) TO, Tis, T1, T2, T3, T4
+ (NX) NO, N1, N2, N3
+ (MX) MO, M1

*+ ¢ TNM: klinikai

» pTNM: patoldgiai

* rTNM: recidiv fumor

- aTNM: autopsia

» y TNM: primer onkoterdpia utan
* (m): multiplex primer tumor
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Tand N

HaD T1 Submucosal
T1 intrgmucosal v T /! Basement membrane
) 3 $ Lamina propria

_~—Musculans mucosa

. & / Submucosa

- Muscularis
propria

—
B A Periesophageal
X / tissue

Nyel6csé rak
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Tis: Carcinoma in situ

Carcinoma a hamra korlatozodik. A
basalis membradn ép

* Cytologiailag malignus
- Nem infiltral
- Nem ad metastasist

SZURES jelentdsége: cervix uteri,
emlo, colon, bor, prostata, gyomor
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Vena cava - JK -  Vena pulmonalis - BK -

Venaportde  pteria pulmonalis Nagyvérkari arteridk

& . Stage IV Lung cancer has spread
Metastac on 9 E to other parts of the
cancer to Ii [ , body:
~ - Brain

Lymph nodes

Tumor in both
lungs

To other parts

of the body Adrenal gland
Kidney
Liver
74 Bone

Primary
colon cancer
in cecum




Paraneoplasticus szindromak

Tumor
\ o L4 V4 °
Benignus  Malignus Terjedés modja:
/ \ /Vér'c'lr'am
Primer Mésodlagos ~ Nyirokutak — Gyakori lokalizdcio
RN \\:Savés hartydk / J \\
Localis invasio Regionalis Cerebrospinalis
Térfoglalds  nyirokcsomdk Csont Agy Tidé Maj
)
Emlo
Pajzsmirigy
Tiido
Prosztata

Vese



AGYI METASTASIS

! TUDO -és
EMLO CARCINOMA
MALIGNUS MELANOMA




CSONT METASTASIS

TUDO -

EMLO -
PATZSMIRIGY -
PROSTATA -
VESESEJTES CA.

Megj.: a prostata carcinoma a Batson véndkon at ad
csigolyadttétet



MAJ METASTASIS

6ASTROINTESTINALIS -
TUDO -

EMLO CARCINOMA
MELANOMA

NEUROBLASTOMA

STB.



TUDO METASTASIS

[EMLO -
By e WA J -
B\ » & : o VESE -
S B RECTUM CARCINOMA

CSIRASEJTES TUMOROK

LAGYRESZ SARCOMAK

OSTEOSARCOMA



Agyi metastasis

3222/05 1

Mellékvesekéreg metastasis




ID: : <S$.P.>18.08~03
SOTE I. SZ. BELKLINIKA 11:42:17
—_———————eee—

L?7.50
17HZ

32.8MM 28 .5SMM







STAGE

ALTALABAN: I - IT - IIT - IV
STAGE O in situ carcinoma

STAGE IV tavoli attet



TNM STAGING OF LUNG CANCER

ateral)

(& -

2017-ben VALTOZOTTII

Stage IA T1 NO MO Stage IlIA T1a-c, T2a,b N2 MO
Stage |1A1 T1mi,T1a NO MO T3 N1
T4 NO,N1 MO

Stage IA2  T1b NO MO
Stage IA3  T1ce NO MO Stage llIB T1a-c, T2a,b N3 MO
Stage 1B T2a0 NO MO T3, T4 N2 MO
Stage IIA T2b e NO MO
Stage IIB T1a-c, T2a,b N1 MO Stage llIC T3, T4 N3 MO

T3 NO MO Stage IV Any T Any N M1

Stage IVA  Any T Any N eM1a,b
Stage VB  Any T Any N OM1c
M1 : Present .

Separate metastatic tumor nodule(s) in Chest wall **/ | Mediastinum/

the ipsilateral nonprimary-tumor lobe(s)| | surrounded by diaphragm/ | trachea/heart/ | o | ocal

of the lung also are classified M1 '“"g&;m' Vigoersl incre ::udlr:ywp:::ohl mmw Invasion

Tis : Carcinoma in situ pem Vc:f:::ﬂ Hheew

Staging is not relevant for e Malignant

Occult Carcinoma ( Tx, NO,M0) g plouralipert-

* Including direct extension to ) &? Exl%n':g:i:l msm satelte umor | d. Other

(&: and){/: or)(&: and/or) e labe of e kg




COLORECTALIS CARCINOMA
- DUKES A, B, C
- MODIFIED ASTLER-COLLER (MAC) A, B, C, D

- Kikuchi: korai sessilis daganatok esetében a submucosa
infiltracié szintjei: SM1, SM2, SM3

- Haggitt: korai polipoid carcinomak esetén a nyélinfiltracio
szintjei: 0,1,2,3,4




normal

ASTLER-COLLER-Staging System

for Colorectal Cancer

crypt
mucosa

muscularis
mucosae

submucosa

muscularis

propria
Astler—Caoller T LICC

- Te Moty 0
A T Mgy l.
B, TzloMg

B TaMahg 1.
By* Talghly

G T ol oM .
':2 T:,N1.2|"."|.;.

Ca* TalMyzMg

u] T ol M I,

Korai carcinomak:

= Submucosa
‘tim'\ﬁ *“’1@7&-

_.S!,

Level 1:

Level 3: Level 4:

invasion of the invasion extending invasion into any invasion beyond the
submucosa but into the neck of part of the stalk stalk but above the
limited to the head  polyp muscularis propria
of the polyp

Haggitt szintek



Mandard et al. (15)

1. Complete regression (= fibrosis
without detectable tissue of tumor)

2. Fibrosis with scattered tumor
cells

3. Fibrosis and tumor cells with
preponderance of fibrosis

4, Fibrosis and tumor cells with
preponderance of tumor cells

5. Tissue of tumor without changes
of rearession

Becker et al. (12)

1a. No residual tumor/tumor
bed + chemotherapy effect

1b. <10% Residual tumor/tumor
bed + chemotherapy effect

2. 10-50% Residual tumor/tumor
bed + chemotherapy effect

3. >50% Residual tumor/tumor
bed + chemotherapy effect

Dworak et al. (14)

0. No regression

1. Predominantly tumor with significant fibrosis
and/or vasculopathy

2. Predominantly fibrosis with scattered tumor
cells (slightly recognizable histologically)

3. Only scattered tumor cells in the space of
fibrosis with/without acellular mucin

4. No vital tumor cells detectable

GASTROINTESTINALIS DAGANATOK

Rodel et al. (17)

0. No regression

1. Regression of <25%
of tumor mass

2. Regression of
25-50% tumor mass

3. Regression of >50%
tumor mass

4. Complete regressior

TUMOR REGRESSZIO

MEGITELESE

SEBESZI KEZELEST

MEGELOZO

ONKOLOGIAL

KEZELES UTAN

EMLORAK

Table 3: Recommended classification of response to chemotherapy

Tumour response

1. Complete pathological response, either (i) no residual carcinoma or (i) no residual invasive

tumour but DCIS present.

2. Partial response to therapy, either (i) minimal residual disease/near total effect (e.g. < 10%
of tumour remaining) or (ii) evidence of response to therapy but with 10-50% of tumour
remaining or (jii) > 50% of tumour cellularity remains evident, when compared with the
previous core biopsy sample, although some features of response to therapy present. Points
(i) and (iii) are somewhat subjective, especially when the core biopsy cannot be reviewed.

3. No evidence of response to therapy.

Nodal response

—-

Fal o

No evidence of metastatic disease and no evidence of changes in the lymph nodes.
Metastatic tumour not detected but evidence of response/down-staging, e.g. fibrosis.
Metastatic disease present but also evidence of response, such as nodal fibrosis.

Metastatic disease present with no evidence of response to therapy.




T kategériGk MELANOMA MALIGNUM ESETEN (TNM 8)

Tis. In situ melanoma az epidermisben.

T1la Invaziv melanoma <0.8mm

T1b Invaziv melanoma >0.8mm -1mm

T2a. Invaziv melanoma >1.0-2.0 mm vastagsdgu, kifekélyesedés nélkiil.
T2b. Invaziv melanoma >1.0-2.0 mm vastagsdgu, kifekélyesedéssel.
T3a. Invaziv melanoma >2.0-4.0 mm vastagsdgu, kifekélyesedés nélkiil.
T3b. Invaziv melanoma >2.0-4.0 mm vastagsdgu, kifekélyesedéssel.
T4a. >4.0 mm invaziv melanoma kifekélyesedés nélkiil.

T4b. >4.0 mm invaziv melanoma kifekélyesedéssel.



COLORECTALIS CARCINOMA
- DUKES A, B, C
- MODIFIED ASTLER-COLLER (MAC) A, B, C, D

- Kikuchi: korai sessilis daganatok esetében a submucosa
infiltracié szintjei: SM1, SM2, SM3

- Haggitt: korai polipoid carcinomdk esetén a nyélinfiltracio
szintjei: 0,1,2,3,4

MALIGNUS MELANOMA
- CLARK I, IT, IIT, IV, V.
- BRESLOW: mm-ben mért vastagsdg
In situ (non-invasive) melanoma (csak epidermisben)
Vékony melanoma: <1.0 mm
Intermedier melanoma: 1.0-4.0 mm.
Vastag melanoma: >4.0 mm.
GYNECOLOGIATI MALIGNUS TUMOROK
- FIGO
MALIGNUS LYMPHOMA

- Ann-Arbor




TNM 8th edition

« A recent consensus conference in Lugano suggested a more simplified system
putting together stage | and Il as Limited Stage and stage Ill and IV as
Advanced Stage lymphoma.

Limited Stage

« Stage |

e Stage ll

« Bulky Stage |1
Advanced Stage

« Stage Il

« Stage IV

Cheson BD, Fisher RI, Barrington SF, et al. Recommendations for initial
evaluation, staging, and response assessment of Hodgkin and non-Hodgkin
lymphoma: the Lugano classification. J Clin Oncol. 2014;32: 3059-3068



Prognosis
- TULELES
- overall survival (0S) TELJES TULELES

- disease free survival (DFS)
BETEGSEGMENTES TULELES

. ELETMINOSEG

Quality of Life: A multidimensional
construct encompassing complete
information on the impact of disease

or its treatment on a patient’s usual or
expected physical, psychological, and
social well-being




A prognosist befolydsolja:

- Nem
+ Kor

» Tumor tipus - grade - méret - stage
* Tumor elhelyezkedése
+ Genetikai profil, molekuldris eltérések

* Intratumordlis lymphoid sejtes infiltracio -
a szervezet immunreakcidjat tikrozi

+ Terdpia, beleértve a célzott, egyénre
szabott terdpids lehetdségeket



ontiaten |l
::JL‘.A_JJ‘.‘;' 1

\\/

Stroma=poor

tumors

™t

JJIJ’ entiating
Undiff: bi,mw\,n.‘,.u;_
MK Mitosis uwr‘jurm hexis i

m el
£) <

¥
. 3

,‘ ‘. (Vo) | P "N_,_ 4
Shimada et. al. JNCI, 73:405-4 'JJ, 198

Diagnostic histopathology of tumors. Ed. Ch.D. Fletcher 2nd Edition. Churchill Livingstone. 2000




GENOTYPE PHENOTYPE CLINICAL

GROUP 1 REGRESSING
PY poorly diff. or
differentiating age < 1 year
@ calcification /+/ stages 1,2,3,4s
(>50% of cases) PFS ~96%
an ® MKIlow
numerical e
changes
GROUPS 2/3 PROGRESSING

median age 4.0 yrs
stages 4,3,2

PFS ~20%

median PFS 28 mths

various unbalanced
D\ translocations of 17q
) oriso 17q

+17q O)

-11 q,'3p7'4pr+7q
+accumulates

2n/4n numerous

- acquires others
\ 1p V
unbalanced
t(1,17)

poorly diff.
calcification /+/
(<50% of cases)
MKI low or
intermediate

CD44 + 6 median age 1.8 yrs
stages 4,3
PFS ~20%
median PFS 14 mths

+17q
..1p

-11q
+acquires
others
i
acquires
MYCN amp' RAPIDLY
GROUP PROGRESSING
° Poo!'ly diff. or edian 2012 T s
calcification /- / stages 4,3
¢ (~90% of cases) PFS ~20%
@ MKiI low or high median PFS 9 mths
® CD44-

AU S AL ROl JOURNAL OF CLINICAL ONCOLOGY Lastowska M et al. JCO 2001;19:3080-3090




Salgado R et al. Annals of Oncology 26: 259-271, 2015

Step 1: Select tumor area

Magas TIL arany

HER?2 pozitiv
Tripla negativ
emlécarcinomdban
prediktiv

a neoadjuvdns

8 e kezelés

o hatékonysdgara




KEZELES

+ Sebészi: kurativ vagy palliativ

» Irradidcio: pre- vagy postoperativ vagy
mindketto

- Kemoterapia: pre- vagy postoperativ vagy
mindketto

» Endocrin (hormon) terapia
* Molekularisan célzott terapia
» Immunterapia



IMMUNTERAPIA

Dendritic cel
(APC)

Healthy cells
use checkpoint
pathways to turn
off an immune
reaction

Tumor cells copy
these same signals
to escape immune
detection and
destruction

- Exhausted
Exhausted & T cell

T cell

Immun checkpoint gatlé gydgyszerek: PD-1, PDL-1, CTLA-4 gatlds



CELZOTT KEZELES

A daganat molekuldris genetikai
jellegzetessegeinek meghatdrozasa

!

Kezelés megfelelden célzott szerekkel

(antitest, tirozin-kindz blokkolds, onkogén
mutdaciok/ jelatvitel gatlasa)

!

Jobb hatékonysdg, kevesebb mellékhatds

Példdk: colon-,emlé- és 1iid6 carcinoma, gastrointestinalis stromalis
tumor, chronicus myeloid leukaemia, melanoma malignum



PREVENCIO
KORATI FELISMERES

Nagyon fontos!!



A daganatos betegségek gydgyitasa

-

MULTIDISCIPLINARIS SZEMLELETET KOVETEL




