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Riskiniz nedir?

Sizde daha 6nce KRK veya adenomatoz polip saptandi mi?

Sizde IBH var mi?

Cocukluk déneminde abdominal radyoterapi gordiintiz mi?

Aile Gyelerinizde KRK veya adenomat6z polip saptandi mi?

Yakinlik kaginci derece idi? Tani yasi kagti?

KRK sikligi yas ile artmaktadir
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Bati ile Dogu arasindaki fark

Dinyadaki en sik goriilen 3. kanserdir.

insidans

Batida 30-50 / 100.000 (ancak azaliyor!)
Afrika-Orta Dogu 3-11 / 100.000 (artiyor)°

Neden doguda daha az?

-Populasyon geng...

-Meyve-sebze-tahil tiketimi fazla...
-Hayat tarzi degisiklikleri...

400 R. Malekzadeh, E. Bishehsari, and M. Mahdavinia

350 4 N Yas dagilimi
/ Batida
300 %90 > 55 yas

%2-8 < 40 yas
250 4
Doguda

%23 <40 yas !!!

Misirda geng olgular %36 !!!
Genetik predispozisyon?
Yaslilara tani konamiyor??
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Kanser ve polip lokasyonu
0 T T T T T Batida sol kolon fazla!
0-14 15-24 25-34 35-44 45-54 55-64 265 . .
Doguda sag kolon fazla!
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Prevalence
with age

of adenomatous colonic polyps increases
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Adenomatous colonic polyps are found in about 25 percent of
people by the age of 50; the prevalence continues to increase
with increasing age.

Data from: Williams AR, Balasooriva BA, Day DW, Gut 1982; 123:835.




Observed and expected colorectal cancer incidence in
national polyp study cohort after colonoscopic

polypectomy

NPS expected
(Mayo Clinic)

NPS expected
(St. Mark's)

NPS expected
(Seer)

Cumulative incidence, percent

Years followed

Data from Winawer, SJ, Zauber, AG, Ho, MN, et al, N Engl ] Med 1993;
329:1977.

Aile dykusu ve KRK riski

4.5+
4.0+

4.25
3.87
3.5
3.0
2.5 225
2.0
1.5
1.0
1.0
0‘5 —j
0.0 l | l

No FH of 1st degree Relative with  >1 relative
CRC or relative dx CRC <45 with CRC
adenoma with CRC

Lifetime relative risk

Johns LE, Houlston RS. Am J Gastroenterol 2001; 96:2992.




Factors associated with annual new cases of
colorectal cancer

FAP 1%
IBD 1% HNPCC 5%

FH 15%-20%
Aile 6ykisu

Sporadic Sporadik KRK ile

average risk iliskili 189 gen

~75 %
tanimlanmigtir!

Sporadic: men and women age 50 and older with no special risk
factors; IBD: inflammatory bowel disease; FAP: familial adenomatous
polyposis; HNPCC: hereditary nonpolyposis colorectal cancer; FH:
positive family history; %: percent.

Adapted from: Winawer SJ, Schottenfeld D, Flehinger BJ. Colorectal
cancer screening. ] Nat! Cancer Inst 1991 : 83:243,

KRK gelisimi
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Adenoma-Kanser sekansi

10 yil

Adenoma KRK

‘adenocarcinoma

severe
plasia

dysj
(pre-cancerous

adenomatous polyps:

large
small

hyper:
proliferation

Etyolojiden bagimsiz olarak cogu KRK adenomlardan gelisir

Blood
Faeces
Sputum
Cytology
Fresh frozen samples .
FFPE samples Histology
Mutational analysis
Circulating DNA? SECONDARY LOH
miRNAs? PREVENTION Mmsl|
Methylation
miRNAs
Proliferation Senescence
Differentiation Proliferation
Apoptosis Differentiation o WL
Hypoxia Chromosomal instability Adenocarcinoma
Glycolysis Angiogenesis
Invasion

Stroma activation
Fatty acid metabolism

No progression

R e




KRK Evreleri

o Spread to other organs

[ Normal |
Lymph Blood

node G vessel
P Serosa g R

% Muscle
layers

Kolorektal kanser gelisimi icin risk faktorleri

= 50 yas Uzeri herkes risk altindadir

= Kiside veya ailesinde polip veya kolorektal kanser 6ykiisii olmasi
= Kirmizi et ve islenmis etten zengin diyet

= inflamatuar barsak hastaligi (Crohn hastaligi ve ulseratif kolit)

= Genetik (familyal adenomat6z polipozis ve herediter non-polipozis kolon
kanseri, vb)

= Obesite

= Sigara

= Fiziksel inaktivite

= Asiri alkol kullanimi
= Tip 2 diyabet




Kolonun prekanserdz lezyonlar

p—————

Kolonun
prekansertz
lezyonlari
Polipozis \
Sendromlari
N\

Familyal adenomatoz polipozis (FAP)
Herediter non-polipozis kolon kanseri (HNPCC)

Prekanserdz kolon lezyonlari

Polyps Nonpolyps
Pedunculated polyp

o

Elevated nonpolyp
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Polip

= Endoskopide goriilen kabarik lezyonlardir
= Diiz veya deprese de olabilirler

= Hiicre kdkenine gore
= Epitelyal
= Mezensimal
= Hematolenfoid

= Gelistigi yere gore
= Mukoza - Adenomlar, Serrated polipler
= Submukoza
= Muskularis propria

TABLE 1. Epithelial Mucosal Polyps®
Polyp type Premalignant

Adenoma Yes”

Tubular adenoma
Tubulovillous adenoma
Villous adenoma

Serrated
Hyperplastic No®
SSA/P Yes
SSA/P with dysplasia Yes
Traditional serrated adenoma Yes

Syndromes

FAP, Lynch syndrome,
MUTYH polyposis

None
Serrated polyposis,
MUTYH polyposis
None
Unknown

*FAP = familial adenomatous polyposis; SSA/P = sessile serrated adenoma/polyp.

bYes™ applies to all Adenoma subcategories.

‘Lynch syndrome is not a polyposis, but adenoma is the precursor lesion.
SMUTYH polyposis is an autosomal recessive form of familial adenomatous polyposis.

“Patients with serrated polyposis often have hyperplastic polyps as part of the mix.




Kolorektal polipler

* Normal gérinimli kolon
mukozasindan lzerindeki
¢ikinti tarzindaki yapilardir

* Kolonoskopi veya diger
goriintlileme yontemleri ile

saptanirlar

Kolorektal poliplerin siniflandirilmasi

Histolojik siniflandirma Polip tipi Malign potansiyel

Non-neoplastik Hiperplastik

Hamartomat6z
(Juvenil, Peutz-Jeghers)

Lenfoid

Inflamatuar

Hayir

Tubuler adenoma
(0-25% villéz doku)

Tubulovilléz adenoma
(25-75% villoz doku)

Villdz adenoma
(75-100% villéz doku)

Neoplastik (adenoma)

Evet
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Hiperplastik polipler

* Cogu non-neoplastiktir

* Prevalans %20-34 (otopsi ve tarama
kolonoskopisi calismalari)

Cogunlukla distal kolon ve rektumda

bulunurlar

Genellikle kiigtktirler (<0.5cm)

Adenomlar

= Kolorektal poliplerin %70’ ini olusturur

= Yas ile artar (50 yasta %33 ve 70 yasta %50)
* %70 sol kolondadirlar

= %70 soliter, %30 senkron

= %70 kicglktiarler (<1cm)

= Siddetli displazi %7, invaziv kanser %3-5
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Adenomlar

= Displastik kriptlerden olusan neoplastik lezyonlardir
= Tubuler (<1/3 villoz yapi igerir)
= Tubulovilloz (1/3-2/3 villoz yapi igerir)
= Villoz (>2/3 vill6z yapi igerir)

= Adenomlar KRK’ lerin %70’ inde prekirsor lezyondur.

= Displazi
= Disik dereceli (koyu ve blyik niikleus ve psédostratifikasyon var,
pleomorfizm yok)
= Yiksek dereceli (disorganize ve pleomorfik niikleuslu)

Villoz Adenoma

= Kanserlesme potansiyeli en yuiksek olandir
= TuylG gibi yluzeyi vardir
= Genellikle sesildir

= Boyutlari buyuk olabilir

= Cikarilmasi gug olabilir
= Piece-meal teknigi
= Cerrahi

12



Tubulovilloz adenomalar

= Tubulovill6z adenomalar
= Tubuler ve vill6z kompanentlerin bir karisimidir
= Kanserlesme ihtimali tubuler ve villoz adenomlarin arasindadir

Belirti ve bulgular

= Cogunlukla asemptomatiktirler
= Tarama sirasinda saptanirlar

= Rektal kanama
= Kanama uzun siirerse anemi gelisebilir

= Diyare veya konstipasyon

= Defekasyonda tam bosalmama

= Karin agrisi

= Polibin anusten protriizyonu

= Blyuk adenomlarda barsak obstruksiyonu

13



Tani

= Rektal tuse

= Cift-kontrasth kolon grafisi
= Sigmoidoskopisi

= Kolonoskopi

= Gaitada gizli kan

= Sanal kolonoskopi

Adenomlarda malign dontsum riskini belirleyen faktorler

Yiksek riskli
Buylk gap (>1.5cm)
Sesil veya diiz
Siddetli displazi

Villéz yapi

Polipozis sendromlari (multipl polipler)

Dasiik riskli
Kuguk gap (<1cm)

Saph
Dustik dereceli displazi

Tubuler yapi

Tek polip

14



Histolojiye ve capa gore invaziv kanser oranlari
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@ Current Medicine

Kolorektal poliplerin tedavisi (1)

Faktorler

Yer: kolon veya rektum

Morfoloji: sapl veya sesil

Histoloji: benign veya malign
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Kolorektal polipleri tedavisi (2)

Eksizyon

Sapli

Kolonoskopik polipektomi genellikle yapilir

Sesil

Miimkiinse kolonoskopik polipektomi yapilir (bliylik polipler piecemeal teknigiyle)

Endoskopik olarak gikarilamiyorsa - Cerrahi veya EMR
¢ Kolon: kolektomi

e Rektum: EUS veya MR ile evrelendirilir

« Benign / erken evre malign (T1No) : Transanal lokal eksizyon veya TEMS (Transanal Endoscopic Mucosal (Micro)
Surgery - daha sonra radikal cerrahi gerekebilir)

o Tleri evre malign : Radikal eksizyon (APR /anterior rezeksiyon)

Endoskopik Mukozal Rezeksiyon

Endoscopic Mucosal Resection

Submucosal Injection Lesion Snared Lesion Removed

Genellikle 2 cm de kiiglk ylizeysel ve flat (diiz) lezyonlarin gikariimasi islemidir.

16



Endoskopik Submukozal Disseksiyon

Marking Injection Cutting mucosa
\‘ — / pr— ’
N r—

Dissectior Proceeding dissection Complete resection
|
. V. V|
o P ‘ £ &

¢ o / )

ESD ile EMR den daha biyiik lezyonlarin submukozal tabakadan kesilerek

cikariimasidir.

Snare ile polipektomi




Kolorektal poliplerin tedavisi — Polipektomi sonrasi (3)

Histoloji
Benign Malign
|
Histolojik
karakteristiklere bagli
olarak
Takip
kolonoskopisi Radikal Cerrahi

Malign kolorektal polip

e Invaziv kanser iceren poliplerdir

e Malign hucreler muskularis mukoza'y
gecerek submukozayi invaze ederler

adenccarcinoma

severe
dysplasia
(pre-cancerous

cccccc
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Malign Polip
Radikal cerrahi gerektiren faktorler

Histoloji
e Koti diferansiye
e Sinira uzaklik<2mm
e Kok invazyonu

¢ Lenfovaskiler invazyon

Rekurrens ve LAM riski artmaktadir

Asemptomatik 50 yas Ustl erigkinlerde kolorektal kanser ve
adenomat6z poliplerin erken teshisi (Multi-Society Task Force, 2008)

Adenomatoz polip ve kanseri saptayan testler
Sigmoidoskopi, her 5 yilda bir, veya

Kolonoskopi, her 10 yilda bir, veya

Cift kontrasth kolon grafisi, her 5 yilda bir, veya
Sanal Kolonoskopi, her 5 yilda bir

Primer olarak kanseri saptayan testler

Yillik Guaiac-bazh GGK, veya

Yillik fekal immunokimyasal test, veya

Gaita DNA testi, aralik belirsiz

19



Oneriler (Multi-Society Task Force, 2008)

e Ortalama riskli kisilerde taramaya 50 yasta basla!!!

— KRK 50 yastan erken de gortlebilir, ancak taramanin maliyet ve
riskleri nedeniyle énerilmez.

e Kisinin beklenen yasam siresi 10 yildan az oluncaya kadar
taramaya devam edilmeli!!!

» Hicbir test tek basina milkkemmel degildir!!!
— Hastanin tercihleri dnemlidir.
e Testler mutlaka fizik muayene ile desteklenmelidir!!!

Dikkat!!!

¢ Sigmoidoskopide minimum 40 cm ilerlemeli...
e Guaiac-bazli GGK - En az 3 drnek alinmal...
— Hemoccult SENSA duyarli, Hemoccult II duyarh degil...
— Hasta 7 giin NSAII almamali
— Glinde birden fazla Aspirin almamali
— Glinde 1000 mg dan fazla Vit C almamal
— 3 glin kirmizi et yememeli
— Test pozitif ise kolonoskopi yapmalr...
e Immunokimyasal gaita testi - 2-3 drnek alinmall...
— Diyete gerek yok
— Test pozitif ise kolonoskopi yapmal....




Symptoms of CRC?
m Diagnostic
studies

Increased

i

Personal Family IBD: inflammatory bowel disease;
history history CRC: colorectal cancer;
Po— FDR: first degree relative;
0 nof .
m SDR: second degree relative;
CTC: computed tomographic colonography;
- FAP: familiar adenomatous polyposis;
Options: Consider HNPCC: hereditary nonpolyposis colorectal cancer;
Zrefeczred (prevention and early Surveillance | | surveillance DCBE: double-contrast barium enema;
tecti .
."Cohfo"s)mpy every 10 yr colonoscopy | | colonoscopy gFOBT: guaiac fecal occult blood test;
« CTC every 5 yr FIT: fecal immunochemical tests;
« Flexible sigmoidoscopy every 5 yr | SDNA: stool DNA tests.
« DCBE every 5 yr h ¥ ¥
Alternative (early detection only)
* gFOBI Genetic CRC or adenoma | | CRC or adenoma
 FIT syndromes in 1 FDR <60 yr in FDR 260 yr
* sSDNA (FAP, HNPCC) or or
CRC or adenomas CRCin 2 or
m l in 2 or more FDR more SDR
Evaluate entire colon: Early, Colonoscopy Average risk
intense beginning age 40 yr screening
Colonoscopy screening, or starting at age 50
genetic 10 yr earlier than
i ageof y at
genetic diagnosis, whichever
testing comes first

Tarama kolonoskopisi

= Daha 6nce KRK ve polip saptanmamis kisilerde
= KRK belirtisi olmayan kisilerde

= Kanama
= Karin agrisi
= Defekasyon degisikligi

= Ortalama riski olan kisilerde 50 yasinda baslamali ve 10 yilda bir
tekrarlanmalidir

= Eger ailede 60 yas usti bir KRK yakini varsa = 40 - 50 yasta baslanmalidir
(Tartismali!)

= Eger ailede 2 KRK varsa veya 60 yas alti bir KRK varsa = 40 yasta baslanip 5
yilda bir tekrarlanmalidir veya tani yasindan 10 yas erken baslanmalidir.
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Takip kolonoskopisi

Tarama kolonoskopisi

* Tarama kolonoskopisi KRK
insidans ve mortalitesini azaltir!

* ik kolonoskopideki bulgular
hastada KRK gelismesi riskini ve
daha sonraki takiplerin sikligini

belirler

Takip kolonoskopisi

* Daha 6nce KRK veya prekanseroz
lezyon (polip veya iBH)

saptanmig hastalarin
kolonoskopik takibidir

Tum polipler ¢ikarildiktan sonraki takip onerileri
(Multi-Society Task Force, 2008)

Baglangi¢ kolonoskopisi: en ileri bulgular

Polip yok

Rektum ve sigmoidde 10 mm den kiglk
hiperplastik polipler

1 -2 kiiguk (<10 mm) tubuler adenoma

3-10 tubuler adenoma

>10 adenoma

Bir veya daha fazla tubuler adenoma 210 mm
Bir veya daha fazla vill6z adenoma

Adenoma + HGD

Serrated lezyonlar

Sessil serrated polipler <10 mm ve displazi yok

Sessil serrated polipler 210 mm
VEYA

Sessil serrated polip + displazi
VEYA

Geleneksel serrated adenoma

Serrated polipozis sendromu*

Onerilen takip aras (yil)

5-

10

10

10
3
<3
3
3
3

Delil kalitesi

Yeni deliller 2006’ dan gliclii mii?

Orta
Orta

Orta
Orta
Orta
Yiiksek
Orta
Orta

Diisiik

Diisiik

Orta

Evet
Hayir

Evet
Evet
Hayir
Evet
Evet
Hayir

NA

NA

NA
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Summary of professional guidelines regarding posttreatment surveillance for resected colon and rectal cancer

Organization

History and physical
examination

CEA testing

CT scanning

Endoscopic
surveillance

Comments

Ascolt] and ccol?]

Every 3 to 6 months for 5
years

Every 3 to 6 months for 5
years

Abdomen and chest
annually for 3 years;
pelvis: rectal cancer only,
annually for 3 to 5 years

Colonoscopy at one
year™; subsequent
studies dictated by prior
findings. If negative,
every five years.

Posttreatment
surveillance strategy
guided by the estimated
risk of recurrence and
functional status. These

Proctosi y

\dations are for

every 6 months for 2 to 5
years if rectal cancer and
no pelvic RT.

r
resected stage II and III
colon and rectal cancer.
Recommendations not
provided for resected
stage I or IV disease due
to lack of data to guide
recommendation.

NCCNI3]

Every 3 to 6 months for 2
years, then every 6
months for 3 years

Every 3 to 6 months for 2
years for T2 disease;
then every 6 months for 3
years

Abdomen/pelvis and
chest annually for up to 5
years; for resected
metastatic disease,
abdomen/pelvis and
chest every 3to 6
months for 2 years, then
every 6 months up to
total 5 years

Colonoscopy at 1 year?;
subsequent studies
dictated by prior findings.
If no advanced adenoma,
repeat at 3 years, then
every 5 years; if
advanced adenoma at
one year, repeat at one
year. Proctoscopy every 6
months for 3 to 5 years
for rectal cancer if status
post low anterior
resection or transanal
excision.

Recommendations are
appropriate for stage I,
11, 111, and resected stage
1V colon or rectal cancer.

ESMO colon cancer[#]

Every 3 to 6 months for 3
years, then every 6 to 12
months for 2 years

Every 3 to 6 months for 3
years, then every 6 to 12
months for 2 years

Abdomen and chest every
6 to 12 months for 3
years; CEUS can
substitute for abdominal
cT

Colonoscopy at one year;
every three to five years
thereafter.

Guidelines are for
localized colon cancer; do
not state if applicable to
resected stage I disease.
CTs recommended for
patients at "higher" risk
of recurrence.

Treatment of patients with an adenoma-like DALM

UC patient with
adenoma-like DALM

l

Dysplasia Associated Lesion
or Mass ( DALM)

Outside Within
colitis colitis
* Polypectomy
* Repeat colonoscopy
with multiple biopsies
No flat dysplasi Flat dysplasia or
[ [Moederocardrema] | denoce
Age >50 years Age <50 years

Colitis <10 years
Histology negative
P53 negative

Beta catenin positive

Colitis >10 years
Histology positive
P53 positive

Beta catenin negative

« Polypectomy * Polypectomy
« Regular or » | surveillance
1 surveillance * ? Colectomy

Probable
UC-related DALM

Colectomy
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IBH icin Tarama ve Takip Onerileri

ECCO 2008 BSG 2010 AGA 2010 ACG 2010
1* screening 8-10 yr 10yr Max 8 yr 8-10 yr
Extensive: 2 yearly to 20 yr then annually By risk: low 5 yr 1-3yr
Surveillance interval Left sided: 2 yearly starting at 15 yr Intermediate 3 yr More often at high risk e.g., PSC 1-2yr
PSC:1yr High 1 yr
Random biopsy Recommended Recommended Recommended Recommended
Chromoendoscopy Superior to white light endoscopy = 33 if no chromo =33 =33

ECCO: European Crohn’s and Colitis Organization; BSG: British Society of Gastroenterology; AGA: American Gastroenterological Association; ACG:

American College of Gastroenterology; PSC: Primary sclerosing cholangitis. Modified from Ref [80].

Polipozis sendromlari

= Nadir genetik sendromlardirlar. Kiside kanser gelisme ihtimalini ileri

derecede arttirirlar ve prekanser6z lezyon seklinde tedavi edilirler

= Familyal adenomato6z polipozis (FAP) "
= Kolon ve rektumda yiizlerce-binlerce polip gelisir

= Tedavi edilmez ise tim hastalarda kolorektal kanser gelisir

= Tim kolorektal kanserlerin %1 ini olusturur
= Aile 6ykisl ve genetik testlerle tani konur

= Herediter non-polipozis kolon kanseri (HNPCC — Lynch sendromu)
= Polipler FAP kadar ¢ok sayida degildir
= Hastalarda hayat boyu kolorektal kanser gelisme riski %70-80
= Tim kolorektal kanserlerin %3-5 ini olusturur
= Aile 6ykisl ve genetik testlerle tani konur
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Lynch sendromu icin Amsterdam Il kriterler;

Bunlardan biri birinci-derecede yakini olmali

En az 3 yakininda Lynch sendromu-iliskili kanser varlig
(kolorektal kanser, endometrium kanseri, ince barsak, Ureter,
veya renal pelvis kanseri)

1nMen and Women
piskwith  >25%
L)

by age 50

ync
Syndrome: 82%
by age 70\

o Stomach _________|
Risk with

Lynch 0,
Syndrome: 1..39.4;

In Women Only
[~ Uterine o |
Risk with ~20%

by age 50'

Lynch
Syndrome: .,710,/?

Risk with

Lynch 12%

Syndrome:  oy'ege 70

En az 2 nesil etkilenmis olmali

Popetation Risk Popelation Risk

En az biri 50 yastan 6nce tani almis olmali e =
G

Familyal adenomat6z polipozis ekarte edilmeli

Tuamorler patolojik olarak kanitlanmis olmal

Lifetime cancer risk related to Lynch genotypes

MLH1 MSH2 MSH6 PMS2
Cancer site
Men Women Men Women Men Women Men Women
Any Lynch cancer | 44to 79 38 to 78 percent* 25t047 | 65 16 to 21to
percent* percent* | percent* | 48 53
percent | percent
Colorectal 58 to 50 to 54 to 39 to 68 36to69 | 18to30 |20 15
65 53 63 percent percent | percent | percent | percent
percent | percent | percent
Endometrial NA 57 to NA 21 percent | NA 17to 44 | NA 15
66 percent percent
percent
Ovarian NA 20 NA 24 percent | NA 1
percent percent
Upper urologic 2.1 0.4 20 9 percent | 0.7 percent
tract percent | percent | percent
Gastric 6 percent™ 2 percent™ 6 4
percent | percent
Small bowel ¥ 3 6 3 6 percent | ?
percent | percent | percent
Biliary/pancreatic 4 percent" ?
Brain tumors 1.7 percent 2.5 percent ?

(gliomas)

42 percent of
families®

Sebaceous gland
tumors

44 percent of
families®

0 percent of
families®




FAP Tedavi

= FAP hastasinda 40 yasina kadar kolorektal kanser gelisme riski %100
= Tek tedavisi 15-20 yas arasinda yapilacak cerrahi yaklasimdir:

= Subtotal kolektomi
= Kolonun ¢ogu cikarilir ve ince barsak sigmoid veya rektuma baglanir
= Diizenli sigmoidoskopik takiplerle kalan béliimdeki polipler takip edilirler

= Kolektomi
= Kolonun tamami ve rektumun bir kismi ¢ikarilir ve ince barsak kalan rektuma baglanir
(rektum-koruyucu cerrahi)
= Diizenli rektoskopik takiplerle kalan rektumdaki polipler takip edilirler

= Proktokolektomi
= Kolon ve rektum tamamen ¢ikarilir ve ileostomi acilir
= Bazl hastalarda ince barsak anise baglanabilir (restoratif proktokolektomi)

HNPCC Tedavi

= Hayat boyu kolorektal kanser gelisme riski %70-80
= Sporadik kolorektal kanserler genellikle sol kolonda (inen kolon) gelisir
= HNPCC genellikle sag kolonda (¢ikan kolon) gelisir

= Tek tedavi yontemi cerrahi yaklasimdir
= Subtotal kolektomi
= Kolektomi

= HNPCC tanili kadinlarda uterus ve over kanserleri de sik gorilir
= TAH + BSO tartisiimalidir

= HNPCC tanili hastalarda mide, ince barsak, karaciger, safra yollari,
pankreatik, bobrek, beyin kanserleri riski artmistir.
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Herediter kolorektal kanser sendromlari

TABLE 1: Proposed categories of hereditary colorectal cancer syndromes for which genetic testing is possible.

Categories of hereditary colorectal cancer

FAP AFAP  HNPCC/Lynch Juvenile Peutz-Jeghers ~ COden
polyposis syndrome
Mean age at diagnosis of CRC 32-39 45-55 42-49 34 64 20
. . Two or more
No of polyps >100 10-100 1 (ie tumors) 5-10 or more jp PJ polyps
‘APC APC MHS2, MLHI, SMAD4

Gene MYH MYH PMSI, PMS2 BMPRIA STKIILKB PTEN
Mode of inheritance AD ,.,1:[; AD AD AD

* Adenomatous polyposis Coli.

** Autosomal dominant.

*** Autosomal recessive.

If You're Over 50

A COIO“OSCOpy Could It is a common misconception
that colon cancer is a disease

Save Your Ljie that primarily strikes men.

»l‘?‘:\ i\
In2013 ﬁg/

52,857 people in the United States ~ ~ "~ 1in 20 Men & Women
died of colorectal cancer. \ ¥ Inthe US will be diagnosed with
o ’ b Y \/ |, cancerofthe colon or rectum.
26,933 {4 25,924 . \E A,
Men Women

EREIETEIL]

TRIRIRTE04H

f

Nearly, 25% of 50 year
olds develop polyps. 2nd Leading Cause
of Cancer Deaths
And 5% of these  Colorectal cancer is the 2nd
are cancerous. leading cause of
cancer-related death.

Silent Killer Men &Women Prevention

Colon cancer is a silent killer. Colon cancer affects both 0 Colonoscopy screening prevents
QL et menondwomen.infact § & o ey e s
\ torely on, and when there are approximately 26,000, ' f" of the deaths due to
| ] core e women die every yearfrom 4 A colorectal cancers on the

atan advanced stage. colon cancer. [ leftside of the colon.

If everyone aged 50 years or older had regular screening tests, i= Y
at least 60% of all colon cancer =
deaths could be avoided. ‘
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