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Arter Hastallklarl Hakkinda ?
% Ne Ogrenmeli, Ne Bilmeli?

Sistemik hastaliklarla iliskileri
Sistemik hastaliklarda yansimasi
Aterosklerotik plak olusumu - tikanma

Bacakta kronik arter daralmasi-tikanmasi belirti bulgulari

Yirimeyi Kisitlayan Bacak Agrisi = Intemitant Klaukasyon (IK) Niye Olur
IK sebebi? Sorun Arter mi, Ven mi, Sinir mi

Ankle-Brachial Indeks (ABI) nedir, ne ise yarar?

Emboli mi, Tromboz mu, Daralmis-Tikanmis artere mudahaleler

Akut Bacak Iskemisi bulgulari

Abdominal Aort Anevrizmasi nedir?

Garden&Parks 7. Ed. - Deakin 4. Ed. - Schwartz’s 12 Ed. - Sabiston 21 Ed. - Bailey&Love 27 Ed.




“Biraz Yiirdyince Bacaklarim Agriyor”

« 68 yasinda,

o Uzun yillardir sigara icen ve
hipertansiyonu olan erkek hasta,

e Son 6 aydir yaklasik 200 metre yurudukten
sonra

» Her iki baldirinda ortaya cikan kramp tarzi
agridan sikayetci.

» Birkac dakika dinlenince agrisinin tamamen
gectigini belirtiyor.

» Bu sikayetler nedeniyle artik markete
yvuruyerek gidemedigini ve hayat kalitesinin
belirgin sekilde dustigunu ifade ediyor.




Eforla Gelen Bacak Agrisi - Ayirici Tani

NOROJENIK

Spinal Stenoz (Psodoklodikasyo)

Yokus yukar daha rahat yurume, one
egilince rahatlama. Ijgnlenmeyle daha
' yavas gecer.

Periferik Norop.  Diyabetik vb.)

Genellikle yanici, uyusma tarzinda,
istirahatte de olan agrn.

e
g
X

» VASKULER

. Periferik Arter Hastaligi (Klodlkasyo)
E Eforla gelir, dinlenince hizla

Derin Ven Trombozu

Genellikle tek tarafli, ani baslang
sislik ve surekli agr.

- Akut Arter Tikanikhig

. Ani, cok siddetli agr, soluk]uk

bizsizlik. Acil?
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Artrit iy S
Eklem agnisi, sabaltp
tutuklugu. .
Baker Kisti Ru pturu \% coatire:
Ani baldir agrisi ve saghk W)
DVT'yi taklit eder. " ¢



, Table 21.1 Differential diagnosis of claudication

Arterial Neurogenic Venous
Pathology Stenosis or occlusion of major lo{vely Lumbar nerve roots or cauda equina  Obstruction to the venous outflow of the

limb arteries compression|(spinal stenosis) leg due to iliofemoral venous occlusion

secondary to deep venous thropeagsis
Site of pain uscles: usually the calf but may llI-defined; whole leg. Shooting in Whole leg. Bursting in nature |
ffect thigh and buttnck] nature; may be associated with
tingling and numbness

Laterality Usually unilateral if femoro-popliteal, [then bilateral Nearly always unilateral

bilateral if aortoiliac disease
Onset Gradual onset after walking the Q(}ﬂen immediate|upon walking or Gradual onset but may be present from

‘claudication distance’

even on standing up

the moment walking commences

On cessation of walking, the pain may

Relieving features On cessation of walking, the pain
Isappears completely in 1-2

gradually subside over 5-10 minutes.

The subject usually@eeds to elevate the
leg to obtain relief

Cyanosed. Eten visible varicose veins ||

AN - RN = 2 S S 1 N

minutes Often the patient has to sit down or
lean against something to obtain relief
Colour Normal or pale Normal |
and venous skin changes’
Temperature Normal or cool Normal Normal or increa
Swelling @:baent Absent [&Iways present '
Pulses educed or absent

Straight leg raising  Normal

Q

imited

Present, but may be difficult to feel
because of swelling
~ Normal
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Pertinent elements 1n vascular history

History of stroke or transient 1schemic attack
History of coronary artery disease, including previous

myocardial infarction and angina
History of peripheral arterial disease

History of diabetes

History of hypertension
History of tobacco use

History of hyperlipidemia




Renal insufficiency
Black race
Hyperhomocysteinemia
Hyperlipidemia

Hypertension

Risk factors

Smoking
Diabetes

Age

Male gender

0 05 1 15 2 25 3 35 4 .45 14
Odds ratio GO,

FIG. 63.1 The approximate odds ratios (ORs) for risk factors associated with the development of peripheral
arterial disease (PAD). (Adapted from Norgren L, Hiatt WR, Dormandy JA, et al. Inter-Society Consensus for the




0/ 23 Uzuv Kaybi Riski Yaratan Kronik Iskemi (CLTI)
0 Son 10 yilda prevalanstaki artis

Yaslanma Diyabet

Renal insufficiency
Black race
Hyperhomocystelnemia
Hyperlipidemia
Hypertension

Smoking

Diabetes

=~ Prevelans <= Age
' Male gender

. %20 ~ 10 20 30 40 50
Odds ratio (OR) 1.9 - 4. Diyabetik hastalarin
ekstremite kaybi riski gok daha yuksektir.
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Hipertansiyon & Hiperlipidemi

Sigaradan oturu

(toplam hastalik yukune

katki payi) Aterosklerotik yuku dodrudan artiran sekonder hlzléi'hdlncllar._




Diabetes Hypertension Hyper- |
mellitus cholesterolemial.

Femoro-
popliteal
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B| Fatty streak

. | EC = endothelial cell
Intima -

Media 4 Media

" EEL = external elastic lamina
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Endotel
Hasari

Nitrik oksit Uretiminde
azalma, artmis
gecirgenlik ve lokosit
adhezyonu.

(Fatty streak)

Makrofajlarin (kopuk
hucreleri) intimada lipit
biriktirmesi.

Fibroyagli
Lezyon

T lenfositlerinin
birikimiyle matriks
tabakalagmasi.

Komplike
Fibroz Plak

Nekrotik cekirdek
olugumu ve plak
ripturd riski
(tromboz).

Arter limen
alaninin %40’
daralana kadar

limen capini

korumaya yonelik
"Kompansatuvar
Genisleme”,




Patofizyoloji ve Risk Faktorleri

\ isllc_iean;{lél:go;lp ‘ Q, Sigara (PAH icin en guglu
¥ “— modifiye edilebilir risk faktort!)
- Serebrovaskiler
Hastalik [ \5) Hipertansiyon
Periferik Arter
q Hastaligi O Diyabet
Ateroskleroz, endotel disfonksiyonu, inflamatuar hiicre infiltrasyonu ve @ Dislipidemi

fibro-seliiler plak olusumu ile karakterize dejeneratif bir hastaliktir.
Zamanla plak biytir, damar limeni daralir. Limen %50-60'tan fazla
daraldiginda distal akim azalir ve semptomlar baslar.

lleri Yas

Hastaligin Seyri (Klinik Spektrum)

o e e Cn

Asemptomatik Klodikasyo Intermittan Istirahat Agrisi Doku Kaybi
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Diaphragm
Superior .‘ \L’% Coeliac axis
mesenteric
i 7 Suprarenal
artery —
Renal arter
Infrarenal d

- —
aorta

Inferior
mesenteric Aortiliac
artery - ™ (inflow)

segment

Common iliac artery
External iliac artery
Internal iliac artery

Inguinual ligament ﬂ
Common femoral artery - \

Deep femoral artery -
(profunda femoris) Femoro-
— popliteal

Superficial segment
femoral artery
Adductor

magnus hiatus

Popliteal artery \

Tibioperoneal artery

Fig. 21.2 Mechanisms of injury in atherosclerotic disease.
II[Cr‘rticaI stenosis|of main artery compensated for by collateral vessels;

only symptomatic on exercise. |B | Acute thrombosis of a critical stenosis; Sl
little change in clinical status because of \well-developed collaterals Parenaeliariery _ G i b
C | Acute thrombosis of a non-critical stenosis; severe symptoms |
because collateral supply is poorly developed. |D | Atheroembolism from
ruptured,ulcerated plaque] E | Thromboembolism from the heart; severe Dorsalis pedis artery
Ischaemia because of lack of collateral supply.

Anterior tibial artery

Posterior tibial artery




Pulse Points in Lower Limb




Pulse Points in Lower Limb

Femoral area

Popliteal area

Tibialis posterior _
area

Dorsalis pedis
area

A Quick Guide to Finding a Pedal Pulse

) ) Tips for an Accurate Assessment
Dorsalis Pedis Qﬂj 27 TN AS
(Top of Foot)

Palpate on the top of the foot, Know Your Target Rhythm

moving up from between the Check the patient's.fadial (wrist) pulse
big and second toes. first to know the réte you're seeking.

Use a Gentle Touch

Use two or more fingers togently feel
far the pulse.

Posterior Tibial
(Inner Ankle) \ Assess Beyond the Pulse
If the foot is warm with normal color,

Feel for the pulse behind the
P ; it is likely being adequately perfused.

bony bump on the inner side
of the ankle.

- W
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Figure 56.6 Hand-held Doppler probe and sphygmomanometer
used to determine systolic pressure In the |dorsalis pedis|artery, as
part of assessing the ankle-brachial pressure index.
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Ankle-brachial index (ABI)

Ankle blood pressure

= ABI
Arm blood pressure

Dorsalis
pedis artery

Brachial artery

— —::'1‘1‘, )
3 e —— f“ ———
I';_.s ﬂ —— S -

W
=

1.0-1.3 is normal

0.9 or lower, you have PAD

$ 3 Cleveland Clinic ©2025
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ABIl Value Interpretation Recommendation

Ankle-brachial index (ABI)

Greater Calcification / Vessel Refer to vascular
than 1.4 Hardening specialist

Ankle blood pressure

= ABI
Arm blood pressure

10-14 Normal

Dorsalis
pedis artery
\

Brachial artery
Acceptable

Some Arterial Disease Treat risk factors

Moderate Arterial Refer to vascular
Disease specialist

1.0-1.3 is normal

Severe Arterial Refer to vascular
0.9 or lower, you have PAD Disease specialist

[] Cleveland Clinic ©2025

Stanford Medicine 25 @




PAH Tanisi: FM + Doppler / O Kadar

E} Anamnez ve Fizik Muayene Temel Non-invaziv Test:

« Nabiz Muayenesi: Femoral, popliteal, dorsalis pedis Ayak Bilegi-Brakial Indeks (ABI)

ve posterior tibial arterlerin palpasyonu. “Palpe "Bir pratisyen hekimin vaskiiler stetoskopudur.
edilemeyen nabizlar mutlaka El Doppleri ile teyit Basit, hizli ve objektiftir.”
edilmelidir.”

 Inspeksiyon: Distal tiiy dokiilmesi, kas atrofisi, ABI (Ayak Bilegi Sistolik Basinci)
solukluk, tirnaklarda kalinlagma. - (Koldaki Sistolik Basing)

: -
# Klinik inci: Buerger Belirtisi GEEE D >0.-9: Normal
>

Bacak sarkitildiginda koyu kirmizi (dependent rubor), 0.5 - 0.8: Klodikasyo

kaldinildiginda mum gibi soluk (pallor) gortiniim. P

Ciddi iskemiyi dugundiirur. D <0.4: Istirahat agrisi / Kritik bacak iskemisi

"

e Istirahat agrisi o
. . e lyilesmeyen iilser veya gangren varlig:
|- ALARM | SA RETLERI e Aniden kotulesen semptomlar (Akut tikaniklik suphesi)
e ABI<0.4




Tanisal Algoritma ve Hemodinamik
Degerlendirme

Fizik Muayene & Nabiz Alinmasi

Diyabetik Hastalarda Dikkat!

Medial kalsinoz nedeniyle ABI >

ABI (Ankle-Brachial Index) Olgiimii 1.40 (yalanci yukseklik)
saptanabilir. Bu durumda

mutlaka TBI (Toe-Brachial Index)
I olculmelidir. TBI < 0.7

¢ hemodinamik olarak anlamli

ABI <0.90 = PAD Tanisi

PAD'yi gosterir.
ABI 0.90 - 1.40 = Normal

(SUphe varsa egzersiz testi)




Table 21.3 Classification of limb ischaemia

Terminology Definition/comment

Onset

Acute Ischaemia < 14 days

Acute-on-chronic Worsening symptoms and signs
(< 14 days)

Chronic Ischaemia stable for > 14 days

Severity (acute, acute-

on-chronic)

Incomplete Limb not threatened
Limb threatened
Irreversible Limb non-viable

Severity (chronic)

Non-critical Intermittent claudication

Subcritical Night/rest pain

Critical Tissue loss (ulceration + gangrene)

\//\//
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Intermitant Klaudikasyon
(IK, Yirimeyi Kisitlayan Bacak Agisi)

mp Periferik Arter hastaliginin en yaygin belirtisi. 60+ yasta %;

Uzuv kaybi nadir. Yilda %a1-2. | ‘
Ancak IK olmayan niifusa oranla AMI ve Inme x3 (%3-10)

Tedavinin temeli — Risk faktérlerini yok etmek
Sigarayl tamamen birakmak
Statin ve antiplatelet
Go6zlem altinda egzersiz
Sonug AQrisiz ylirii>>>>me mesafesinde anlamli artis
Yasam kalitesinde artis, Omirde uzama

Endovaskiiler ve Cerrahi tedaviden once -
uwbu}uw AL vailil \,quouu 6” ..fww w vIiitCl, LA.HH“HHHJHL, l‘u‘uiiwh, CULNIDIZL.

Ileri tedaviler; anjioplasti, stentleme, bypass cerrahisi
Infrainguinal seviyeye oranla aorta-iliyak segmentte daha basarili




Symptoms

Restpain
Pathology Ulcer
| Gangrene

Inguinal
ligament

Fig. 21.6 Symptoms and pathology in intermittent claudication. |A|Superficial femoral artery (SFA) stenosis at adductor canal| B|Occlusion of

the SFA and development of a collateral circulation between the deep femoral (profunda femoris) artery (PFA) and the popliteal artery [C Jlliac artery and PFA
stenosis leading to worsening symptoms of IC and further collateralisation[D]Eventually CLI characterised by ischaemic rest pain and tissue loss develops due
to multilevel disease affecting tibial arteries and collateral supply

AR W W
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Klinik Prezentasyon Spektrumu

Doku Kaybi /
Kangren

Asemptomatik Vaskiilojenik Iskemik

Nabiz muayenesinde Kladikasyo Istirahat Agrisi
saptanir, efor kisithhg

o i Egzersizle induklenen, CLTI belirtisi. Gece
elirgin degldir. istirahatle gece yatar pozi artar,
o) rsl. yadl sarkitmakl

lyilesmeyen iskemik
ulser veya nekroz.

hafitier: ieqgi
basinci <50 mmHg).

Ayrim: Norojenik
Narojenik pozisyon
kladikasyo degisimi
pozisyon gerektirir, : : W e

dedisimi | vaskiilojenik Kritik Uzuv Iskemisi (CLI) terimi artik terk edilmistir;
gerektirir, | kladikasyo spektrumun sag tarafi modern kilavuzlarda Kronik

gerektirmez. Uzuv Tehdit Eden Iskemi (CLTI) olarak adlandirilir.




Medikal Yonetim: Cerrahi Oncesi Temel Optimizasyon

Antitrombotik Lipid Diisurucu Komorbidite Yasam Tarzi
Tedavi Tedavi Kontrolii

MACE (Major Adverse Yuksek yogunluklu Rall,HesInClis
Cardiac Events) statinler 1 40 / 90
riskini azaltmak icin (Rosuvastatin 20-40 mmHg Kladikasyo igin
dusuk doz Aspirin mg veya Simvastatin gozetimli egzersiz
veya Klopidogrel 40-80 mg). Diyabetikler igin (Haftada 3 giin,
(Monoterapi). HbA1c @ 45-60 dk).
!

Kesin sigara birakma.

s < %7
- ohg o 2




Clinical features | Embolus Thrombosis
Severity OCnmpIete ischaemia | Incomplete

(no collaterals) ischaemia
(collaterals)

Multiple sites Up to 15%
Embolic source Present|( (usuany AF |
Previous claudication Absent

Palpation of artery  Soft; tender
Bruits

Contralateral leg Present
pulses

Diagnosis Clinical Angiography
Management Embolectomy, Medical, bypass,
_warfarin thrombolysis

Prognosis &P Loss of life ) loss of  Loss of limb > loss
imb of life

- W
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AKUT

BACAK Fig. 21.18 Mottled right foot due to advanced acute limb
ISKEMISI ischaemia.

Signs and symptoms of\acute limb ischemia

CATEGORY
DESCRIPTION VIABLE THREATENED IRREVERSIBLE

Clinical description Not immediately Salvageable if promptly Major tissue loss,.amputation
threatened treated unavoidable =~

Capillary return Intact Intact, slow Absent (marbling)

Muscle weakness None Mild, partial
Sensory loss None Mild, incomplete
Arteriovenous Doppler finding Audible [naudible or audible [naudible




Table 21.4 Symptoms and signs of acute limb
ischaemia
Symptoms/signs Comment

Pain May be absent in complete acute
iIschaemia; severe pain is also a feature of
chronic ischaemia

Pallor Also a feature of chronic ischaemia

Pulseless Also a feature of chronic ischaemia

Perishing cold Unreliable, as the ischaemic limb takes on
the ambient temperature
Paraesthesia Loss of function is the most important
d|paralysis feature of acute limb ischaemia and denotes
a threatened limb that is likely to be lost
unless it is revascularized within a few hours

\\/\/



Arteriotomy

Embolus

Vascular clamp

Thomé__s__ 3

‘ Embolectomy Cathe

U.S. Patent No. 3,435,826

Inducted in 2001

§ Born Feb. 25,1934

T R . Y

N




stenosis. [B | A guidewire is used to cross the lesion. [C| The guidewire
is used to direct a balloon angioplasty catheter across the lesion. |D | The
balloon is inflated. E | A metal stent may be mounted on a catheter.

The stent may be self-expanding or require expansion with a balloon. In
many cases, the first manoeuvre is to cross the lesion with a stent and in
this circumstance steps C and D may be omitted. | F | Metal stent holding
open the stenosis.

Figure 56.16 (a) Balloon catheter carrying stent; (b) expanded
stent.
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Tikali Arteri Agma - Etrafindan Kopruleme

/ Endovaskuler Tedaviler / Acik Cerrahi
/ (Minimal Invaziv - 'icerden' Onarim) 288 (Bypass - 'Etrafindan' Dolasma)

Yontem: Kasiktan girilerek darlik bolgesine ulasilir.

- Anjiyoplasti (Balonla genisletme): Daralmis segmenti Yéntem: Tikanikligin proksimali ile distali arasina yeni bir
genigletir. damar yolu (greft) olusturulur. lwpeatatl
« Stentleme: Genigletilen damarin agik kalmasi igin + Otojen Ven (Safen Ven): En iyi segenek, dzellikle diz alti
metal bir kafes yerlegstirilir. bypass'larda patensi (acik kalma orani) yiiksektir,
« Aterektomi: Plagi kaziyarak veya parcalayarak « Sentetik Greft (PTFE): Bliylik damarlar (orn
temizleyen cihazlar kullanilr. aortofemoral) icin kullanilir.
Avantaj: Daha az invaziv, daha hizli iyilesme. Avantaj: Uzun ve kompleks tikanikliklarda.

Kisa ve fokal lezyonlar isin ideal. Daha dayanikh bir ¢6ziim sunar.




Karar Matrisi: EVT vs. Acik Cerrahi Bypass

Endovaskuler Tedavi (EVT)

ideal Hasta: Beklenen yasam siiresi < 2
yil, yiksek cerrahi risk, ileri kamarbidite.

o

Anatomi: Kisa segment, daha az kalsifik
lezyonlar.

_-"if't;fa.’;i
o e ¥

i -
e, pale

Acik Cerrahi Bypass

M "o
3 R e A
b Lot B

A P
A\ ’/i‘

Ideal Hasta: Beklenen yasam siiresi > 2

yil (BASIL calismasi verisi), standart/dusu
cerrahi risk.

Anatomi: UE{M% d t okluzyonlar

(GLASS Evre lll), uygun otolog ven varllgr.

Avantaj: Lokal anestezi, dusuk fizyolojik
stres.

Avantaj: Yuksek uzun donem aglkllk
(durability). -

Dezavantaj: Genel anestezi, cerrahi
morbidite.

Dezavantaj: Karmasik lezyonlarda
yuksek restenoz (yeniden daralma) orani.

Vv
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Figure 56.18 (a) Atherosclerotic narrowing of the aortic bifurcation.
Aortobifemoral graft to bypass stenosis. (b) Superficial femoral artery
occlusion with profunda femoris stenosis providing poor collateral cir-
culation.|Femoropopliteal graftjused to bypass the occluded area into

good ‘run-off’ below.




Al

Inguinal ligament

Common
femoral artery

Deep femoral artery

Superficial
femoral artery

Adductor
magnus hiatus

Popliteal artery

Saphenous
vein bypass

Anterior tibial artery

Peroneal artery

Posterior tibial artery

Renal arteries

Proximal end-to-end
aortic anastomosis
with suture closure
of distal aorta

Common iliac artery

Internal iliac artery

External iliac
artery

Inguinal
ligament

Distal
anastomosis
to common
femoral
artery

Fig. 21.11 Anatomic aortic bypass. Reconstruction of an occluded
aortoilliac segment by means of aorto-bi-femoral bypass grafting.
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Summary box56.3

Indications for amputation
Dead limb
e Gangrene
Deadly limb
e \Wet gangrene
Spreading cellulitis

L
® Arteriovenous fistula
e QOther (e.g. malignancy)

‘Dead loss’ limb

e Severe rest pain with unreconstructable critical leg ischaemia
e Paralysis

e QOther (e.g. contracture, trauma)

\\/\/



Above knee

Equal anterior and
posterior flaps

r "

.
|
i

Transmetatarsal
Plantar flap B

types of flap used to

Fig. 21.12 Amputation. (A) Levels of amputation ang
close the residual defect. (B) Below-knee amputation,




Nonatherosclerotic causes of intermittent claudication

Aortic coarctation

Arterial fibrodysplasia

[liac syndrome of the cyclist
Peripheral emboli

Persistent sciatic artery
Popliteal aneurysm
Popliteal cyst

Popliteal entrapment
Primary vascular tumors
Pseudoxanthoma elasticum
Remote trauma or radiation injury
Takayasu’s disease
Thromboangiitis obliterans

- W

\//\//



Tromboanijitis obliterans
(Buerger Hastaligr)

<45 yas
Sigara, halen veya gecmiste
Extremite distalinde ISKEMI VAR

(Topallama+, Istirahat agrisi+, Iskemik Ulser+)

Etkilenen ve etkilenmeyen ekstremitede tutarli arteriyografik bulgular

Otoimmin hastalik YOK,

Hiperkoagulabilite YOK,

Diabetes Mellitus YOK
Ekokardiyografi ve Arteriyografide proksimal EMBOLIZASYON kaynagi YOK &




Raynaud’s_ Hastaligi(Primer) 15-30 Y, Geri dontsimla, Kendini
sinirlayici, B blokér

Reynaud’s Sendromu(Sekonder) Yasl, Otoimmiin hastalik vb,
Kalici obstriiksiyon, Prostosiklin

Raynaud’s Syndrome

Raynaud’s Syndrome (or Phenomenon) is an
episodic vasospastic disorder causing
decreased blood flow and numbness in the
fingers and other extremities.

Causes of Raynaud’s

Spasms or constrictions in the blood vessels

seem to be the cause of Raynaud’s.

Primary Raynaud’s, often referred to as idiopathic,
meaning the cause is unknown.

Secondary Raynaud’s is associated with
autoimmune diseases, connective tissue disorders,
or medication interactions.

Triggers of Raynaud’s

Cold v
chemical exposure

repetitive actions

Vibrations (using tools such as a
jackhammer) .

R
Medications t_

Injury
Smoking

| I =

Genetic Connections
Genes associated with autoimmune reactions

have links to Raynaud’s phenomenon, such as:

e IL1B gene

e TNF gene
Other genes linked to Raynaud's include the NOS1
gene, that encodes nitric oxide synthase, which

contracts blood vessels and is responsive to cold.




“Rarmmda Sertlik Var, Nabiz Gibi Atiyor™

72 yasinda,
Koroner arter hastaligi ve hipertansiyonu olan

Renal

Erkek hasta, . artery |
prostat sikayetleri nedeniyle yapilan batin e | i f'

ultrasonografisinde tesadiifen saptanan : | il I o
5.8 cm ¢apinda infrarenal | oy
Abdominal Aort Anevrizmasi (AAA) ile yonlendiriliyor.
Hastanin karin veya sirt agrisi gibi hicbir sikayeti yok.
Fizik muayenede umbilikus tGzerinde pulsatil,

« Agnisiz bir kitle palpe ediliyor.
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Saccular

Summary box56.4

Classification of aneurysms

Wall

e True (three layers: intima, media, adventitia)
e False (single layer of fibrous tissue)

Morphology

e Fusiform
e Saccular

Aetiology

e Atheromatous

e Mycotic (bacterial rather than fungal)
e Collagen disease

e Traumatic




Abdominal Aort Anevrizmasi

70+ %5
cogu asemptomatik, ancak yirtilinca farkedilir

AAA ruptiri —
en sik 10. 6liim nedeni,
Riptirlerin 1/3°0 hastaneye —sag- ulasir.
Ulasanlarin yarisi ameliyattan —sag- cikar.
Genel 6liim orani %80
65+ yas US taramayla riiptiir orani %50 azaltilir

Asemptomatik AAA operasyon
max cap 5,5 cm’ye ulasinca,

operatif mortalite %¢5’ten az olacaksa

Giderek daha fazla endovaskiiler tedavi ile morbidite, mortalite diistyor.




Fig.21.23 Computed tomography (CT) in abdominal aortic -
aneurysm. A Transverse section (L = lumen, T = thrombus). (B | CT
angiography (CTA): 3-D reconstruction.







Figure 56.36 Computed tomogram of the abdomen showing an
aortic aneurysm. Blood flowing through the thrombus-containing sac
IS enhanced with contrast agent and appears white.




" TABLE 13-7 Management of Abdominal Aortic Aneurysms

<55cm
Follow-up screening with either abdominal ultrasound or with CT scan every 6 months.
=5.5 cm, presence of symptoms or rapidly expanding (>5 mm per 6 months)
Surgical repair

Annualized risk of rupture of abdominal aortic aneurysm (AAA) based on size

ESTIMATED ANNUAL RISK OF ESTIMATED 5-YEAR RISK OF
DESCRIPTION DIAMETER OF AORTA (CM) RUPTURE (%) RUPTURE (%)?
Normal aorta 2-3 0 0 (unless AAA develops) ./
Small AAA 4-5 1 5-10 |
Moderate AAA 5-6 25 30-40 R S
Large AAA 6-7 3-10 >50
Very large AAA >7 >10 Approaching l()()- FRRSs.
“The estimated 5-year risk is more than five times the estimated annual risk because over that 5 years, the AAA, if left untreated, will continue te grow in size.







Karinda Sinsi ve Tehlikeli Bir Geeenisleme: AAA

Aorta

Abdominal aortanin normal ¢apinin 1.5 katindan (>3 cm) fazla fokal geniglemesidir. Renal Artery

Gogu (%90) bobrek arterlerinin (infrarenal) altindadir.

O Kimlerde Gorulur? Aneulnf;{esnaag
" Tleri yas, erkek cinsiyet, sigara kullanimy, aile oykiisii (%20), ateroskleroz. "y

En Korkulan Komplikasyon: RUPTUR!
Riiptiir riski, anevrizma ¢api ile dogru orantili olarak artar. Biiylime hizi ortalama yilda 0.3 cm'dir.

Yonetim: "Ne Zaman Onarmahi?”

® Takip K Onanm Endikasyonlari
Erkeklerde cap < 5.5 cm ise genellikle Erkeklerde Qap > 5‘5 cm. Hizli bilyiime (>0.5cm / 6 ay). &

6-12 aylik USG takibi yapilir. ; ,
Kadinlarda ¢ap 2 4.5 - 5.0 cm (daha kigUk aort gaplan nedeniyle daha erken riiptir riski). Semptomatlk olmasi (agl'l), @

'@ KIRMIZI BAYRAKLAR
Ruptur Triads

Bu triad, acil cerrahi mudahale gerektiren, mortalitesi ¢ok yiuksek bir durumu isaret eder?

e 1. Ani Baslayan Siddetli Sirt/Karin Agrisi
e 2. Hipotansiyon ve Sok
e 3. Pulsatil Abdominal Kitle




Summarybox 56.5

Management of ruptured abdominal aortic aneurysm

® Early diagnosis (abdominal/back pain, pulsatile mass, shock)
Z * |Immediate resuscitation (oxygen, intravenous replacement
therapy, central line)
e Maintain systolic pressure, but not >100 mmHg, consider
permissive hypotension
® Urinary catheter

(Y (Y , (Y ° °
t r e I O e t I I ® (Cross-match 6 units of blood
u u l I l I l l l I l ® Rapid transfer to the operating room

Erken Tani
(Karin ve sirt agrisi / Nabiz atimli (pulsatil) kitle / Sok)

Acil Reslisitasyon
(Oksijen, IV replasman, Santral Ven Kateteri)

Sistolik Basincini koru
ama 100 mmHg’y1 asma, kontrollii hipotansiyon

Idrar Sondasi / 6 U ES kan

Ameliyathaneye yolla




AAA Onarimi: Cerrahi / Endovaskiiler

/__ Acik Cerrahi Onarim @ﬂ Endovaskiler Anevrizma Onarimi (EVAR)
X R R
15 @ b
I/ k ] / K Ill/ K
=
/\
Endoleak Tipleri
/ Yontem: 2 Yontem:

/..~ Karn orta hattan veya retroperitoneal yaklasimla acilir. Her iki kasiktan femoral arterler yoluyla girilir. Kateterler
Anevrizmatik segment klemplenir, agilarak i¢ine sentetik aracilifiyla anevrizmayi iceriden kaplayan bir stent-greft
bir greft (Dacron) dikilir. Anevrizma duvar greftin yerlestirilir. Anevrizma kesesi kan akimindan diglanmig olur.
tizerine kapatilir.

® Avantajlar
® Mortalite (Elektif): Daha az invaziv, hastanede kalis siiresi daha kisa, daha
<%3-5 hizh iyilegme.
® Kullanim: @ Dezavantaj/Takip:
Genc hastalar, kompleks anatomi, EVAR’a uygun ‘Endoleak’ riski nedeniyle 6miir boyu duzenh oriintiileme
Olmayan hastalar. (USG Veya BT) takibi ger ektirir. EﬂdOleak gre in etrafindan

anevrizma kesesine kan sizmasidir ve kesemn tekrar
basinglanarak riiptiir riskinin devam etmesine neden
olabilir. |
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e (359 o
(a) Endovascular prosthesis main body, with separate Fig- 21.27 3-D CT reconstruction of a stent gmﬁ EIE]D]DYEEI inside
an abdominal aortic aneurysm. (Courtesy of Mr Donald Adam:)




Z

“Gdziime Perde Indi, Dilim Dolaniyor”

65 yasinda
Hipertansif ve hiperlipidemisi olan
Erkek hasta,

Sabah kahvalti ederken yaklasik 15 dakika stren,

Sol gozunde ani ‘perde inmesi’ seklinde gorme
kaybi (Amaurosis Fugax) ve

Kelimeleri bulmada zorlanma (Disfazi) atagi
geciriyor.

Acil servise basvurdugundatim semptomlari
tamamen duzelmis.

Norolojik muayenesi normal.

Ancak fizik muayenede sag boyunda, cene

kosesinde ufurum duyuluyor.

spesifik bir bulgudur.

Amaurosis fugax, internal ka"rofis =
arterin ilk dali olan oftalmik

arterin gecici 1skemlsme baghdlr g
ve Karotis hastaligricin ok~ |

] oy
s { Al X
Sosouf A E R et Rl el TR W B, S

v\/



inmenin(SVO-CVA) Onlenebilir Nedeni: Karotis Arter Hastaligi

@ Patofizyoloji ve Tani A A Tedavi Karari: Kanita Dayali
Karotis bifurkasyonunda olusan / T Jr 1 Tip (NASCET Callgmasu)
aterosklerotik plaktan kopan kuguk »—\{ \ ddle SEMPTOMATIK HASTALAR (GIA veya hafif
pihti veya plak pargalar (emboli), oeyin w | Cerebral  inme gegirmig):
damarlarini tikayarak Gegici Iskemik @ 5 y Anen « Ipsilateral Darlik >%70: Cerrahi (Karotis

Iskemik Atak (GIA) veya kalici inme'ye Endarterektomi CEA), medikal tedaviye

External
(Stroke) neden olur. artery gore inme riskini belirgin sekilde azaltir
| . Internal — - Atherosclerot (%26'dan %9'a).
N Tani: Hizh ve Etkili artery plaque « Ipsilateral Darlik %50-69: Cerrahi yine
IIk ve En Onemli Test: Karotis Dupleks Caonn;rrr;on - N oo faydaldir, ancak mutlak fayda daha azdrr.

Ultrasonografi. Darlik derecesini %

olarak olger, plak yapisini (ulserli,

yumusak) degerlendirir ve

intrakraniyal akimlar hakkinda fikir Aortic
verir. Genellikle tedavi karari icin areh
yeterlidir.

ASEMPTOMATIK HASTALAR: "Tedavi karari
daha tartismalidir. Genellikle >%80 aarligi olan,
yasam oeklentisi uzun ve cerrahi riski distk
hastalarda mudahale dusunuldr.”

/ Cerrahin Gozunden: Tedavi Segenekleri

Karotis Endarterektomi (CEA): ""Altin Standart". Damar agilarak plagin cerrahi olarak temizlenmesi." |
Karotis Arter Stentleme (CAS): "Anjiyografik olarak stent yerlestiriimesi. Yuksek cerrahi riskli hastalarda pir alternauftlr
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