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Increased RV afterload

v

RV dilatation

TV insufficiency

RV O, deliver
2 Y 'I! RV wall tension T

RV coronary J‘

perfusion Neurohormonal
activation
Systemic BP »lv Myocardial

inflammation
RV O, demand 1

LV pre-load J, RV ischaemia
RV output J, RV contractility J,

Low CO

BP = blood pressure; CO = cardiac output; LV = left ventricular; RV = right
ventricular; TV = tricuspid valve.
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Wells kriterleri Puan
Derin ven trombozu (DVT) semptomlari 3
PE dis1 hastalik olma olasiligr dustk 3
Onceden gecirilmis DVT veya PE 1.5
Nabiz>100/dk 1.5
Son 4 hattada gecirilmis cerraht vevya | 1.5
immobilizasyon
Hemoptizi
Aktif kanser
Klinik olasilik (Wells)
3 basamakh skor
Dustiik 0-1
Orta 2-6
Yiksek >7
2 basamaklh skor
PE olasihig: dustk 0-4
PE olasilig1 yuksek >3




Modifive Geneva skoru

Bacagin palpasyonu ile agr1 veya tek tarafli
odem

Tek tarafli alt extremitede agr

Nabiz 75-94

>95

Onceden gecirilmis DVT veya PE

Son 1 ayda cerrahi veya ekstremuite fraktiirii

Hemoptizi

Aktif kanser

Yas>65

Puan

— 2 D L n L L

Klinik olasilik (Modifiye Geneva)
3 basamakh skor
Diisiik
Orta
Yiiksek
2 basamakl skor
PE olasilig1 diistik
PE olasilig1 yiiksek

0-3
4-10
>11

>0




Pulmoner Emboli Diglama Kriterleri
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PERC ( Pulmonary Embolism Rule-QOut Criteria) | AOANR 2 VYl
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»  Nabiz <100 /dakika,

n  DVT /PE dykiisi yok,

» <4 hafta gecinlmis ameliyat & travma
» Hemoptizi yok,

s Ostrojen kullanimi yok,

n Tek tarafli bacak sishidi yok
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Suspected PE with shock or hypotension

CT angiography immediately available

v

Echocardiography

'

RV overload®

|

Yes ——>

No
¥

No other test available®
or patient unstable

Y

Search for other causes
of haemodynamic instability

_________

Yes

32 NA

CT angiography ‘
available

and — CT ang

r

iography

patient stabilized

l

positive

l

negative

PE-specific treatment:
\ primary reperfusion®

Search for other causes
of haemodynamic instability

\/




Suspected PE without shock or hypotension

v

Assess clinical probability of PE

Clinical judgment or prediction rule*

¥ ¥
Low/intermediate clinical probability High clinical probability
or PE unlikely or PE likely
|
v
D-=-dimer
i !
negative positive
¥
CT angiography CT angiography
! l ! l }
no PE PE confirmed® no PE PE confirmed®
' | ! | |

No treatment®

b
or investigate further? L=

No treatment® Treatment®

CT = computed tomographic; PE = pulmonary embolism.

“Two alternative classification schemes may be used for clinical probability assessment, i.e. a three-level scheme (clinical probability defined as low, intermediate, or high) or a
two-level scheme (PE unlikely or PE likely).VWhen using a moderately sensitive assay, D-dimer measurement should be restricted to patients with low clinical probability or a
PE-unlikely classification, while highly sensitive assays may also be used in patients with intermediate clinical prebability of PE.Note that plasma D-dimer measurement is of limited
use in suspected PE occurring in hospitalized patients.

*Treatment refers to anticoagulation treatment for PE.

*CT angiogram is considered to be diagnostic of PE if it shows PE at the segmental or more proximal level.

“In case of a negative CT angiogram in patients with high clinical probability, further investigation may be considered before withholding PE-specific treatment.
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]Table 9 Classification of patients with acute PE based on early mortality risk

Intermediate

Intermediate-high

Shock or
hypotension

Risk parameters and scores

PESI class lII-Y
or sPESI >[2

Signs of RV
dysfunction on an
imaging test”

Both posicve

Cardiac laboratory
biomarkerst

Intermediate=low

Either one (or none) positive*

Assessment optional; if assessed,

both negative’

ESC 2014&uropearHeart

Journal



Prognostic Model for Pulmonary
Embolism: PESI Score

Class 1 Very low risk <65
Class 2 Low risk 66-85
Class 3 Intermediate risk 86-105
Class 4 High risk 106-125
Class 5 Very high risk > 125
Predictor Points Predictor Points
Age Age inyrs  Clinical findings:
Male +10 Pulse 2 110/min +20
Comorbid conditions: SBP < 100 mm Hg +30
Cancer +30 Respiratory rate = 30/min +20
Heart failure +10 Temperature < 36°C +20
Chronic lung disease +10 Altered mental status +60
O, saturation < 90% +20

« Theramhacie ) ) U o
@ ‘ Aujesky D, et al. Am J Respir Crit Care Med. 2005;172:1041-1046, @t"? MLL'!!M‘}[)(
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JimenedD, et al Archintern Med
2010:170:1383®.



Table 3.|Thirty-|]ay Mortality Within Risk Strata Derived From the Original and the Simplified PESI
in the Derivation and Validation Cohorts

Original PESI Derivation Cohort, %

Simplified PESI Derivation

(95% Cl) Study Cohort, % (95% Cl)
PESI Risk | Patients Deaths® | Patients Deaths |
Categories (n=10354) (n=953) (n=995) (n=T78)
Original
| 19.4 (18.7-20.2) 14.3(12.1-16.4) 2.1(0.2-4.5)
| 21.5(20.7-22.3) 22.0(19.4-24.6) 2.7(0.6-4.9)
| 21.7(20.9-22.5) 27.7 (25.0-30.5)" 5.4(2.8-8.1)
|1 16.4 (15.7-17.1) 215 (18.9-24.1)0 10. 3 (6.2-14.3)
V 21.0 (20.3-21.8) 145 (12.3-16.7) 22 2 (15.4-29.0)
Low? 40 9 (40.0-41.8) 36.3 (33.3-39.3)° 2.9(0.9-4.1)
High? 9.1 (58.1-60.0) 63.7 (60.7-66.7) 10. 9 (8.5-13.3)
simplified
Low 30.7 (27.8-33.5) 0.0-2.1)
High 69.3 (66.5-72.2) 8.9-13.2)
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