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What is Cardiogenic Shock? I.

Inability of the heart to adequately perfuse other vital organs caused by
cardiac (ir)reversible dysfunction




Cardiogenic Shock: Criteria

Table 1. Pragmatic and Clinical Trial Definitions of CS

CGmaivdmin | soocmer [ weesooon | ccnrowdne |

Cardiac disorder that | Clinical criteria: Clinical criteria: SBF <90 mmHg with adequate volume

results in clinical | SBP <90 mmHg for =230 min OR SBF <%0 mm Hg for =30 min OR and clinical or laboratory signs of

and biochemical Support to maintain SBP 200 mmHg Catecholamines to maintain 5BP =20 mmHg | hypoperfusion

evidence of tissue AND AND Clinical hypoperfusion:

hypoperfusion End-organ hypoperfusion (urine output Clinical pulmonary congestion Cold E:x.trérnities, oliguria, mental
<30 mLh or cool extremities) AND confusion, diﬂines_ﬁr narrow pulse pressure
Hemodynamic criteria: Impaired end-organ perfusion (altered
Clof <2 2 L-min-'-m-2 AND mental status, cold/clammy skin and
PCWP 215 mmHg extremities, urine output <30 mU'h, or

B lactate =2.0 mmolL)

Laboratory hypoperfusion:
Metabolic acidosis, elevated serum lactate,
elevated serum creatinine

Circulation. 2017;136:e232i €268



What is Cardiogenic Shock? |.

1) SBP < 90mmHg x 30min or vasopressors required to keep SBP >
90mmHg

2) Cardiac index < 1.8 without support and ~2-2.2 with support
3) Elevated filling pressures (wedge > 18mmHQ)

4) Usually accompanied by evidence of hypoperfusion: cool extremities,
decreased UOP, altered MS, elevated lactate




What are the causes of Cardiogenic Shock? I.

1) Acute myocardial infarction

2) AMI with mechanical complications
(VSD, free wall rupture, acute MR)

3) Acute decompensated heart failure

(ischemia, valvular disease, volume overload, arrhythmia)
4) Post-cardiotomy shock

5) Acute rejection status/post transplant
6) RV mediated shock (i.e. massive PE)*
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Why Is It Important to recognize and
treat Cardiogenic Shock? |.



Why Is It Important to recognize and
treat Cardiogenic Shock? |.

It kills peopleé .frequently

For CS due to STEMI, the in-hospital mortality rate has decreased
from 60.3% in 1995 to 47.9% in 2004 ;oA 2005:294(4):448.

Even in more recent studies, the in-hospital mortality rate remains

~30%
30% J Am Heart Assoc. 2014 Feb; 3(1): €000590.
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How should we treat Cardiogenic Shock? |.

Cardiac Output = Stroke Volume x Heart Rate
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Stroke Volume (SV): LV dysfunction
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Stroke Volume (SV): LV dysfunction
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Cardiogenic Shock hemodynamics I.

Wedge/LA/ Aortic pulse
«—> LV SVe——
PAD/LVEDP pressure
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