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60-65% °

AN 5

ORI AR T Ry v FE BB 1 B AR RE -
BT RO B AL T AR - BhRERR R 0 B
HE MBI B o AR IR R a1 L 5
PR B e S5 A AR A BRI B - AR (R
HUEF A PEIGHE o AR 2 RER ML b 7 Jg
T HERRIH - DUE— P UCEIRR TR -

£ e LR

e | P SCALSME - AT BYIRARERF LI
v % HhigL -

55— #3 {#5 F Norepinephrine #£Ff MAP » I
A Dobutamine t3% CI -

FRER | HEBRZA SR RIEST PCI (Primary PCI) ©

(9]

N




& VAR S SR TG 0 R — A SR B ) B B ARG 163

&
£

A

THEYIIEGER AR (Cl<2.2, ZREAEE) -

gL JFE ) MCS (IABP/Impella/ECMO)

HRIE Swan-Ganz BURFEERT / e &7 ELLL

B gy -

W

—_

o

5 3CJRk

. Lisebrink E, Binzenhdfer L, Adamo M, et al. Cardiogenic
shock. Lancet 2024;404(10466):2006-20.

Naidu SS, Baran DA, Jentzer JC, et al. SCAI SHOCK Stage
Classification Expert Consensus Update: A Review and
Incorporation of Validation Studies: This statement was
endorsed by the American College of Cardiology (ACC),
American College of Emergency Physicians (ACEP),
American Heart Association (AHA), European Society of
Cardiology (ESC) Association for Acute Cardiovascular
Care (ACVC), International Society for Heart and Lung
Transplantation (ISHLT), Society of Critical Care Medicine
(SCCM), and Society of Thoracic Surgeons (STS) in Decem-
ber 2021. J Am Coll Cardiol 2022;79(9):933-46.

. Marbach JA, Di Santo P, Kapur NK, et al. Lactate Clear-
ance as a Surrogate for Mortality in Cardiogenic Shock:
Insights From the DOREMI Trial. J] Am Heart Assoc
2022;11(6):¢023322.

Sundermeyer J, Dabboura S, Weimann J, et al. Short-Term
Lactate Kinetics in Patients With Cardiogenic Shock. JACC
Heart Fail 2023;11(4):481-3.

. Jentzer JC, Van Diepen S, Patel PC, et al. Serial Assessment

10.

12.

13.

of Shock Severity in Cardiac Intensive Care Unit Patients. J
Am Heart Assoc 2023;12(23):¢032748.

Sinha SS, Morrow DA, Kapur NK, Kataria R, Roswell RO.
2025 Concise Clinical Guidance: An ACC Expert Consensus
Statement on the Evaluation and Management of Cardio-
genic Shock: A Report of the American College of Cardiol-
ogy Solution Set Oversight Committee. ] Am Coll Cardiol
2025;85(16):1618-41.

De Backer D, Biston P, Devriendt J, et al. Comparison of do-
pamine and norepinephrine in the treatment of shock. N Engl
J Med 2010;362(9):779-89.

. Filomia S, Del Buono MG, Saponara G, et al. Vasopressin

in cardiogenic shock: pathophysiology, clinical evidence,
and therapeutic perspectives. ESC Heart Fail 2026;13(1):
xvag053.

Mathew R, Di Santo P, Jung RG, et al. Milrinone as Com-
pared with Dobutamine in the Treatment of Cardiogenic
Shock. N Engl J Med 2021;385(6):516-25.

Hochman JS, Sleeper LA, Webb JG, et al. Early revasculari-
zation in acute myocardial infarction complicated by cardio-
genic shock. SHOCK Investigators. Should We Emergently
Revascularize Occluded Coronaries for Cardiogenic Shock.
N Engl J Med 1999;341(9):625-34.

. Thiele H, Akin I, Sandri M, et al. PCI Strategies in Patients

with Acute Myocardial Infarction and Cardiogenic Shock. N
Engl J Med 2017;377(25):2419-32.

Lim HS, Gonzalez-Costello J, Belohlavek J, et al. Hemo-
dynamic management of cardiogenic shock in the intensive
care unit. ] Heart Lung Transplant 2024;43(7):1059-73.
Thiele H, Hassager C. Cardiogenic Shock. N Engl J Med
2026;394(1):62-77.



164

Contemporary Management of Cardiogenic
Shock: From Hemodynamic Optimization to
Precision Medicine

Chih-Fan Yeh'2

"Division of Cardiology, Department of Internal Medicine,
National Taiwan University Hospital and
National Taiwan University College of Medicine, Taipei, Taiwan
2Cardiovascular Center, National Taiwan University Hospital, Taipei, Taiwan

Cardiogenic shock (CS) is a state of systemic hypoperfusion resulting from severe cardiac dysfunction and is
most commonly associated with acute myocardial infarction or acute decompensated heart failure. Its fundamental
pathophysiology is characterized by a vicious cycle of reduced cardiac output, hypotension, and tissue hypoxia,
ultimately leading to multiorgan failure. In recent years, clinical assessment has evolved from reliance on static
parameters toward dynamic monitoring strategies. The Society for Cardiovascular Angiography and Interventions
(SCAI) shock classification has gained widespread adoption by emphasizing temporal dynamic changes in
patient status and the prognostic significance of clinical modifiers. Current guidelines advocate a hemodynamic-
driven, individualized treatment approach, including tailored pharmacologic therapy and timely implementation
of mechanical circulatory support (MCS) when indicated. This review summarizes the latest advances in the
pathophysiology, clinical classification systems, pharmacologic management principles, and etiology-specific
treatment strategies for CS. In addition, it highlights the pivotal role of invasive hemodynamic monitoring in guiding
therapeutic decision-making and optimizing patient outcomes.



