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Ventricular end-diastolic volume (ml)
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VOLUMEN

Intracellular Extracellular Water
27-30 L 14-16.5 L excretion
| I | per 24 hrs
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&, Capillary wall

Water intake Feces
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5-25LH,
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Tissue fluid Where P, = hydrostatic
pressure in the
capillary

n; = colliod osmotic
pressure of
interstitial fluid

P; = hydrostatic
pressure of
interstitial fluid

T, = colloid osmotic
? Venule pressure of
blood plasma

Arterial end of capillary Venous end of capillary
(Pe+m) = (P; + np)
(Fluid out)  (Fluid in)
(37+0) — (1+25) (17+0) = (1 +
=11 mmHg
Net filtration
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/ Pressure = 0 mmHg

AP=100-0
= 100 mmHg

N

Pressure = 120/80
(mean = 100 mmHgQ)
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25 L/min  Cardiac output = 25 L/min
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Radius =1 mm (a)

Resistance = R 0
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Blood flow = 1/16 F (b)
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Figure 15-31
Molecular Cell Biology, Sixth Edition
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DO, = CAO, x CO

CAO, = HGB x 1.34 x SAO, + (PO, x 0.03)
PTF (cO) = PULZUSSZAM X VEROTERFOGAT (SV)
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EARLY GOAL-DIRECTED THERAPY IN THE TREATMENT OF SEVERE SEPSIS
AND SEPTIC SHOCK

EmanueL Rivers, M.D., M.P.H., BRYanT NGUYEN, M.D., SuzanNe HavsTaD, M.A., JULIE RESSLER, B.S.,

Supplemental oxygen =
endotracheal intubation and

mechanical ventilation Screen early for at risk patients
l Twao signs of the systemic inflammatory N Sign of global
Central venous and response syndrome (SIRS) tissue hypoxia
arterial catheterization
Temp C° < 36° or > 38° SBP < 90 mm Hg
HR > 90 beats/min or
Resp > 20 breaths/min Lactate 4 mmol/|
Sedation, paralysis WEBC > 12.0x 10°/1
(if intubated),
or both
Crystalloid
<8 mm Hg . I
Colloid
8-12 mm Hg
MONITOR
>80 mm Hg
=65 and =90 mm Hg
. =70% VOLUMEN
ransfusion of red cells
Sev until hematocrit =30% |_<79%
OXYGEN

Hospital admission

N Engl ] Med, Vol. 345, No. 19 - November 8, 2001



Emergency Medicine Australasia- L '

Emergency Medicine Australasia (2012) 24, 14-22 doi: 10.1111/j.1742-6723.2011.01516.x

EMA

REVIEW ARTICLE

Review article: Part one: Goal-directed
resuscitation — Which goals?
Haemodynamic targets

doi: 10.1111/.1742-6723.2011.01515.x Emergency Medicine Australasia (2012) 24, 127-135

Review article: Part two: Goal-directed
resuscitation — Which goals? Perfusion targets







RIZIKO-MENEDZSMENT RESTITUTIV-MENEDZSMENT

KORAI KORAI KORAI KORAI
FELSIMERES ERTEKELES STABILIZALAS EYOGYITA REHABILITACIO




Assessing healthy
tissue oxygenation is
an important part of
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Sepsis is one

of the most
common diseases |
Cases per
100,000 population
(US / "Europe)

Million US-Dollars
spent for
state-funded
research 2011
Sepsis research
receives the
lowest funding 2
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Sepsis is a medical emergency ®

100 %

Patient
survival 80 %
rate (%)

60 %

Patients 40 %
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‘ Early Recognition of Adult Patients with ¢
Severe Sepsis/Septic Shock R

Obtain
Appropriate
Cultures

Check
Lactate

NO NO

Antibiotics &

Lactate > 4 mmol/L or Lactate > 2 mmol/L
?tBP; ?0 —l\ Multi-Organ or One Organ * IVE
afterBolus[™™1 /| Dysfunction Dysfunction Re-Assess

{& (=5 {} YES {} YES

Antibiotics & IVF
Re-check Lactate

2006.



STRATEGIES

TimELY

OBVIATE the

PROGRESSION of SEPSIS




STOP SEPSIS BUNDLE

Strategies to Timely Obviate the Progression of Sepsis

< 6 ORAS CELOK

< CVP/ScVO2 MONITORIZALAS < 2 6ra
< SZELES SPECTRUMU ANTIBIOSIS <4 éra

<~ HAEMODYNAMIKAI STABILITAS <6 6ra

< CVP28 Hgmm
<  MAP265Hgmm/SBP290Hgmm
< ScV02270%

<~ LACTAT MONITORIZALASA
<~ STEROID ? (cathecolamin resistens v. adrenal.insuff)

2006 September — www.llu.edu/llumc/emergency/patientcare



Surviving Sepsis -+
Campaign e

SURVIVING SEPSIS CAMPAIGN BUNDLES

TO BE COMPLETED WITHIN 3 HOURS:

1) Measure lactate level

2) Obtain blood cultures prior to administration of antibiotics

3) Administer broad spectrum antibiotics

4) Administer 30 mL/kg crystalloid for hypotension or lactate 24mmol/L

TO BE COMPLETED WITHIN 6 HOURS:
5) Apply vasopressors (for hypotension that does not respond to initial fluid resuscitation)
to maintain a mean arterial pressure (MAP) 2 65 mm Hg
6) In the event of persistent arterial hypotension despite volume resuscitation (septic
shock) or initial lactate 24 mmol/L (36 mg/dL):
- Measure central venous pressure (CVP)*
- Measure central venous oxygen saturation (Scvo,)*
7) Remeasure lactate if initial lactate was elevated*

*Targets for quantitative resuscitation included in the guidelines are CVP of 28 mm Hg,
Scvo, of 270%, and normalization of lactate.




ELSODLEGES KAROSODAS

MASODLAGOS

KAROSODAS

BIOLOGIAI VALASZ

KIMENET




A SURGOSSEGI ELLATAS FELADATA A KORAI
ESZLELES ES A KORAI RIZIKO ALLOKACIOT KOVETO \
ALLAPOTSATBILIZALAS

ENNEK IDODEPENDENS ASPECIFIKUS HANGSULYA
A SZERVEZET OXYGENISATIOS ES PERFUSIOS
VISZONYAINAK OPTIMALIZALASA |




