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Supplemental oxygen +
endotracheal intubation and
mechanical ventilation

Central venous and
arterial catheterization
Sedation, paralysis

(if intubated),
or both

Inotropic agents

‘ Rivers E,et al.:NEJM 345:1368-1377,2001
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ARDSD iz B %
“The Berlin Definition”
—Mild:

200mmHg < Pa02/FI02=300mmHg
—Moderate:

100mmHg<Pa02/FI02=200mmHg
—Severe:

Pa02/FI02=100mmHg

JAMA.2012;307(23):d0i:10.1001/jama.2012.5669

ARDSD #T a2 i £ 2
“The Berlin Definition”

— Timing: The onset must be within 1 week of a known clinical insult or new or
worsening respiratory symptoms.

— Chest i bilateral opacities consistent with pulmonary edema on the chest

radiograph as defining criteria for ARDS, but also explicitly recognized that these
findings could be demonstrated on CT scan instead of chest radiograph
— Origin of Edema: Patients may qualify as having ARDS as long as they have

respiratory failure not fully explained by cardiac failure or fluid overload as judged

by the treating physician using all available data

- O ion: a minimum level of PEEP (5 cm H20), which can be delivered

noninvasively in mild ARDS, was included in the draft definition of ARDS.

JAMA.2012;307(23):d0i:10.1001/jama.2012.5669
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Predictive Body Weight
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134 333 288 160 569 524
136 3541 306 162 587 54.2
1238 368 324 164 606 561
140 38.7 342 166 624 579
142 405 360 168 642 297
144 424 378 170 €60 815
146 442 397 172 678 633
148 460 415 174 697 652
160 478 433 176 715 670
182 496 451 178 733 688
154 515 470 180 751 706
156 533 488 182 769 724
158 551 5086 184 788 743

ARDSIZx 9 &R EE D B 1Y

— RGBSR DHE TG £FRRER
DIENE N TIFIREE 55 B e D 3E e

ELRERRK

s fREICHAMBEZEFIRT S

o FHREMNERRLAZEVESICPEEPERD

o RN EREFRETBYRT LOTEELTEITD
s RABRREEZHIRT S

it £ FE B D L SR ER TE

s VCV

s ZERERNEZE30 cmH20LLFIZT S

s 1EM SR =L FRKREPBW)HT=Yeml/kgZx
BLETH

o FFIR[E%(E30~35/7%LRET S

. J};ﬁﬂﬂﬁ“lﬁﬂﬁL7§IL\$579?+§J\7§?PEEP€‘H7JDT

c MABRREIX60%KREET S
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(ARDS Clinical NetworkdY)

B 4% :TV=6 ml/kg. Ppl<30cmH,0, pH=7.30~7.45
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Up To Datekl)

Yes

Immunccompromise, history of CNS disease, new onset seizure,
i altered ess, or focal ic deficit; or
delay in performance of diagnostic lumbar puncture

No { } fes

Blood cultures STAT "STAT"
indicates
that the

intervention

Blood cultures and
lumbar puncture STAT

Dexamethasone® + empiric Dexamethasone* + empiric

antimicrobial therapy®a antimicrobial therapy® should be
eu * * done
emergently.
CSF findings Negative CT scan
consistent with of the head
bacterial meningitis

Pt
Perform lumbar

Positive CSF puncture

Gram stain

No Yes

Dexamethasone* + targsted
antimicrobial therapy®

Dexamethasone* + empiric
antimicrobial therapy®
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Septic cardiomyopathy

Adhesion and infiltration
of monocytes

Cytokine release {7 A ‘j}I Activation of coagulation system

High NO concentrations Impaired oxygen utilisation

=

Monocyte activation

===

Endothelial activation

Impaired coronary Endothelin upregulation

(micro)circulation

-

Merx, M. W. and C. Weber, Circulation.
2007 Aug 14;116(7):793-802.

Septic cardiomyopathy

CARDIOGENIC SHOCK

Systole

Figure 1 Transesophageal echocardiography in two patients-one with cardiogenic shock (above) and the other with septic shock
(below) I it v nic sh left he le i

Vieillard-Baron, Ann Intensive Care.
2011 Apr 13;1(1):6.

Septic cardiomyopathy
rt. ventricular dysfunction

w of the left ventricle by a transesophageal approach in a patient ventilated for septic shack

icular dysfunction illustrated by major dilstation of the right ventricle. At day 2 tpane! B), this was ¢

Figure 2 Long-axis
the patient had i
ventricke; LV, left ve

Vieillard-Baron, Ann Intensive Care.
2011 Apr 13;1(1):6.

Septic cardiomyopathy
After initial resuscitation and Nad

Diastole Systole

Baseline
LVEF 70%

Norepinephrine
LVEF 40%

Figure 3 Short-axis view of the left ventricle by a transgastric approach in a patient with septic shock at baseline after initial
resuscitation and after a few hours of norepinephrine infusion. Note that restoration of & ‘normal” left ventrcular aferioact has unmasked

impeired contractiy. LVEF, left ventriculr ejection fracton

Vieillard-Baron, Ann Intensive Care.
2011 Apr 13;1(1):6.




