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Septic Shock Implication of Physiopathology:
A New Model for The Novel Therapy
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Newborn 0 days to 1 week
Neonate 1 week to 1 month
Infant 1 month to 1 year
Toddler and preschool 2-5 years
School age child 6-12 years

Adolescent and young adult 13 to < 18 years
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Heart Rate, Beats/Min

Age Group Tachycardia Bradycardia

Respiratory Rate,
Breaths/Min

Leukocyte Count, Systolic Blood

Leukocytes x 10’mm  Pressure, mmHg

0 days to 1 wk >180 <100
1 wk to 1 mo >180 <100
1 moto 1 yr >180 <90
2-5 yrs >140 NA
6-12 yrs >130 NA
13 to <18 yrs >110 NA

>50
>40
>34
>22
>18
>14

>34 <65
>19.5 or <5 <75
>17.5 or <5 <100
>156.5 or <6 <94
>13.5 or <4.5 <105
>11 or <4.5 <117

NA, not applicable.
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Interaction between coagulation system and inflammation

Site
of
Infection

TPIasminogen, PAI-1 CRPT

Neutrophils T

—————— Pro-inflammatory cytokines

Inhibition ¥89 Thrombomodulin

|

Elastase T

Tissue factor T \

Inhibition w®4 fibrinolysis

PAI-1; Plasminogen activator inhibitor-1

TAFI activated +

Decrease in Anti-Thrombin Il &
C1-inhibitor

Protein C |,
Result in DIC
Antithrombin 1ll {,

Fibrinolysis

CRP; C-reactive protein; +TAFI; Thrombin activatable fibrinolysis inhibitor

Activated protein C; a major inhibitor of PAI-1
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A9 2 u a9 Lipopolysaccharide-induced intracellular signalling cascade

MD2 (myeloid differentiation), CRE = cyclic AMP-responsive element, CREB = CRE binding protein
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