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EKcTpemManbHI CTaHU — 3aranbHi BaXKi
CTaHW OpraHi3my, Lo pO3BMBAOTLCA Nia
aleto ekcTpemManbHUX doakTopiB
30BHILUHBLOIO YN BHYTPILWHbLOIO
cepenoBuLLa, Lo

XapakTepusyrTbCca 3Ha4YHUMIN po3nagamMu
XUTTEQIANBHOCTI OpraHiamy, sKi

MOXYTb NPU3BECTMN OO CMEPTI.



Konanc — eKCTpeManbHUWN CTaH, MNP AKOMY
00’EM LIMPKYIOOYOI KPOBI MEHLLUK, HIXK 00’
€M CYOMHHOrO pycna
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LLIOK - excTpemanbHhum cTaH, wWwo BuHuKae npw

AOi1 YAHHUKIB, LLO NOPYLUYOTb rOMeocCTas,
Haa3BMYaWHOI CUIN, IHTEHCUBHOCTI abo
TPMBANOCTI, | XapakTepuU3yeTbCs
reHepanizoBaH1UM NOPYLUEHHSAM

doYHKLIOHYBaHHA OpraHiB Ta CUCTEM BHACNIOOK

KNIATUUHOIN O0ONVILEeHHY reMoOniMHAMIKIA
HenpoeHOoKPUHHI

MeTabonivHi NopyLUEHHS
MOPYLLEHHS

[TopyLLeHHA MicLeBOl
perynauii Ta MpKKNITUHHOI
B3aemMofil

[eMogmMHaMiYHI NoOpyLLEHHS
(B T.4. MiKpOLMPKYNALil)

[loniopraHHa
HeOoCTaTHICTb
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PATHOPHYSIOLOGY IN HEMORRHAGIC SHOCK

SYMPATICO-ADRENERGIC REACTION CENTRAL VENOUS PRESSUREl

VASCULAR SYSTEM
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VASOCONSTRICTION
Endothelium Basement membrane Arteriole smooth muscle

Endothelin release
causes vasoconstriction vasoconstriction

Effect on eNOS




CTpecopHa BignoBiab siK NPOTULLOKOBUM
MeXaHIi3M

AHTUTINOKCUYHOrO 3aTpuMKa pianHu 3anobiraHHA
3axXMUCTy NPIOPUTETHUX B OpraHi3mi Konnancy

[igBULLEHHSA Ba3oKkoHCTpUKUIS
[MOKOHeoreHesy Ta AkTtuBauia PAC nepndgoepinHnx
ninonisy CyOVH

KoHTpiHCynapHa ais [MigBULLEHHS
CTPECOPHUX cekpeuii
FOPMOHIB Ba30MpecuHy

XPOHOIHOTPOMHNA
eekT

3aTpuMKa ioHiB Na i

[MikoreHoni3 GikapboHarTiB

edeKTUBHOCTI NMonepenxeHHA
30BHILUHLOIO nporpecyBaHHA
v aunaosy




CTpecopHa BignoBiab siK NPOTULLOKOBUM
MeXaHIi3M

Role of Norepinephrine and 5-HT:
Inhibition of Pain Signaling
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|[HLI BUAW LLOKY, LLO YacTo
3yCTpivalTbLCA
« KapaioreHHumn

* AHaINaKTUYHUA
 ['InoBonemivyHuK (onikmn/xsopoodbu LLUKT)




KoMma -ekctpemanbHuii cTaH, wo
PO3BNUBAETLCA B pe3ynbTaTi YIWKOAXKEHHS
rONIOBHOIO MO3KY, 3 NpoaBamMu y BUrnaai

NPUrHIYEeHHA CBIAOMOCTI, MOPYLUEHHSAM
doyHKLIOHYBaHHA aHani3aTopiB Ta CUCTEM
niaTpUMaHHA roMmeocTasy

» Qi3nyHi (TpaBmMa, HAbpPSAK, NOPYLLUEHHS
KPpOBOOOIry)

e XiMIYHI (TOKCUYHI, MeTaborni4Hi)
* |HQPEKUINHI (MEHIHTITU, eHUedaniTn)
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— Non-coding RNAs
’ BBB disruption
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[ Oxidative/Nitrosative Stress
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Edema

Excitotoxicity
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Energy Failure

Check their FACE.
Has their mouth drooped?

lonic imbalance

7 days

Can they Iift both ARMS?

IME

TIME is critical. If you 3e¢ any
of these signs, call GO0 now!

Is their SPEECH slurred?
Do they understand you?
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Pathogenesis of myxedema coma
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1l Thermogenesis Cardiovascular Fluid balance
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Hypothermia 1 Inotropism
1 Chronotropism

1 Sensitivity to T Vascular
hypercapnia and 1 Cardiac output permeability
hypoxia T Vasoconstriction T Water retention

|

Respiratory Low blood
insufficiency volume

|

v
Altered Cerebral 1 Blood pressure,
mental status anoxia shock

Source: Gardner DG, Shoback D: Greenspan’s Basic & Clinical
Endocrinology, 9th Edition: www.accessmedicine.com
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MeHuHreanbHbIi 'BocnaneHus, NuKeo- [ Invasion of SAS by meningeal pathogens I
PHAA rMNepTeHsua

A e : [ Multiplication of organisms and lysis of organisms by bactericidal antibiotics I

!

l Release of bacterial cell-wall components (endotoxin, teichoic acid) |

OBWaA MNepecTesua Kk Tak- o R
TUNBHBIM, 3BYKOBbIM U CBE- PazapakeHue Hecneuud-

TOBbIM pasgpaxTenam WUYECKMX CTRPYKTYPR MO3ra, % 3 .
Stey s NS Production of inflammatory cytokines |

[Bonesbie TOHWYECKHE MeHWHTeanbHbIe pednekcs | endothelial cells blood flow acids and reactive
| st \ T oxygen and
{ ; nitrogen species

t Permeability of Leukocytes migrate into
blood vessels with CSF, degranulate, and —
leakage of plasma release toxic metabolites Cell injury
proteins into CSF and death

t

Exudate in SAS obstructs
outflow and resorption of
CSF and surrounds
and infiltrates
cerebral vasculature
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