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abste&xcal shock.

SHOCK




AETIOLOGY OF SHOCK
shock include -

emorrhage(occult /overt) , hyperemesis,
losis, peritonitis, burns.

ic>cardiomyopathies , obstructive structural ,
on structural , dysrrhythmias, regurgitant lesions.

ibutive>Neurogenic- spinal injury, regional anesthesia,



shock progresses through three stages.
pensated --Fall in BP and cardiac
pensated by adjustment of
anism, if cause removed -iv
is re versible

U =
! 5

. ;lmpalred Acute tubular necrosis , severe
acidosis, decreased myocardial perfusmn and
contractility = the profound decrease in
perfusion leads to cellular death & Organ failure.



'DIAGNOSIS

"'"’w suspmmn and physical signs of
perfusion and oxygenation are the
ng prompt treatment.



ITIAL MANAGEMENT

| pt requires teamwork--Senior
it nbstetrlt:lan , physician and

d have established
vith shock.

h soon as 1t is suspected or expected aiming for
- prompt restoration of tissue perfusion and
oxygenation.



"_NITIAL RX

t am»\ray is assured and high
(15 lél m]n)usln mask/ intra tracheal

2 Re&ture b md volume and
reverse hypotension with
crystalloids/ colloids.

3 Initial request for4-6 units of blood
should be sent. O Rh negative
blood may be transfused



A= CIRCULATION

response to therapy - Pulse , BP
-'--4. etry, urine output &t its pH. .
.- Head down and left lateral

| compression which
e hypotension.

tive drugs (motroﬁés and vasopressors)
idered if the cause of shock is thought
ef to myocardial depression or profound

ol These d.rugs have no part in hypovolumic
shock.



JEMODYNAMIC CONSIDERATION
IN'PREGNANCY

dduces a hyperdynamic , hypervolaemic
ation.

se of saving mother against

xtent.

50% , blood volume by
wks.

aval compression aggravates the unstability
aemorrhage.

= In antenatal period , uteroplacental hypoperfusion may

- occur before maternal signs are evident . Adversely

affects on fetal well-being , can be detected FHR

abnormalities on cardiotocograph.




S OF HEMORRHAGIC
~ SHOCK

al>Ruptured ectopic
Incomplete abortion, MTP, Uterine
sing evacuation , APH, Uterine
wall hernatoma, Non

)st natal - PPH(primary, secondary) Atonic
Traumatic, Retained tissue
ombosis, Acute uterine inversion .

Nonhaemorrhaglc hypovolaemic shock ,Burns
Hzperemesm gravidorum , Ac. Diarrhoea




:fQNAGEMENT

of f underlymg cause and

terine rupture. PPH, inversion of



JEVELOPMENTS IN MANAGEMENT
OF SHOCK

.. ith salvaged red cells avoids the
us transfusion. Blood is removed
ugh heparuused suction tubing

St tmg RBC have a haematocrit of 55-80 % and
returned to patient quickly.

2 of amniotic fluid is obviously a concern. Use of
separate suction for amniotic fluid and Ieukocyte

- depletion filter has been found in removing fetal

‘component from the salvaged blood.



MANAGEMENT

of salvaged cell transfusion-

-

 capital and maintenance cost.

A1 I = and regular
s to update itself.



f ACTIVATED FACTOR VII
s clot formation through its

| amount of thmmbm and activating

7, VII and platelet aggregation at the site
of injury. Hence aids inconversion of
'_flbrmogen in to fibrin and formation of clot.

@ C.PELVIC ARTERIAL EMBOLISATION






R gs leads to Puh;nonary edema.

ng cardiac disease further increases the

@ Cardiac related death are 2"! most common causes
of death in pregnancy and commoner than the
direct leading cause , thromboembolism.



=

CARDIODGENIC SHOCK

mosis of cardiac lesion.
ction of operable cardiac lesion

o] X nf shock is similar , further Rx depends
' on cardiac lesion=> By the team present in cardiac

ICU






ANAPHYLACTIC SHOCK

g

riou »a]lergn: reaction that is

- Pharmacological agents ,insect
ds , latex may trigger



n previously sensitized. It is
ity (IgE mediated)
akdown and degradation
cells and basup}uls releasing mediators
ine , Serotonin, Bradikynin,

l_bbxane tryptase and leukotrienes) into
plasma . These substances cause increased
mucous membranes secretions , increased
capillary permeability and leakage , marked
vasodilatation and bronchospasm.



ANAPHYLACTIC SHOCK

%) flushing , pruritis , urticaria ,

al erythema, lacrymation
diovascular collapse,

sion, vascndﬂata ion, pale , cold clammy

|, hausea , vomiting.

tory —airway oedema, stridor,

heezing , dyspnoea , cough , chest/throat
. tlghtness hypoxia—confusion , increased
airway resistance.



ension causes collapse with/without
ousness , dizziness , incontinence
sion and throbbing headache .



VIANAGEM NT OF ANAPHYLACTIC

tra t:racheal intubation-airway edema

ke it problematic later.

: ne/trendelenberg position with raised
legs ncreases venous return.
- Start vasopressor drugs and monitor BP.
Rapid infusion for plasma volume expansion ,
with crystalloids



WANAGEMENT OF ANAPHYLACTIC
. SHOCK

gzve:n if significant

spasm in patients on B-blockers.
es - [V Chlorpheniramine.
Cortic teroids - Effcorlin in I V drip .
Iexnmﬂlesone

Referral to critical care unit.




INVESTIGATIONS IN

! degf adation . 3 SﬁmPIES of
15t 2nd 3rd [y following






TCFLUID EMBOLISM

id embolism is a rare , devastating



AVINIOTIC FLUID EMBOLISM

HO -PHYSIOLOGY

ism of AFE not clear.

ore similar to anaphylactic shock.
found in the pulmonary circulation
n pnary vasospasm and

B entllatlnn perfusion mismatch occurs
yund hypoxia ensues.
may account for 50% maternal deaths in 15 hr

[ initial phase there is a phase of

he 1amic compromise caused by left ventricular
- failure . Right heart parameters return to normal . This
- mechanism is yet not clear (animal model studies).



AVINIOTIC FLUID EMBOLISM

Sy e s

CLINICAL FEATURES

‘woman develops acute dyspnoea

= Cardiac arrest.



AVNIOTIC FLUID EMBOLISM
| ANAGEMENT

i et

te and platelets as directed by coagulation

‘recombinant factor Vlla has also being used.

g fresh heparinized blood .

..... ﬁ, Slfﬂ'g’ery Perform emergency caesarean surgery inarrested
mother who are un responsive ?






IBUTIVE SHOCK

)ss in intra vascular volume or

7 ¢t is a massive vasodilatation
g to relative hypovolaemia , reduced
1sion pressure.

od flow to tissue = tissue anoxia






sul of sympathetic nervous
1. a S8 of sympathetlc tone

it .tlon and vasopressor drugs to
act vasodilatation .

| pine may be necessary in high lesions as
bradycardla may occur due to unopposed
‘vagal activity.



JROGENIC SHOCK
ANAESTHESIA

ir during any type of anaesthesia or analgesia

t general anaesthesia is usually due to adverse

ic type).
when over dose of local
d into epidural or subarachnoid

clude —

ag dose is reduced in pregnancy.

 spinal block may follow excessive spread of drug

i idental intrathecal injection of LA intended for
epidural space. Unrecognised dural puncture, migration
of epidural catheter in to intrathecal space.

iv . Hypotension may be aggravated by incorrect positioning ,

absence of lateral tilt -- aortocaval compression.



NIC SHOCK  CLINICAL
FEATURES

anesthesia techniques produce 2>
and motor blockade.
comes problem when it is high and

preceded by nausea or not

ardm unopposed vagal tone due to

e of cardio acceleratory fibers(T1-T4)

ulty in breathing due to paralysis of
intercostal muscles and diaphragm.

4 Upper limb neurological signs (C5-T1) tingling of
fingers and weakness.



NEL .‘OGENIC SHOCK

VIANAGE

VIENT OF HIGH BLOCK

management—-> ABC
liovascular system by

s



OGENIC SHOCK  LOCAL
ANAESTHETIC TOXICITY

to high plasma concentration due
yen -1 V route , rapid absorption

;.:6115 injection of LA while giving
l blocks pudendal paracervical

@ Incre d and generous blood supply in
pIECy aids rapid absorption.



JEUROGENIC SHOCK ~ CLINICAL
“EATURES LOCAL ANAESTHETIC
TOXICITY

dedness , tinnitus , dizziness
umbness metallic taste , anxiety
_ ling o mlpendmg donm
ahzed tonic-cloni C seizures leadmg to

T J:_chycardla hypotension
il rhythmia and refractory
Cardloresplratory arrest.

@ Bupivacaine exhibit signs of toxicity in
obstetrical cases.



ain -BP - Vasuﬁrésé 0 s and inotropic drugs
 management - diazepam 5-10 mg IV slowly.

_5 LSCS to salvage baby.
6.Use of sedatives - to reduce the risk of awareness.






SERJIC SHOCK

\use of maternal

mains a significant ca

rtahty Rate due to it , is 3% in



PTIC SHOCK

atory response syndrome-> (SIRS)
sresence of one or two of the

-5313515 — SIRS with clinical evidence of infection.



PTIC SHOCK

psis with hypotension despite
uscitation.

vith multi organ failure(MODS) -
yguten'slon , hypoxia , oliguria metabolic
‘acidosis , thrombocytopenia , DIC, depressed
level of consciousness



SEP TG g OCK PATHOPHYSILOGY
OF SEPSIS

ive micro organism - E.coli, Streptococcus
lebsiela species, staphylococcus
teria induce an exaggerated

ia secrete -lipid A
aride(Gram-ve)while

olic acid and super antigen Cytotoxins

y to massive production of cytokinins.

_ nm atory cytokinins - activate tissue factor —
Fenph'i_‘_ trigering of coagulation - thrombin
- production - cleaving of fibrinogen in to fibrin



OCK PATHOPHYSILOGY
OF SEPSIS

- disturb hody modulators of
inflammation -- protien C &S, Anti
and tissue factor inhibitor - thus
hy by decreasing fibrinolysis.
alance between mmation , Coagulation &
lysis - Massive wide spread intravascular
thrombi formation.

 production of cytokinins , Protiens C & S
kins = decreased peripheral resistance =
v atation 2 hypotension = hypovolaemia =
dec ed Pco2 - decreased tissue perfusion =
increased cell wall permeability = transfer of fluid
intravascular & intracellular to extracellular
compartment = tissue edema - generalized tissue
anoxia .




SEPTIC SE OCK PATHOPHYSILOGY
OF SEPSIS

ayocardial , renal , cerebral pulmonary and
n occurs.
§ , nitric oxide , B receptor duwn

1S, enduthelm -- massive
rombi , decreased oxygenation ,

1sion -- fetal anoxia -- fetal

::'__ ;. edema - ARDs
.; | renal erfusmn = acute tubular necrosis =2

2. Cerebra 'rdysfunctmn = decreased level of
consciousness = coma.

13. DIC > MODS = Death



SING FACTORS IN
CS TO SEPTIC SHOCK

ck Syndmme {1%
"f'i:‘iun 2RPOC, Uterine perforation -

Ei Cx cerclage in PROM cases.
@ Intra amniotic infection.



r — later on hypothermia



of C)rgan I—Typoperfusmn Confusion , Oliguria
, Blleeding diathesis , Altered mental state






e ex ansion to correct the absolute
1ypovolaemia and maintain end

.......

 for fetal distress in unstable mother will
ast nail in her coffin.

@ If fetal component is source of sepsis , then
delivery becomes the essential part of active
management.



SPECIAL

e - blood ,wound ,
ina and uterus , amniotic

> & gram -ve and anaerobes.

>moval of infective tissue P: evacuation of
_ui'erus colpotomy , laparotomy and if required
caesarean hysterectomy.

@ Goal related therapy .



ADVANCES IN SEPSIS
- MANAGEMENT

directed therapy - modifying the
jeve mean arterial pressure >65
out >0.5 ml/Kg/hr , CVP 8-12
al mixed venous oxygen
) reduce end organ damage
e death . It improves outcome in septic

erapy - aggressive control of blood sugar
_-__ demonstrated to improve outcome in

o] Actwated protein C (APC) - Patient with sepsis has
‘decreased APC levels. Its administration decreases
mortality and reduces organ dysfunction.



ADVANCES IN SEPSIS
MANAGEMENT

eroid therapy ?-- In un selected septic
y worsen outcome because of

ay not respond to increased
of adrenocorticosteroids. Studies on

e therapy in septic shock , have
results. Its beneficial effects in

ical sepsis is unknown.



Key Notes

te, generalized , inadequate perfusion of the

is still common in its management - patients

7.Resusctation to maintain tissue perfusion by ABC should be
_ imtlated as soon as shock is diagnosed.

vlanagement of underlying cause is secondary task.

9.All therapy Is directed at optimising maternal condition and fetal
wellbeing,
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