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Abstract

This case study presents a 25-year-old female patient who developed severe complications post-lower segment cesarean
section (LSCS), characterized by decreased urine output, jaundice, confusion, shortness of breath, and fever. Her clinical

history included pedal edema and confusion, with notable laboratory findings indicating metabolic acidosis, hyperkalemia,
elevated liver enzymes, thrombocytopenia, and acute kidney dysfunction, suggesting HELLP syndrome complicated by septic
shock and multi-organ dysfunction syndrome (MODS). Despite aggressive interventions, including vasopressors, dialysis,
intubation, and broad-spectrum antibiotics, the patient's condition rapidly deteriorated, leading to cardiac arrest and
subsequent death. This case underscores the critical need for early recognition and comprehensive management of HELLP
syndrome and sepsis in postpartum patients, emphasizing the importance of multidisciplinary care and continuous
monitoring to improve maternal outcomes. The findings highlight the potentially fatal nature of these conditions and the

imperative for vigilance in the postpartum period.
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Introduction

A 25-year-old female patient presented with multiple
severe symptoms, including decreased urine output,
jaundice, confusion, shortness of breath, and fever. She
had a history of pedal edema and confusion and had
recently undergone a lower segment cesarean section
(LSCS) five days prior. During her hospital stay, she
received one unit of packed red blood cells (PRBC) and
five units of random donor platelets (RDP). Her vital signs
on admission indicated significant distress: tachycardia,
tachypnea, mild hypotension, fever, hypoglycemia, and
normal oxygen saturation on room air. She had no prior
history of hypertension or diabetes, and there was no
relevant family medical history.

Treatment

Initial treatments included infusions of noradrenaline and
vasopressin and dialysis. Despite these measures, the
patient's condition deteriorated rapidly, with bradycardia,
gasping respirations, and non-recordable blood pressure,
necessitating intubation and mechanical
Cardioverter defibrillation was performed with temporary
rhythm restoration.

ventilation.

Subsequent treatments included sodium bicarbonate,
calcium gluconate, dextrose, meropenem, levofloxacin,
pantoprazole, ursodeoxycholic acid, and tigecycline.
Despite aggressive management, the patient's condition
further declined, leading to cardiac arrest and multiple
unsuccessful resuscitation attempts. The patient was
eventually declared dead due to cardiopulmonary arrest
secondary to HELLP syndrome, septic shock, and multi-
organ dysfunction syndrome (MODS) [1].

Case Study

A 25 year old female patient came to hospital with the
chief complaints of decreased urine output since morning,
yellowish discoloration of eyes since morning, irrelevant
speech, mild shortness of breath, fever. She has a history
of pedal edema, confusion. She recently underwent LSCS
(lower segment cesarean section), POD 5(fifth post
operative day after surgery), 1 unit of PRBC (packed red
blood cells), 5 units RDP (random donor platelets)
transfusions are done. The vitals are pulse rate is 135bpm,
respiratory rate was 37/min, blood pressure was
109/68mm of Hg, body temperature was 101.4F, GRBS
was 75mg/dl, SPO2 is99% with room air. She has no
previous history of hypertension, diabetes. She has no

family history.
Sl Result
parameter Normal values
no: values
BLOOD GAS ANALYSIS
1 | PH 7.293 7.350-7.450
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2 PCO2 18.3mm/Hg 35-45 mm/Hg
3 P02 288mm/Hg 80-100mm/Hg
ELECTROLYTES

Potassium 6.2mmol/L 3.5-5.5mmol/L
chloride 109mmol/L 98-107mmol/L
COMPLETE BLOOD PICTURE
Hemoglobin 9.2gm% 13.5-17.5gm%
RBC count 3.48mil/cum 4-5.5mil/cum
3 PCV 26.3vol% 40-54vol%
Platelet 0.40
4 count lakhs /cum 1.5-4.5lakh/cum
5 Total WBC 17,100 4000-
count cells/cum 11000cells/cum
DIFFERENTIAL COUNT
Neutrophils 82% 40-75%
lymphocytes 12% 20-45%
SERUM ELECTROLYTES
1 Serlum 157mmol/L 135mmol/L
sodium
Serum
2 chloride 116mmol/L 96-105mmol/L
LIVER FUNCTION TEST
Total
1 bilirubin 13.9mg/dl 0.20-1.0mg/dl
Direct
2 bilirubin 12.7mg/dl 0-0.30mg/dl
3 ALT (SGPT) 48 units/L 0-40 units/L
AST(SGOT) 141units/L 0-37units/L
Alkaline
5 156 IU/L 0-1371U/L
phosphatase / /
6 Total protein 6.1gms/dl 6.4-8.2gms/dl
7 Albumin 2.7gms/dl 3.4-5.0gm/dl
Serum
2 1 .60-1. 1
8 creatinine mg/d 0.60-1.50mg/d

Her height is 5.6 feet, weight 77kgs, her BMI is 27.
On the day of admission, she was given with following
treatment

e Inj. Noradrenaline infusion @20ml/hr

e Injvasopressin infusion@6ml/hr

e Dialysis done.
On the next following day, on examination patient was
gasping, BP not recordable, pulse rate was 40/min which
indicates bradycardia, even spo2 is also not recordable,
patient is incubated with 7mm oral cuffed ET tube and
connected to the ventilator, followed by immediate
synchronized cardioversion done with 200] shown the
rhythm of 140/min. Her FIO2 (Fraction of inspired
oxygen) is 1(normal is 0.6-0.7), PEEP (Positive end
expiratory pressure) is 6 which is normal.
The following treatment was given IN]J. SODABICARB
100ml IV STAT

e INJ CALCIUM GLUCONATE 10ML slow IV

e INJ 25% DEXTROSE with 100ml IV STAT.

e INJMEROTROL 1gm IV TID

e INJLEVOFLOX 500mg IV OD

e INJPANTOP 40mgIV OD
e TABURSOCOL 600mg PO BD
On the same day evening on examination shown E1VTM1,
BP is not recordable, pulse is not felt, CVS-S1S2 absent,
respiratory- no spontaneous breaths, SPO2 not recordable,
patient had sudden cardiac arrest then IN] ADRENALINE
1mg IV is given, CPR started and continued for some
period of time with 3-4 doses of IN] ADRENALINE. Patient
had ventricular tachycardia, 200] cardioversion done.
Ongoing SLED, guarded prognosis explained to the
relatives. IN] TIGEZ 100mg STAT followed by 50mg BD
was added. Followed by the night duty examination, her
BP was on examination, her BP was 90/60mm Hg, heart
rate was 140/min, altered sensorium, jaundice, low
platelets then patient had bradycardia and asystole, then
CPR initiated according to the protocols, patient could not
be supportive in spite of CPR efforts, patient declared dead
due to the CARDIO PULMONARY ARREST DUE TO HELLP
SYNDROME WITH SEPTIC SHOCK WITH MODS OF POST
LSCS.

Results

Blood Gas Analysis
e  pH:7.293 (acidotic)
e PCO2:18.3 mmHg (low)
e PO02:288 mmHg (high)

Electrolytes
e  Potassium: 6.2 mmol/L (elevated)
e  Chloride: 109 mmol/L (slightly elevated)

Complete Blood Picture
e  Hemoglobin: 9.2 gm% (low)
e  RBC count: 3.48 mil/cum (low)
e  PCV:26.3 vol% (low)
e  Platelet count: 0.40 lakhs/cum (very low)
e  Total WBC count: 17,100 cells/cum (high)

Differential Count
e  Neutrophils: 82% (high)
e  Lymphocytes: 12% (low)

Serum Electrolytes
e  Serum Sodium: 157 mmol/L (elevated)
e  Serum Chloride: 116 mmol/L (elevated)

Liver Function Test
e  Total Bilirubin: 13.9 mg/dl (high)
e  Direct Bilirubin: 12.7 mg/dl (high)
e  ALT (SGPT): 48 units/L (slightly elevated)
e  AST (SGOT): 141 units/L (high)
e Alkaline Phosphatase: 156 IU/L
elevated)
e  Total Protein: 6.1 gms/dl (low)
e Albumin: 2.7 gms/dl (low)
e  Serum Creatinine: 2 mg/dl (elevated)

(slightly
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Vitals and Clinical Observations
e  Height: 5.6 feet
e  Weight: 77 kg
. BMI: 27

Discussion

The patient's presentation with decreased urine output,
jaundice, confusion, shortness of breath, and fever post-
LSCS is concerning for a severe, multifactorial medical
condition. Her laboratory results showed significant
abnormalities, including metabolic acidosis, hyperkalemia,
elevated bilirubin, elevated liver enzymes,
thrombocytopenia, leukocytosis, and elevated creatinine,
suggestive of acute liver and kidney dysfunction, possibly
secondary to HELLP syndrome (Hemolysis, Elevated Liver
enzymes, Low Platelet count), and septic shock.

HELLP syndrome is a severe form of preeclampsia with
high maternal morbidity and mortality rates,
characterized by hemolysis, elevated liver enzymes, and
low platelets. The patient's condition was further
complicated by septic shock, likely from an underlying
infection post-LSCS, leading to multi-organ dysfunction
syndrome (MODS).

The treatment plan addressed the critical aspects of the
patient's condition, including hemodynamic support with
vasopressors, correction of metabolic acidosis,
management of hyperkalemia, broad-spectrum antibiotics
for sepsis, and supportive care for multi-organ
dysfunction. Despite these measures, the patient's rapid
clinical decline and eventual death highlight the
complexity and severity of HELLP syndrome complicated
by sepsis and MODS [2].

In reviewing the literature, several points emerge that are
important to consider when managing the patients with
similar presentations, as well as to provide context on the
survival rates, quality of life (QOL) and treatment options.

Review of previous case studies

1. HELLP Syndrome in Postpartum Period:
Several case reports have illustrated the life-
threatening nature of HELLP syndrome,
particularly when it occurs postpartum. A study
by Lata et al. (2015) described a similar scenario
where postpartum HELLP syndrome progressed
rapidly into acute renal failure, pulmonary
edema, and DIC (Disseminated Intravascular
Coagulation). Despite aggressive treatment with
vasopressors, dialysis, and intensive care, the
outcome was fatal due to cardiopulmonary
collapse. Similar to the case presented, septic
shock was often identified as a secondary
complication that aggravated the situation.

2. Sepsis and MODS Post-Delivery: A study
conducted by Rasmussen et al. (2014) reported
that women who developed postpartum sepsis
(especially those with infected uterine incisions
or retained placental fragments) were at a much
higher risk of progressing to MODS. The

mortality rate in such cases was about 30-50%,
depending on the time of intervention. Early
identification and initiation of broad-spectrum
antibiotics and other supportive measures were
shown to improve outcomes, but late-stage organ
failure, like in our case, significantly worsened
survival chances.

3. Maternal Mortality in Severe Preeclampsia
and HELLP Syndrome: In severe cases of HELLP
syndrome (like the one presented here),
maternal mortality rates have been found to be
as high as 30-40% (depending on the setting).
The presence of septic shock and multi-organ
dysfunction increases these odds, with organ
failure and cardiac arrest being the leading
causes of death. The TIMI (Thrombolysis In
Myocardial Infarction) risk score and similar
indices have been used in such cases, but their
application in postpartum women with HELLP
syndrome is still evolving.

Chances of Survival and Quality of Life (QOL)

1. Survival Rate: The survival rate for HELLP
syndrome complicated by sepsis and MODS is
highly variable and depends on several factors,
including the timing of diagnosis,
comprehensiveness of treatment, and patient’s
pre-existing conditions. In a systematic review of
HELLP syndrome, the early institution of
mechanical ventilation, renal replacement
therapy (dialysis), and vasopressors improved
short-term survival rates. However, survival was
inversely related to the number of organ systems
involved and the severity of the complications.

2. Quality of Life (QOL): Studies show that long-
term outcomes for women surviving severe
HELLP syndrome with MODS may be
compromised by chronic renal impairment,
pulmonary sequelae, and psychological impacts
due to the trauma of critical illness. Quality-
adjusted life years (QALY) are generally lower
for patients who experience severe postpartum
complications, especially in the case of septic
shock and cardiac arrest. Patients often require
prolonged rehabilitation, and many report
physical and emotional scars following recovery.
Moreover, women who survive postpartum
HELLP syndrome with sepsis may face endocrine
and  metabolic  complications, including
gestational diabetes, hypertension, and chronic
kidney disease, further diminishing long-term
QOL.

Emerging Therapies and Non-Pharmacological
Treatments

Therapies
a) Steroids: In certain cases of HELLP syndrome,
the administration of steroids (such as
dexamethasone) has been shown to help manage
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symptoms, especially in early disease
progression. However, in severe cases where
sepsis and MODS are present, steroids alone are
not sufficient, and aggressive organ support is
needed [3].

b) Plasma Exchange: In some extreme cases,
therapeutic plasma exchange has been shown to
be beneficial. Plasma exchange helps in reducing
the levels of circulating inflammatory mediators,
thus alleviating organ damage. A study published
by Varga et al. (2016) highlighted the successful
use of plasmapheresis in treating a postpartum
woman with severe HELLP syndrome and
thrombocytopenia [4].

c¢) Vasopressor and Inotrope Use: Agents like
noradrenaline, vasopressin, and dobutamine are
standard in managing septic shock. However,
newer agents such as angiotensin II have been
investigated for their role in improving blood
pressure and organ perfusion during septic
shock, especially in patients with multiple organ
failures [3, 4].

d) Renal Replacement Therapy (RRT): Dialysis is
often required to manage acute kidney injury in
HELLP syndrome with sepsis. However,
continuous renal replacement therapy (CRRT)
has been found to be more effective in
maintaining fluid balance and supporting the
kidneys in septic and hemodynamically unstable
patients [5].

2. Non-Pharmacological Management

1. Nutritional Support: Given the multisystemic nature
of MODS, adequate nutritional support becomes
critical. Enteral nutrition is preferred over parenteral
nutrition to improve gut motility and immune
function, which are often compromised in sepsis and
organ failure [6].

2. Extracorporeal Membrane Oxygenation (ECMO):
In some centers, the use of ECMO for cardiac and
respiratory failure has been explored in extreme
cases of postpartum cardiopulmonary collapse,
though this remains an emerging therapy with limited
evidence in the context of HELLP syndrome [7].

3. Psychological Support: Psychiatric consultation and
mental health support are crucial for patients who
survive such severe postpartum complications. The
emotional toll of surviving septic shock, MODS, and
cardiac arrest requires long-term mental health care,
especially in younger women [8].

Conclusion

This 25-year-old postpartum
demonstrates the severe and rapid progression of HELLP
syndrome complicated by septic shock and multi-organ
dysfunction syndrome (MODS) following a lower segment
cesarean section (LSCS). Despite timely and aggressive
medical interventions, including vasopressors, dialysis,
intubation, mechanical ventilation, and broad-spectrum

case of a female

antibiotics, the patient's condition deteriorated, leading to
cardiac arrest and eventual death [9].

The outcome emphasizes the critical need for early
recognition and prompt, aggressive treatment of HELLP
syndrome sepsis in  postpartum patients.
Multidisciplinary care involving obstetricians, intensivists,
and nephrologists is crucial in managing such complex
cases. Additionally, continuous monitoring and supportive
measures are vital in addressing the rapid changes in
clinical status that characterize HELLP syndrome and
septic shock. The unfortunate outcome in this case
highlights the potentially fatal nature of these conditions
and underscores the importance of vigilance and
comprehensive care in the postpartum period to improve
maternal outcomes. Moreover, the findings of this case
emphasize the need for ongoing research into novel
treatments, including plasma exchange, ECMO,
targeted immunomodulatory therapies, to improve quality
of life (QOL) for women surviving such life-threatening
complications [10].
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