Section: Emergency Medicine

Original Research Article

SYSTOLIC AND DIASTOLIC SHOCK INDEX AS A
PREDICTOR FOR SEPTIC SHOCK IN PATIENTS
PRESENTING TO THE EMERGENCY DEPARTMENT IN
SEPSIS - PROSPECTIVE OBSERVATIONAL STUDY

Sruthi N Anandhan?, K. Dhilipan?, Ramesh K.3

1Post Graduate Resident, Department of Emergency Medicine, Kovai Medical Center and Hospital, Coimbatore, Tamil Nadu, India
2Associate Professor, Department of Emergency Medicine, KMCH institute of Health Sciences and Research, Coimbatore, Tamil Nadu, India
3Senior Resident, Department of Emergency Medicine, KMCH institute of Health Sciences and Research, Coimbatore, Tamil Nadu, India

Received : 12/01/2026
Received in revised form : 04/03/2026
Accepted : 20/03/2026

Corresponding Author:

Dr. Sruthi N. Anandhan,

Post Graduate Resident, Department of
Emergency Medicine, Kovai Medical
Center and Hospital, Coimbatore, Tamil
Nadu, India.

Email: sruthinanandhan@gmail.com

DOI: 10.70034/ijmedph.2026.1.578
Source of Support: Nil,

Conflict of Interest: None declared

Int J Med Pub Health
2026; 16 (1); 3374-3380

ABSTRACT

Background: Shock indices may aid in the early identification of patients with
sepsis who are at risk of progression to septic shock. This study evaluated the
predictive accuracy of the systolic shock index (SSI) and diastolic shock index
(DSI) at triage.

Materials and Methods: A hospital-based prospective observational study was
conducted among 100 adults with sepsis who presented to the Emergency
Department of Kovai Medical Centre and Hospital from April 2025 to March
2026. Demographic details, clinical features, triage vital signs, and laboratory
parameters were recorded, and the SSI and DSI were calculated. Patients were
followed up for progression to septic shock, vasopressor requirement, ICU
admission, and in-hospital mortality.

Results: Of the 100 patients, 21% progressed to septic shock, 23% required
vasopressors, 30% required ICU admission, and the in-hospital mortality rate
was 8%. Patients who progressed to septic shock had significantly higher triage
DSl (p =0.015) and lactate levels (p = 0.001). All patients who developed septic
shock required vasopressors and ICU admission and had a higher mortality rate
(p = 0.003). Using ROC-derived cut-offs, SSI >0.82 was present in 85.7% of
patients with shock versus 31.6% of patients without shock, while DSI>1.3 was
present in 81.0% versus 50.6% of patients, respectively. SSI showed better
discrimination than DSI (AUC 0.812 vs. 0.726), with a sensitivity of 85.7%,
specificity of 68.4%, NPV of 94.7%, and accuracy of 72.0%.

Conclusion: SSI and DSI at triage supported early risk stratification for septic
shock progression, with SSI demonstrating superior overall predictive
performance.

Keywords: Sepsis, Septic Shock, Shock Index, Blood Pressure, Heart Rate,
Vasoconstrictor Agents.

INTRODUCTION

Sepsis remains a major cause of morbidity and
mortality in hospitals worldwide. In emergency units,
sepsis can progress rapidly to septic shock, leaving
limited time for care.l! With mortality rates of up to
54%, depending on illness and treatment, clinicians
aim for early risk identification. Standard diagnostics
rely on laboratory values and scoring systems that are
unavailable at first contact. Early assessment of
haemodynamic parameters helps identify high-risk

patients.[] The Shock Index (SI), calculated as heart
rate divided by systolic pressure, is a quick tool for
unstable circulation. Studies have assessed Sl in
trauma, myocardial infarction, and haemorrhage.® In
sepsis, an increased heart rate with falling systolic
pressure indicates worse outcomes and greater
vasopressor need. A study found Sl above 1.2 at
arrival predicted vasopressor need within 24 hours.!!
The Sl does not include diastolic pressure, which may
better reflect vascular tone changes in distributive
states such as sepsis. Loss of vascular tone may lead
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to early diastolic pressure decline before systolic
hypotension.l®! Due to this limitation, the Diastolic
Shock Index (DSI) and Systolic Shock Index (SSI)
were introduced. DSI, defined as heart rate divided
by diastolic pressure, DSI is associated with mortality
in septic shock.®”1 Since diastolic pressure better
reflects arterial compliance and systemic vascular
resistance, it may better indicate loss of vascular tone
in distributive shock.?!

A prospective study found that both had prognostic
value, with DSI showing a stronger association with
adverse outcomes while remaining calculable from
vital signs.®! Their findings indicated that DSI
increase is a marker for early vasopressor need. An
Indian ICU study showed that repeated DSI
measurements provide more prognostic information
than baseline values.I”! Diastolic pressure decline in
sepsis often results from the loss of arterial tone,
reducing coronary flow during diastole and
increasing the cardiac burden. Echocardiographic
studies have confirmed that systolic and diastolic
impairment are common in patients with sepsis. LV
diastolic dysfunction is common in sepsis and is
linked with mortality.[*1% A paediatric study showed
that the minimum diastolic-to-systolic blood pressure
ratio in the first 24 hours predicted progression to
septic shock within 48 hours and 28-day mortality.[*1
Systolic and diastolic impairment could reverse with
treatment, resembling human septic shock patterns,
supporting these bedside indices.[*?

Shock indices remain useful in many resource-
limited settings such as rural hospitals. In Indian EDs,
delays in lactate/procalcitonin reporting may occur,
whereas Sl and its related indices require only simple
vital signs. An SI of > 0.875 tended to identify
patients who later developed haemodynamic failure,
with reasonable test performance.l*®l In another
cohort, an Sl cut-off of 0.7 came close to the SIRS
criteria for spotting raised lactate and for gauging 28-
day mortality in patients assessed for suspected
infection.'1 Prospective ED evidence in India is
limited, and SSI/DSI cut-offs remain, and fixed cut-
off values for SSI or DSI before overt hypotension
remain unsettled. Early sepsis, before shock onset,
still lacks fully validated bedside thresholds for these
indices.

Aim

This study aimed to evaluate the predictive accuracy
of SSI and DSI in identifying patients with sepsis at
risk of progressing to septic shock.

MATERIALS AND METHODS

A hospital-based prospective observational study
was conducted among 100 patients at the Department
of Emergency Medicine, Kovai Medical Centre and
Hospital (KMCH), from April 2025 to March 2026
(12 months). The study was performed after
obtaining clearance from the Institutional Ethics
Committee. Informed consent was obtained from all
patients before enrolment in the study.

Inclusion Criteria

Adults (=18 years) presenting to the ED with
suspected or confirmed sepsis, with complete triage
vital signs (HR, SBP, DBP), and SBP >100 mmHg at
presentation.

Exclusion Criteria

Patients referred on vasopressors, SBP <100 mmHg
at presentation, haemodynamic instability due to non-
sepsis causes (acute myocardial infarction,
haemorrhagic shock, cardiac arrest), end-stage organ
failure (advanced cirrhosis or terminal malignancy),
and pregnant women were excluded.

Methods

Demographic  details, presenting complaints,
comorbidities, and provisional diagnoses were
recorded using a structured form. Vital signs,
including heart rate, systolic and diastolic blood
pressure, respiratory rate, temperature, oxygen
saturation, and mean arterial pressure, were measured
using standard monitoring devices. SSI (HR/SBP)
and DSI (HR/DBP) were calculated during triage.
Baseline laboratory parameters, including serum
lactate, white blood cell count, serum creatinine, and
procalcitonin levels, were obtained as part of routine
evaluation.

Patients were monitored for progression to septic
shock, defined as vasopressor requirement to
maintain MAP >65 mmHg after fluid administration.
For those who developed shock, the time of onset,
time of vasopressor initiation, and corresponding
vital signs were recorded, and the SSI and DSI were
recalculated. BP was recorded using an automated
cuff monitoring system during triage. Sepsis was
defined as a suspected infection with >2 qSOFA or
SOFA increase >2. The outcomes assessed included
vasopressor requirement, ICU admission, in-hospital
mortality, and total hospital stay. Clinical care
followed standard sepsis protocols, and no research-
specific interventions were performed.

Statistical Analysis

Data were summarised as mean + SD and frequency
(%). Continuous variables were compared using the
independent samples t-test, and categorical variables
were compared using the chi-square test. ROC curve
analysis was used to determine the optimal SSI and
DSI cut-offs and to report the AUC. The diagnostic
performance (sensitivity, specificity, PPV, NPV, and
accuracy) was calculated using cross-tabulation.
Statistical significance was set at p < 0.05. Analyses
were performed using IBM SPSS Statistics version
29.0.

RESULTS

A total of 100 patients with sepsis were enrolled in
the study. The study population showed a male
predominance, with 57 (57.0%) males and 43
(43.0%) females. The most common provisional
diagnosis in the ED was abdominal sepsis (25.0%),
followed by urinary tract infection (UTI) (19.0%).
The most frequent presenting complaint was general
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weakness (21.0%). The most prevalent comorbidities
were ischaemic heart disease (36.0%) and chronic
kidney disease (34.0%). Overall, 21 patients (21.0%)
progressed to septic shock, 23 (23.0%) required

vasopressor support, 30 (30.0%) required ICU
admission, and the in-hospital mortality rate was
8.0%. [Table 1]

Table 1: Baseline demographic characteristics, clinical profile, comorbidities, and outcomes

Variable Category Frequency (%0)
Sex Male 57 (57%)
Female 43 (43%)
Abdominal sepsis 25 (25%)
UTI 19 (19%)
i 0,
ER provisional diagnosis Clc\)/l\grl:?n;?g:'s 1; 8;;3
Cellulitis 11 (11%)
Pneumonia 11 (11%)
Weakness 21 (21%)
Vomiting 16 (16%)
Fever 15 (15%)
Clinical complaints Altered sensorium 15 (15%)
Dysuria 13 (13%)
Cough 11 (11%)
Breathlessness 9 (9%)
Diabetes mellitus 31 (31%)
Hypertension 16 (16%)
Comorbidity Ischer_nic _heart di_sease 36 (36%)
Chronic kidney disease 34 (34%)
Malignancy 14 (14%)
Other comorbidities 25 (25%)
Progression to septic shock 21 (21%)
\asopressor requirement 23 (23%)
ICU admission 30 (30%)
In-hospital mortality 8 (8%)

The mean age of the study population was 60.67 +
16.38 years, and the mean duration of symptoms
prior to presentation was 2.29 + 1.38 days. On arrival,
the mean respiratory rate was 26.04 + 5.01
breaths/min, mean oxygen saturation (SpO, ) was
92.89 + 4.12%, and mean baseline lactate level was
2.08 £ 1.08 mmol/L. The triage vital signs showed a
mean systolic shock index (SSI) of 0.80 £ 0.19 and a
mean diastolic shock index (DSI) of 1.37 + 0.33.

At the time of vasopressor initiation, patients had
hypotension (MAP 66.00 + 5.38 mmHg) with

tachycardia (heart rate 121.33 + 10.71 bpm), with
elevated SSI (1.32 £ 0.15) and DSI (2.35 + 0.36)
levels. Laboratory evaluation showed leukocytosis
(WBC 14.44 + 4.21 x10° /L), elevated procalcitonin
(9.91 £ 4.78 ng/mL), and raised creatinine (1.42 +
0.66 mg/dL). Clinical deterioration was rapid, with
progression to shock occurring at 2.76 £ 1.70 h and
vasopressor initiation at 3.71 + 1.15 h after
presentation. [Table 2]

Table 2: Baseline demographic profile, clinical parameters, laboratory values, and time-to-event measures

Parameter Mean + SD
Age (years) 60.67 + 16.38
Duration of symptoms (days) 229+1.38
Baseline lactate (mmol/L) 2.08+1.08
Hospital stay (days) 6.34 +3.32
Vitals on arrival

Temperature (°C) 37.76 £ 0.75
Respiratory rate (breaths/min) 26.04 £5.01
SpO,; (%) 92.89 +4.12
MAP (mmHg) 86.77 £ 9.55
Triage vitals and indices

Heart rate (bpm) 96.61 + 19.15
SBP (mmHg) 122.16 + 14.99
DBP (mmHg) 71.78 £9.38
SSI 0.80 +0.19
DSI 1.37+£0.33
At vasopressor initiation (for patients requiring vasopressors)

Temperature (°C) 38.03 £ 0.36
SBP (mmHg) 92.90 + 8.54
DBP (mmHg) 52.62 +6.74
Heart rate (bpm) 121.33+£10.71
Respiratory rate (breaths/min) 28.19 + 5.60
SpO; (%) 91.90 + 3.92
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MAP (mmHg) 66.00 +5.38

SSI 1.32+0.15

DSI 2.35+0.36

WBC (x10° /L) 1444 +4.21

Creatinine (mg/dL) 1.42 + 0.66

Procalcitonin (ng/mL) 9.91+4.78
Time-to-event measures

Time to progression into shock (hours) 2.76 £1.70

Time to vasopressor initiation (hours) 3.71+1.15

Patients who progressed to septic shock had
significantly higher DSI values at triage (1.62 £ 0.37
vs. 1.30 = 0.29; p = 0.015) and significantly higher
lactate levels (3.72 £ 0.95 vs. 1.64 £ 0.58 mmol/L; p
= 0.001). Patients who developed septic shock also
had a higher heart rate (110.48 + 21.19 vs. 92.92 +
16.87 bpm; p = 0.060) and lower systolic blood

pressure (114.76 £ 12.21 vs. 124.13 + 15.11 mmHg;
p = 0.074), although these were not significant. Age,
symptom duration, temperature, respiratory rate,
oxygen saturation, WBC count, creatinine, and
procalcitonin levels were comparable between the
groups. [Table 3]

Table 3: Comparison of baseline clinical and laboratory parameters between patients with and without progression to

septic shock

Variable Progressed to septic shock o value
Yes No

Age (years) 61.81 + 15.29 60.37 +16.74 0.682
Duration of symptoms (days) 2.67+1.59 219+131 0.124
Temperature (°C) 37.74 +£0.69 37.77+0.77 0.516
Hospital stay (days) 10.48 £ 2.91 5.24 + 2.45 0.214*
HR at triage (bpm) 110.48 + 21.19 92.92 + 16.87 0.06
SBP at triage (mmHg) 114.76 £12.21 124.13 +15.11 0.074
DBP at triage (mmHg) 68.95 + 6.98 7253 £9.83 0.142
RR (breaths/min) 25.43+4.85 26.20 +5.07 0.402
Sp0, (%) 93.29 + 4.64 92.78 £ 4.00 0.142

SS| at triage 0.97 £0.19 0.76 £0.17 0.658*

DSl at triage 1.62 +£0.37 1.30+0.29 0.015
Lactate (mmol/L) 3.72+0.95 1.64 + 0.58 0.001
WBC (x10° /L) 13.20+4.72 14.77 £ 4.03 0.185
Creatinine (mg/dL) 1.30+0.64 1.46 £ 0.66 0.778
Procalcitonin (ng/mL) 11.09 +4.77 9.59 +4.76 0.802

Sex distribution was similar between the groups
(male: 52.4% vs. 58.2%; p = 0.630). The ED
provisional diagnoses and presenting complaints
were comparable between patients who progressed to
septic shock and those who did not (p = 0.627 and p
= 0.989, respectively). Comorbidities, including
diabetes mellitus, hypertension, ischaemic heart
disease, chronic kidney disease, malignancy, and

other comorbidities, were not significantly associated
with progression to septic shock (all p > 0.05).
Patients who progressed to septic shock had
significantly  higher  vasopressor requirements
(100.0% vs. 2.5%; p < 0.0001), higher ICU admission
rates (100.0% vs. 11.4%; p < 0.0001), and higher in-
hospital mortality rates (23.8% vs. 3.8%; p = 0.003).
[Table 4]

Table 4: Comparison of demographic characteristics, clinical presentation, comorbidities, and outcomes between

atients with and without progression to septic shock

. Progressed to septic shock
Variable Category Yes No p value
Male 11 (52.4) 46 (58.2)
Sex Female 10 (47.6) 33 (41.8) 063
Abdominal sepsis 6 (28.6) 19 (24.1)
Cellulitis 1(4.8) 10 (12.7)
. . . COVID sepsis 3(143) 14 (17.7)
ED provisional diagnosis Meningitis 4°(19.0) 13 (16.5) 0.627
Pneumonia 1(4.8) 10 (12.7)
UTI 6 (28.6) 13 (16.5)
Altered sensorium 4(19.0) 11 (13.9)
Breathlessness 2 (9.5) 7 (8.9)
Cough 3(14.3) 8(10.1)
Presenting complaints Dysuria 2(9.5) 11 (13.9) 0.989
Fever 3(14.3) 12 (15.2)
Vomiting 3(14.3) 13 (16.5)
Weakness 4 (19.0) 17 (21.5)
. . Yes 7 (33.3) 24 (30.4)
Diabetes mellitus No 14 (66.7) 55 (69.6) 0.795
Hypertension Yes 5(23.8) 11 (13.9) 0.272
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No 16 (76.2) 68 (86.1)

Ischaemic heart disease T\ﬁ)s 156((2736?) ié Eggg; 0.19

Chronic kidney disease T\ﬁ)s 165((278i?) ?13 Egig; 0.555

| Y

Other comorbidities T\fs 147((1891% éé ggg; 0.478
Vasopressor use \l(\lecf 210((1098')0) 7% 875)5) <0.0001
ICU admission \l(\lecf 210((1098')0) 790((1818..4&) <0.0001

In-hospital mortality Su?\i/?\c/je q 156((2736.?) 72 868)2) 0.003

Using ROC-derived cut-offs, a high SSI (>0.83) was
observed in 85.7% of patients who progressed to
septic shock, compared with 31.6% of those who did

not. A high DSI (>1.4) was present in 81.0% of
patients with septic shock compared with 50.6% of
patients without shock. [Table 5]

Table 5: Distribution of patients based on SSI and DSI cut-off values

Progressed to septic shock

Index

Yes No
) >0.83 18 (85.7%) 25 (31.6%)
SSl triage <0.82 3 (14.3%) 54 (68.4%)
) 14 17 (81.0%) 40 (50.6%)
DSl triage <13 4 (19.0%) 39 (49.4%)

On ROC curve analysis, SSI demonstrated better
predictive performance than DSI (AUC 0.812 vs.
0.726). The optimal cutoff values were 0.82 for SSI
and 1.3 for DSI. SSI had a sensitivity of 85.71% and
specificity of 68.35%, whereas DSI had a sensitivity

of 80.95% and specificity of 49.37%. PPV was low
for both indices, whereas NPV was high (SSI,
94.74%; DSI, 90.70%). The accuracy was higher for
the SSI (72.00%) than for the DSI (56.00%). [Table
6, Figure 1]

Table 6: Diagnostic accuracy of SSI and DSI in predicting progression to septic shock

Parameter SSI DSl
Cut-off 0.82 13
AUC 0.812 0.726
p value <0.0001 0.002
Sensitivity 85.71% 80.95%
Specificity 68.35% 49.37%
PPV 41.86% 29.82%
NPV 94.74% 90.70%
Accuracy 72.00% 56.00%
10 RoC Cune : Source ofthe showed better overall ROC performance. Age
. Curve distribution and sex were comparable between
os ~ T patients who progressed to septic shock and those
who did not, with no significant associations. Studies
2z °| show that 60-65% of patients with sepsis are over 60
3 years of age, and 64.7% are aged 50-80 years. While
B o4 older age and male sex correlated with worse
I outcomes, age alone did not independently predict
adverse events.['>® Rose et al. found that sepsis
mainly affected those aged 50-70 years, noting a
' o 7] 1o complex age-sex interaction.[*’] In this cohort, age
1 - Specificity

Diagonal segments are produced by ties

Figure 1: ROC curve analysis for SSI and DSI at triage

DISCUSSION

In this prospective ED cohort, 21% of patients
progressed to septic shock. The DSI at triage and
baseline lactate levels were significantly higher in
patients who developed septic shock, whereas the SSI

and sex were not significantly associated with
progression to septic shock.

The patterns of presenting complaints, symptom
duration, and emergency diagnoses were similar
between the groups and did not predict shock
progression. The presenting symptoms did not differ
significantly between the groups in this cohort. Jeon
et al. found baseline clinical presentation did not
differ between patients who developed shock and
those remaining stable.['8l Zhang et al. demonstrated
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that while haemodynamic indices correlated with
mortality, presenting symptoms did not significantly
differ between survivors and non-survivors.i*!

In the current study, chronic illnesses were commaon,
but comorbidities were not significantly associated
with progression to septic shock in this cohort. This
suggests that while comorbidities may increase
vulnerability, they do not independently cause early
haemodynamic deterioration. Kang et al. noted
hypertension and diabetes were prevalent but didn't
predict early clinical deterioration; only conditions
like chronic kidney disease, liver disease, and
malignancy were more linked to mortality than
shock.? Holder et al. found triage diastolic blood
pressure and hypoalbuminaemia were stronger
predictors of early severe sepsis or shock, not chronic
comorbidities.’?!! Javier et al. suggested CKD and
long-standing hypertension may predispose to septic
complications, but their impact depends more on
acute organ dysfunction severity than sepsis
progression.??l These observations support that the
shift from sepsis to septic shock is driven by acute
physiological changes.

Higher triage DSI and lactate levels were associated
with progression to septic shock, whereas HR and
SBP showed non-significant trends. Heart rate and
systolic blood pressure showed greater derangement
in patients progressing to shock; however, isolated
parameters were insufficient predictors. The DSI at
triage was significantly associated with shock
development. Ospina-Tascon et al. reported median
heart rates of 103—104 bpm, systolic pressures of 92—
100 mmHg, diastolic pressures of 45-52 mmHg, and
DSI values of 1.97-2.28 at vasopressor initiation,
showing haemodynamic indices' stronger prognostic
value.6 Puskarich et al. found overt shock patients
had lower systolic pressure (85 vs 108 mmHg,
p<0.01), while cryptic shock patients showed higher
heart rate (114 vs. 102 beats/min, p=0.04) and
respiratory rate (26 vs. 22 breaths/min, p=0.01).%3]
Wira et al. confirmed isolated vital signs lacked
predictive accuracy, but patients with sustained shock
index elevation had lower systolic pressure and
higher heart rate versus those without.?4

SSI1 was higher in the septic shock group, but this was
not statistically significant.[Table 3] Baseline lactate
levels were higher among patients who progressed to
septic shock, whereas WBC count, creatinine, and
procalcitonin levels were not predictive. Jansen et al.
showed elevated lactate correlated with early
haemodynamic compromise.[®®! Mikkelsen et al.
demonstrated lactate levels predicted 28-day
mortality without hypotension.26 Kim et al.
identified lactate as an independent predictor of
vasopressor requirement.?7]

At vasopressor initiation, patients who progressed to
septic shock showed tachycardia, hypotension,
reduced oxygen saturation, and fever, with elevated
SSI and DSI. These values represent the time of
vasopressor initiation, rather than the triage
measurements. Ospina-Tascon et al. reported similar
profiles with systolic pressures of 92-100 mmHg,

diastolic pressures of 45-52 mmHg, mean arterial
pressures of 63-66 mmHg, heart rates of 103-104
bpm, and median DSI values of 1.97-2.28.6
Puskarich et al. observed lower systolic pressures in
overt shock versus cryptic shock (85 vs 108 mmHg,
p<0.01), with both groups achieving resuscitation
targets.23 Wira et al. showed patients with elevated
shock index required more vasopressors (38.6% vs
11.6%, p=0.0001) and had higher mortality (41.7%
Vs 7.2%, p=0.0001).24

In this study, 21% of the patients progressed to septic
shock, requiring vasopressors and ICU admission.
The mortality rate was higher in the septic shock
group. Hospital stay was longer in the septic shock
group, although the reported p-value was not
significant. Similar findings by Vuceli¢ et al. and
Naqvi et al. noted increased ICU mortality and
vasopressor use in shock patients.[?#2°1 Mostafa et al.
showed over 50% mortality in septic shock with
cardiovascular failure, confirming that septic shock
worsens survival and increases critical care
burden.%

Both SSI and DSI showed high NPV for excluding
progression to septic shock. The SSI exhibited
superior diagnostic performance, with higher
sensitivity, specificity, AUC, and accuracy at triage.
This aligns with Zhang et al., who reported better
AUC and discrimination for SI over DSI in early
mortality prediction.[’¥ Avci et al. found Sl had a
higher AUC than dSI in predicting in-hospital
outcomes.®Y Prasad et al. also showed better
sensitivity and specificity for SI over modified
indices, supporting SSI as a reliable screening tool.[*
Using ROC-derived cut-offs (SSI 0.82, DSI 1.3), SSI
showed better discrimination than DSI.

Limitations

This single-centre design limits external validity, and
the small sample size limits subgroup analyses. The
lack of repeated measurements during emergency
evaluation  restricted  the  assessment  of
haemodynamic changes. Echocardiographic
parameters, lactate clearance, and long-term
outcomes were not captured, limiting the evaluation
of cardiac dysfunction. Excluding hypotensive
patients limits the applicability of this study to
patients presenting with overt shock.

CONCLUSION

Individual vital signs at triage showed limited
predictive value for the progression to septic shock.
Triage DSI and baseline lactate levels were
significantly  associated  with  septic ~ shock
progression, whereas SSI showed better overall
predictive performance in ROC analysis. Patients
who progressed to septic shock had higher
vasopressor requirements, ICU admissions, and in-
hospital mortality. SSI and DSI may support early
risk stratification at triage, but multicentre studies are
required for validation and generalisability.
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