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[ ABSTRACT

Background: Acute pancreatitis is an inflammatory condition of the pancreas characterized by severe abdominal pain and elevation of pancreatic enzymes.
Management is largely supportive, and recovery in moderate to severe cases may be prolonged, with delayed normalization of biochemical markers. Rapid
clinical and laboratory recovery is uncommon in cases presenting with markedly elevated enzyme levels.

Case Presentation: A 32-year-old male presented with persistent severe upper abdominal pain lasting nearly 20 days. Laboratory evaluation revealed
markedly elevated pancreatic enzymes, with serum lipase at 3531 U/L and serum amylase at 1710 U/L, indicating severe acute pancreatic inflammation.
A structured integrative intervention was initiated, consisting of a defined herbal formulation protocol administered in three daily doses along with a low-
inflammatory, renal-supportive dietary regimen aimed at reducing digestive workload and supporting systemic metabolic balance.

Outcome: Within 72 hours of initiating treatment, the patient reported significant reduction in abdominal pain, with near-complete relief by the third day.
Follow-up laboratory testing performed 10 days after treatment initiation demonstrated rapid biochemical improvement, with serum lipase decreasing to 98.8

U/L and serum amylase to 98.1 U/L, both within near-normal range. The patient resumed normal daily activities and remained symptom-free at follow-up.

Conclusion: This case demonstrates unusually rapid clinical and biochemical recovery in severe acute pancreatitis. The findings suggest that structured

integrative supportive approaches may contribute to accelerated recovery and merit further systematic clinical investigation.
|
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Introduction

Overview of the Disease

Acute pancreatitis is an inflammatory disorder of the pancreas
characterized by sudden onset of severe upper abdominal pain
and elevated pancreatic enzymes, particularly serum lipase and
amylase. The condition results from premature activation of
digestive enzymes within the pancreas, leading to local tissue
injury and, in severe cases, systemic inflammatory responses.

Global Burden and Standard Treatment

Acute pancreatitis is one of the most common gastrointestinal
emergencies worldwide and represents a significant cause of
hospital admissions related to abdominal pain. The severity
of the disease ranges from mild, self-limiting inflammation
to severe forms associated with organ failure and systemic
complications. Current standard management is primarily

supportive and includes intravenous fluid resuscitation,
bowel rest, pain control, nutritional management, and careful
monitoring for complications. There are no universally accepted
pharmacological therapies that directly reverse pancreatic
inflammation.

Typical Recovery Timeline

In most cases, recovery is gradual. Clinical symptoms,
particularly abdominal pain, may persist for several days to
weeks, and normalization of pancreatic enzyme levels often
occurs over an extended period depending on disease severity.
Moderate to severe cases may require prolonged hospitalization
and strict dietary modifications, and some patients experience
lingering digestive disturbances or risk progression to chronic
pancreatic dysfunction.

Why Rapid Recovery Is Unusual

Because treatment strategies are largely supportive rather than
curative, rapid resolution of both symptoms and biochemical
abnormalities is uncommon in severe presentations of acute
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pancreatitis. Markedly elevated enzyme levels are generally
associated with significant pancreatic inflammation and are not
typically expected to normalize within a short duration.

Purpose of Reporting This Case

This report presents a case of severe acute pancreatitis with
markedly elevated serum lipase and amylase levels in which
rapid symptom relief and early biochemical normalization
were observed following initiation of a structured integrative
herbal and dietary support protocol. The unusually fast clinical
and laboratory improvement observed in this case warrants
documentation and further scientific evaluation [1-5].

Case Presentation

Patient Information

A 32-year-old male presented with severe upper abdominal
pain in June 2025. The patient had no previously documented
history of chronic pancreatic disease, alcohol abuse, or known
metabolic disorders. There was no significant prior medical or
surgical history reported that could directly account for the acute
presentation.

The primary presenting symptom was intense, persistent upper
abdominal pain, described as severe in intensity and interfering
significantly with daily activities. The pain had been present for
approximately 20 days before formal evaluation and laboratory
assessment were performed.

Clinical Findings

On clinical evaluation, the patient appeared distressed due to
ongoing abdominal pain. The pain was localized to the upper
abdomen and was continuous in nature. No signs of hemodynamic
instability were reported at the time of presentation. The severity
of symptoms was consistent with acute pancreatic inflammation,
given the intensity and duration of pain.

Diagnostic Assessment

Laboratory investigations conducted on 13 July 2025 revealed
markedly elevated pancreatic enzyme levels, strongly suggestive
of acute pancreatitis.

Table 1: Initial Laboratory Findings

Parameter Value Reference Range
Serum Lipase 3531 U/L <160 U/L
Serum Amylase 1710 U/L <110 U/L

The enzyme levels were significantly higher than normal
reference values, indicating severe pancreatic inflammation. No
imaging findings are documented in this report. The diagnosis of
acute pancreatitis was made based on the characteristic clinical
presentation in combination with markedly elevated pancreatic
enzyme levels.

Therapeutic Intervention

Treatment Objectives

The therapeutic approach was designed with the following
primary objectives:

*  To reduce pancreatic inflammation

»  To stabilize abnormal digestive enzyme secretion

*  To support hepatic and renal function involved in metabolic

regulation and detoxification
* To reduce systemic inflammatory burden and improve
overall physiological balance

Herbal Formulation Protocol

A structured herbal formulation regimen was initiated
immediately after diagnosis. The protocol consisted of multiple
formulations administered at specific times of the day to provide
comprehensive metabolic and organ support.

Table 2: Treatment Schedule

Time of Day Formulations Administered
Morning S1+ S3 + S7 + EdemaEx
Afternoon S4 + S5

Evening S1+ S3 + S7 + EdemaEx

S1, S3, S4, S5, and S7 were administered at a dose of 15 ml
each, diluted in 30 ml of warm water. EdemaEx powder was
administered at /4 teaspoon (approximately 2.5 g), two to three
times daily

Table 3: Formulations and Selected Key Ingredients

Formulation | Intended Support | Key Herbal
Components
S1 Cellular repair Nimba, Arjuna, Bilwa,
and antioxidant Brahmi, Gokshura,
support Hareetaki
S3 Cardiovascular Nimba, Arjuna,
and circulatory Bibhitaki, Brahmi,
support Ashwagandha
S7 Immune and Guduchi, Arjuna,
anti-inflammatory | Hareetaki, Jambu,
support Nimba
S8 (EdemaEx) | Fluid balance and | Shatavari
edema reduction bhed, Dalchini,
Ashwagandha
S4 Hepatic metabolic | Gokshura, Bringraj,
support Vibhitaki, Chirayata
S5 Renal support Gokshura, Hareetaki,
and metabolic Ashwagandha, Karanja
clearance

These formulations were intended to provide antioxidant,
anti-inflammatory, circulatory, hepatoprotective, and renal-
supportive effects.

Dietary Protocol
A structured dietary protocol was implemented concurrently to
reduce metabolic load and digestive stress on the pancreas.

Key Dietary Principles

e Strict control of dietary sodium

*  Limitation of fats and processed foods

*  Controlled intake of proteins and cereals

*  Emphasis on cooked leafy vegetables and leached vegetable
preparations

* Inclusion of flax-based functional nutrition
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Foods Avoided

*  Fried and processed foods

*  Refined sugars and sweets

*  Excess oils and heavy fats

*  Alcohol and high-potassium foods

Foods Included

*  Cooked leafy vegetables forming a major portion of meals
*  Leached vegetable preparations to reduce mineral load

*  Controlled portions of cereals such as rice or chapati

*  Flax-based preparations to provide essential fatty acids

Rationale

The dietary protocol was designed to reduce digestive
workload, minimize inflammatory triggers, support metabolic
detoxification pathways, and create a physiological environment
conducive to pancreatic recovery.

Clinical Course

Symptom Progression

Following initiation of the therapeutic intervention, the patient
was monitored for symptomatic improvement. Within 72 hours,
the patient reported a marked reduction in abdominal pain. The
severe, persistent pain that had affected daily activities for nearly
three weeks subsided substantially, leaving only mild residual
discomfort.

By the third day of treatment, the patient described near-
complete relief from pain. Appetite and general comfort began
to improve, and the patient reported increased ability to perform
routine activities.

Follow-Up Laboratory Assessment

A repeat laboratory evaluation was conducted on 28 July 2025,
approximately 10 days after initiation of treatment, to assess
biochemical response.

Table 4: Trend in Pancreatic Enzyme Levels

Parameter Baseline | Day 10 Value | Reference
Value (13 | (28 July Range
July 2025) | 2025)

Serum Lipase 3531 U/L | 98.8 U/L <160 U/L

Serum Amylase 1710 U/L | 98.1 U/L <110 U/L

Both pancreatic enzyme levels showed dramatic reduction,
returning to near-normal ranges within ten days.

Functional Recovery

Along with biochemical improvement, the patient reported:

*  Complete disappearance of severe abdominal pain

*  Improved digestion and appetite

*  Restoration of normal daily functioning

No new symptoms or complications were reported during the
follow-up period.

Figure 1: Trend of Pancreatic Enzyme Levels During Treatment
Caption

Line graph demonstrating the rapid decline in serum lipase and
serum amylase levels from baseline (Day 0) to Day 10 following
initiation of integrative herbal and dietary intervention.

Outcome and Follow-Up
Following completion of the initial treatment phase, the patient
demonstrated sustained clinical and biochemical recovery.

Symptom Status

By the tenth day of treatment, the patient reported complete
resolution of severe abdominal pain. Only minimal transient
discomfort had been noted during the early recovery period,
which subsequently resolved. Appetite, digestion, and general
well-being improved steadily.

Laboratory Normalization

Follow-up laboratory testing performed on Day 10 showed
normalization of pancreatic enzyme levels, with serum lipase
and serum amylase returning to near-reference ranges. These
findings indicated marked resolution of pancreatic inflammation.

Return to Normal Activity

The patient resumed normal daily activities without restriction.
Functional capacity returned to pre-illness levels, and no residual
digestive disturbances were reported.

Treatment Discontinuation

In view of sustained clinical improvement and laboratory
normalization, the patient discontinued the therapeutic protocol
after the recovery phase under observation.

Follow-Up Status

Subsequent follow-up communication confirmed that the
patient remained symptom-free and functionally well, with no
recurrence of abdominal pain or related complaints reported
during the follow-up period.

Discussion

Typical Course of Acute Pancreatitis

Acute pancreatitis typically follows a variable clinical course
depending on severity. In mild cases, symptoms may resolve
within several days; however, in moderate to severe presentations,
abdominal pain can persist for a longer duration and may
require extended supportive care. Biochemical normalization of
pancreatic enzymes such as serum lipase and amylase generally
occurs gradually and may take several weeks, particularly in
patients presenting with markedly elevated baseline values.
Prolonged inflammation can also lead to digestive disturbances,
nutritional challenges, and, in some cases, progression toward
chronic pancreatic dysfunction.

In the present context, the integrative herbal intervention was
designed to support gut microbiome balance and digestive
regulation. The formulations were conceptualized as having
prebiotic-supportive properties that may influence microbial
activity, potentially contributing to improved nutrient
metabolism and systemic homeostasis. It is hypothesized that
improved metabolic efficiency and reduced inflammatory stress
could create a cellular environment favorable for tissue repair.
Some biological pathways, including stress-protein responses
(such as heat shock proteins) and mitochondrial function, may
play a role in cellular recovery; however, these mechanisms
remain theoretical and require further scientific validation. The
observed normalization of pancreatic enzyme levels within ten
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days suggests a rapid reduction in inflammatory activity, though
definitive causal pathways cannot be established from this single
observation.

What Makes This Case Unique

The present case is notable for both the severity at presentation
and the rapidity of recovery. The patient demonstrated
extremely elevated pancreatic enzyme levels, indicative of
significant pancreatic inflammation. Despite this, clinical
symptoms improved markedly within 72 hours, and biochemical
parameters normalized within 10 days. Such early resolution of
both pain and enzyme elevation is not commonly observed in
cases presenting with this degree of baseline severity, making
this clinical course unusual and worthy of documentation.

Possible Mechanisms

Although definitive mechanisms cannot be established from a
single case, several supportive factors may have contributed
to the observed recovery. The intervention strategy included
components aimed at anti-inflammatory and antioxidant support,
which may help mitigate pancreatic tissue injury and oxidative
stress. Enhancement of circulatory and metabolic pathways
may have facilitated improved nutrient delivery and removal
of inflammatory byproducts. Concurrent dietary modification
likely reduced digestive workload and minimized stimulation
of pancreatic enzyme secretion, creating a physiological
environment conducive to recovery. Additionally, support of
hepatic and renal detoxification pathways may have aided
systemic metabolic balance and resolution of inflammation.

Limitations

Objective imaging follow-up was not documented in this case.
While the clinical and biochemical improvements were notable,
controlled clinical studies are required to further evaluate the
reproducibility, safety, and mechanisms of the integrative
approach described.

Conclusion

This case describes a patient with severe acute pancreatitis and
markedly elevated pancreatic enzyme levels who demonstrated
rapid clinical improvement and early biochemical normalization
following a structured integrative herbal and dietary intervention.
Severe abdominal pain resolved within three days, and serum
lipase and amylase levels returned to near-normal ranges
within ten days, indicating prompt resolution of pancreatic
inflammation.

The clinical course observed in this case differs from the more
gradual recovery typically described in moderate to severe acute
pancreatitis, suggesting that supportive integrative strategies
may have a potential role in facilitating recovery when used
alongside careful clinical monitoring.

While findings from a single case cannot establish definitive
therapeutic efficacy, the rapid and sustained improvement
documented here highlights the need for further systematic
clinical investigation. Controlled studies are warranted to
evaluate the safety, mechanisms, and reproducibility of
integrative supportive approaches in the management of acute
pancreatic inflammation [6-10].
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