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Abstract: Introduction: Acute pancreatitis is an inflammatory disease of the pancreas that 
is characterized by a wide spectrum of clinical severity, from mild and self-limiting 
episodes to severe necrotizing disease with high morbidity and mortality. Objective: To 
describe the experience of the results obtained from patients with acute pancreatitis with 
a statistical, deductive, critical, logical and impartial analysis. Method: A retrospective, 
longitudinal, observational and descriptive study was conducted; presenting results by 
descriptive statistics, patients present with acute pancreatitis of probable biliary and/or 
pancreatic pathology. Results: 81 patients (19.75 %) men and 65 women (80.25 %), with a 
mean age of 39 years, with acute pancreatitis due to acute lithiasis cholecystitis (77.7 %). 
Once in remission, laparoscopic cholecystectomy was performed in 71 patients (91.02%). 
Morbidity was 19.75% and adjusted to 4.93%. With a residual choledocholithiasis of 7.4%. 
No mortality was reported. Discussion: The etiology of acute pancreatitis is a mystery to 
date, since there is no proven genesis that causes it, it is a potentially fatal inflammatory 
disease with well-known etiologies; however, in up to 30% of cases no identifiable cause 
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is found, resulting in the diagnosis of acute pancreatitis. The Atlanta classification for 
acute pancreatitis is currently the most reliable that focuses on baseline 
behavior/behavior/prognosis, organ failure, and protective measures as central issues for 
developing or not developing acute respiratory distress syndrome and increasing mortality 
rates. Conclusion: acute pancreatitis is a pathology that for centuries has caused fear, 
brutal health sequelae/limitations to survivors, which has plagued humanity due to such 
high rates of morbidity and mortality; that in view of this background, overdiagnosis and 
excessive treatment have been exercised with an increase in the costs of human 
resources, material and economic, with precarious results. It is concluded that 
therapeutic management of mild acute pancreatitis, so basic and unorthodox, is beneficial 
for medical practice that does benefit the patient and the permanently worn-out 
impoverished health sector. 

Keywords: Acute pancreatitis, Acute cholecystitis, Endoscopic retrograde 
cholangiopancreatography, Cholecystectomy, Choledocholithiasis, Pancreatic necrosis, 
Pancreatic pseudocyst. 

 

INTRODUCTION 

In humans, the pancreas is an elongated accessory digestive gland located retroperitoneally, 

crossing the bodies of the L1 and L2 vertebrae in the posterior abdominal wall. The pancreas 

is located transversely in the upper abdomen between the duodenum on the right and the 

spleen on the left. [1] The pancreas is an abdominal organ that, due to its anatomical 

location behind the stomach, colon and mesentery, with a small size and a soft yellowish 

consistency, were sufficient reasons for the late discovery of its physiology. [2]  

 The first information on the anatomy and physiology of the pancreas is documented 

only in the sixteenth and seventeenth centuries, Johann Georg Wirsung from whose 

description of the pancreatic duct in 1642. The function of the pancreas in digestion began 

to be protocolized in the eighteenth and nineteenth centuries, Claude Bernard who between 

1849-1856 described the pancreatic exocrine function and is considered the father of 

pancreatic physiology.[3] Lipase was discovered in 1815 by the Englishman Alexander Marcet 

(1770-1822), Opie (1901) proposes his theory of the common canal, suggesting that a stone 

can produce obstruction of the ampulla of the toilet, allowing bile to reflux from the 

common bile duct into the pancreatic duct; [4, 5] in addition, the role of the pancreas in 

carbohydrate metabolism is described in the nineteenth century, and finally insulin was 

discovered in the first half of the twentieth century. However, the clinical signs of acute 

pancreatitis were first described in the early nineteenth century, but the diagnosis and/or 

treatment of this disease even today in the twenty-first century presents certain rough 

edges. [6].  

 Acute pancreatitis is an inflammatory disease of the pancreas that is characterized 

by a broad spectrum of clinical severity, from mild and self-limiting episodes to severe 

necrotizing disease with high morbidity and mortality. [7] Pathology originating from an 

intracellular disorder of calcium in pancreatic cells, which can trigger necro inflammatory 

changes with local and systemic complications; since calcium is an ion whose concentration 

is robustly regulated in pancreatic cells, generating cytosolic signals as a phenomenon with 

multiple and complex events that regulate intracellular free calcium levels. [8, 9]  

 Four phases of the pathophysiology of acute pancreatitis have been distinguished: 
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• Intracellular 

• Intraacinar 

• Pancreatic 

• Systemic [9, 10] 

 The family of formyl peptide receptors (FPR), which in humans comprises three main 

members (FPR1, FPR2 and FPR3), located on chromosome 19, the human FPR1 gene encodes 

a protein with the canonical structure of seven transmembrane domains, actively modulates 

inflammatory processes in a ligand-dependent manner, determining the activation or 

inhibition of intracellular kinase pathways in their development. [11] Adipose tissue plays a 

crucial role in severe acute pancreatitis due to obesity. Metabolomic analysis revealed 

abnormal lipid metabolism in obese patients, and several signaling pathways could 

contribute to the alteration of autophagic flow in acute pancreatitis. [12] In addition, 

unhealthy, high-sugar, high-fat modern diets and lack of exercise have led to an increase in 

incidence over the years, and hyper triglyceridemic has overtaken alcohol as the second 

leading cause of acute pancreatitis. Where excessive production of reactive oxygen species 

and mitochondrial dysfunction, especially impaired oxidative phosphorylation, play a 

central role in the spread of inflammatory damage and cellular apoptosis. [13]  

 It should be noted that the gut microbiome, a dynamic ecosystem comprising 

bacteria, fungi, viruses, and archaea, plays a central role in maintaining gut homeostasis, 

modulating immunity, and influencing host metabolism. Bacterial dysbiosis has been the 

most studied, with an overgrowth of opportunistic pathogens, such as Escherichia coli and 

Enterococcus spp. [14] Acute pancreatitis is an abrupt onset disease accompanied by 

profound microbial disruption and systemic inflammation, defining its gut biota landscape 

becomes particularly important contributing to the severity of pancreatitis where potential 

pathobionts and host metabolome. [15] Increased intestinal permeability and subsequent 

translocation of gut-derived bacteria to pancreatic tissue may play a crucial role in 

aggravating inflammation, bacteria from the gut to the blood or nearby tissues, such as the 

pancreas, thereby increasing the risk of infection. [16] 

 Severe acute pancreatitis involves dynamic interactions between immune 

dysregulation and inflammatory infiltration, inflammatory injury by the underlying 

mechanisms by which they exacerbate the inflammatory lesion that is still unclear, which 

represents a life-threatening gastrointestinal emergency characterized by progressive 

pancreatic necrosis and dysregulated systemic inflammatory response. [17:18] 

 Acute pancreatitis is a life-threatening inflammatory disease with well-known 

etiologies; however, in up to 30% of cases no probable identifiable cause is found, resulting 

in the diagnosis of being idiopathic; Therefore, food allergy is believed to be an immune-

mediated hypersensitivity reaction to specific food antigens, considered in an etiological 

differential diagnosis by inflammatory cytokines. [19] 

 

OBJECTIVE 

To describe the experience of the results obtained from patients with acute pancreatitis 

with a statistical, deductive, critical, logical and impartial analysis. In addition, to carry out 

the history of art based on an exhaustive search of the medical literature of national and 
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international acute pancreatitis and its variants in the medical and/or surgical field in terms 

of its applicability. 

 

METHOD 

It is a study with a retrospective, longitudinal, observational and descriptive design. The 

presentation of the results was carried out through descriptive biostatistics procedures, 

where the electronic records and files of all patients with acute pancreatitis of probable 

origin of biliary and/or pancreatic pathology in the services following endoscopic retrograde 

cholangiopancreatography are reviewed, at the General Hospital "Dr. Rubén Leñero" of the 

Ministry of Health of Mexico City. Country Mexico. Classified as a second level of health 

care.  

 In a study period that spanned from January 2024 to January 2026. Age, sex, 

associated factors or comorbidities, type of acute pancreatitis, time of remission of the 

disease, probable specific origin due to biliary pathology, clinical picture were evaluated. 

antibiotic therapy, complications, morbidity and mortality. And finally special observations. 

 

RESULTS 

There was a total of 81 patients, of which 16 patients (19.75%) were men and 65 women 

(80.25%), with an average age of 39 years with a bimodal value of 34 and 50 years. The 

following comorbidities were detected: firstly, overweight in 47 patients, representing 

58.02%, secondly, type 2 diabetes mellitus in 9 cases, 11.11%, and thirdly, essential arterial 

hypertension in 6 individuals, the other comorbidities detected were 12%. See table 1.  

 

Table 1: Chronic-Degenerative Diseases/Factors Expressed in Number and Percentage 

in Patients with Acute Pancreatitis 

Chronic-Degenerative Disease/Factors Number / % 

Bronchial Asthma 1 / 01.23 

Acute/Chronic Renal Failure 1 / 01.23 

Overweight/Obesity 47 / 58.02 

Mellitus Diabetes  9 / 11.11 

Systemic Arterial Hypertension 6 / 07.40 

Chronic Obstructive Pulmonary Disease 1 / 01.23 

Dyslipidemias 1 / 01.23 

Others  6 / 07.40 

Total  72 / 88.88 

 

 It should be clarified that a single patient can suffer from more than one disease, so 

the indicated values are relative, and therefore their interpretation must be considered 

with criteria. Together, all chronic-degenerative diseases represent up to 35% of the 

patients under study, but the total number of cases is only 22 with an adjusted percentage 

of 24%. Regarding the type of pancreatitis, only those patients who presented acute 

pancreatitis of probably biliary etiology and/or its unresolved consequences due to different 

circumstances in the medium or long term were involved. Clinical characteristics and 

previous treatments and decisions on the conduct to be followed are specified. See table 2.  
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Table 2: Probable Biliary Etiology of Acute Pancreatitis, Clinical Presentation and 

Initial Therapeutic Management 

Etiological Diagnosis  

 

No Jaundice 

 

Inflammatory 

Response 

Syndrome 

Sequelae Therapeutic Conduct 

Acute Lithiasic Cholecystitis    63 7 3 No Cholecystectomy 

Primary Choledocholithiasis  03 03 1 0 Ercp+Cholecystectomy 

Secondary Choledocholithiasis  02 02 2 No Ercp+Cholicecystectomy 

Residual Cholidocholithiasis  07 06 2 No Cholecystectomy+Ercp 

After An Ercp  02 0 0 0 Medical Management 

After To Sphincterotomy  01 0 0 0 Medical Management 

Mirzzi Syndrome  02 02 1 0 Cholecystectomy 

Acute Alithiasic Cholecystisti  01 0 1 0 Colecistostomy 

Total  81 20 10 0  

 

 Of the cases with acute pancreatitis that were diagnosed with probable biliary 

etiology, they are composed by listing the possible causes such as Mirizzi syndrome, 

choledocholithiasis and the most common is acute lithiasis cholecystitis that comprises 

77.7%, the second diagnosis by incidence is residual choledocholithiasis 8.64%. Jaundice was 

present in 24.69 %. However, it is clarified that this clinical sign does not translate as 

ethereal choledocholithiasis, but as an inflation of the pancreas that compresses the 

intrapancreatic bile duct. 12.34% had data on systemic inflammatory response syndrome 

[20] There were no complications or sequelae typical of the previous established 

management, during acute pancreatitis, in the trans operative and postoperative periods. 

When acute pancreatitis subsided or remitted, laparoscopic cholecystectomy was 

performed, which was performed in 71 patients, representing 91.02%, and in 7 cases, 

representing 8%. 97% performed the conventional technique; when primary or secondary 

choledocholithiasis was corroborated by imaging, endoscopic retrograde 

cholangiopancreatography (ERCP) was indicated after acute pancreatitis had ended, or in 

individuals who underwent cholecystectomy and had residual choledocholithiasis. Only one 

patient underwent reoperation for bile duct exploration, which was used as a third 

therapeutic option in a conventional manner. 2 patients with Rendez-vous were 

documented. Patients who underwent ERCP with an adequate response without 

complications were only admitted to this study.  

 The diagnosis of acute pancreatitis was confirmed with three parameters: clinically, 

elevation of pancreatic enzymes to more than 3 times the baseline value, and by imaging. 

- With a simple CT scan of the abdomen (there is no radiologist specialized in the area or 

contrast medium in the hospital). 

 The management of support or support or medical management is carried out with 

the criteria of various surgical specialists of the hospital under study, where the diversity is 

very marked depending on the school and experience of each one, with a diet started in less 

than 24 hours, without antibiotics, even with jaundice. In some patients even without 

intravenous solutions, only pain management/control. However, despite a 

divergent/different and unorthodox treatment, no complications or morbidity are reported 

due to the natural evolution of the disease due to these therapeutic behaviors mentioned 

above. Only non-specific morbidity not associated with the underlying pathology was 

documented. Described in Table 3.  
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Table 3: Morbidity in Patients with Acute Pancreatitis Expressed in Number and 

Percentage 

Morbidity Number/% 

Pneumonia 1/01.23 

Severe Anemia 2/02.46 

Mild To Moderate Malnutrition 4/04.93 

Urinary Tract Infection 3/03.70 

Seroma 2/02.46 

Surgical Wound Infection 2/02.46 

Upper Gastrointestinal Bleeding 2/02.46 

Total 16/19.75 

 

 The morbidity associated with patients with acute pancreatitis is reported in 19.75%, 

and adjusted to 4.93%, since a single case can present two or more morbidities at the same 

time. The morbid event with the highest incidence was mild to moderate malnutrition, 

which represented 5%, followed by urinary tract infection with almost 4%. It should be noted 

that when acute pancreatitis was remitted and the therapeutic course to be followed to 

avoid recurrence was initiated, patients had the previously specified morbidities; however, 

there were medium-term complications due to damage or sequelae of pancreatitis, of which 

three of them were reported and which represented 3.70%: 

1. A patient with pancreatic pseudocyst who was surgically treated with the cysto-

gastro-anastomosis technique by laparoscopic approach. 

2. Another case of infected pancreatic necrosis performing conventional surgical 

intervention with necrosectomy and continuous cavity lavage by peritoneal system. 

3. A third patient who has a pancreatic abscess, with laparoscopic surgical drainage 

and who later presents pancreatic fistula of low output, and who gave in under 

conservative treatment. (Sick with initial treatment and referral from another 

hospital) 

 No mortality was reported in this group of patients. It should be noted that all acute 

pancreatitis were classified with the "Revised Atlanta Classification" as mild, moderate, and 

severe. [21] In this group of patients, 78 patients had mild acute pancreatitis, which 

accounted for 96.29%, 2 of them as moderate 02.46%, and only 1 case as severe 0.23%. 

 

DISCUSSION 

The etiology of acute pancreatitis is to this day a mystery, since there is no proven genesis 

that causes it. The above only gives theories as to its causal factor. Elevated blood glucose 

and/or lipid levels trigger the release of several pro-inflammatory mediators, such as tumor 

necrosis factor-alpha (TNF-α), interleukin-6 (IL-6), and monocyte chemoattractant protein-

1. [22] Acute hypertriglyceridemia pancreatitis was defined by deduction as having a serum 

triglyceride level greater than 11.3 mmol/L or 1000 mg/dL at admission, without gallstones 

or obstruction, alcohol consumption, or other reasons. [13, 23, 24] Acute biliary pancreatitis 

has been defined as being induced by cholelithiasis or choledocholithiasis combined with 

abnormal liver function. In addition, biliary microlithiasis induces a local inflammatory 

reaction in the papilla causing pancreatic inflammatory disease. [25] 



Vol. 13 No. 02 (2026): British Journal of Healthcare and Medical Research 

Scholar Publishing 

 

 
 

Page | 306  

 

 Endoscopic retrograde cholangiopancreatography is a tool par excellence for the 

management of malignant and benign biliary diseases. Post-ERCP pancreatitis is the most 

common adverse event, affecting between 3.5% and 9.7% of all patients undergoing the 

procedure. [26] Where precut sphincterotomy and sphincteroplasty were independently 

associated with a 7.8% increased risk. Post-ERCP pancreatitis remains the main concern. 

Meta-analyses suggest that incidence rates range from 1.5% to 6%, values consistently lower 

than those reported in other types of medical literature that can exceed 15% to 20%.[27] In 

addition, the use of self-expanding, coated metallic biliary stents is associated with an 

increased risk of post-ERCP pancreatitis compared with patients who did not receive stents 

or received plastic stents, regardless of the indication or history of prior sphincterotomy. 

[28] Cholelithiasis with concomitant choledocholithiasis is a common condition in 

hepatobiliary surgery. Disconnected pancreatic duct syndrome is a rare but serious 

complication of necrotizing pancreatitis, characterized by disruption of the main pancreatic 

duct, which separates a viable proximal pancreatic segment from the distal ductal system, 

resulting in persistent pancreatic secretions and recurrent fluid collections. [29, 30] 

 Azathioprine is a widely used immunosuppressant, can induce acute pancreatitis, 

and is generally estimated to be the most common causal of drugs, although it accounts for 

a relatively small percentage of 2% to 5% of global cases, shows an upward trend in specific 

populations, and presents significant clinical challenges due to its often-elusive diagnosis 

and ill-defined mechanisms. [31] On the other hand, there is an origin where genetic 

pancreatitis is a rare cause of chronic pancreatitis, accounting for 1% of cases. Its genetic 

origin was suspected as early as 1952 and confirmed in 1996 with the identification of the 

PRSS1 gene, which predisposes to the disease. Interacting with environmental factors such 

as alcohol and tobacco consumption. However, the continuous activity of trypsin of genetic 

etiology leads to a permanent state of acute pancreatitis that will consequently occur in 

chronicity. [32, 33] IgG4-related autoimmune pancreatitis (IgG4-AIP) has been documented 

to be a rare autoimmune pancreatic disorder, in which an elevation of carbohydrate antigen 

19-9 (CA19-9) is observed in some patients, a chronic systemic fibroinflammatory disorder 

of immune-mediated origin that can affect multiple organs of the body. [34, 35] 

 Excessive alcohol consumption often leads to recurrent episodes of acute 

pancreatitis, which eventually develop into chronic pancreatitis due to addiction. 

Consequently, alcoholic pancreatitis has seriously impacted patients' quality of life and 

socioeconomic development, becoming a frequent cause of this disease that oscillates in 

first and/or second place. [36]  

 It has been documented that the Atlanta classification for acute pancreatitis is 

currently the most reliable that focuses on initial behavior/behavior/prognosis, organ 

failure, and protective measures as central issues for developing or not developing acute 

respiratory distress syndrome and increasing mortality rates. [37] The patient stratification 

that continues to be used is the 2012 "Atlanta Revised Classification" and its diagnosis is 

detailed with typical upper abdominal pain accompanied by serum amylase or lipase levels 

≥ 3 times the upper limit of normal and radiological findings with ultrasound, contrast-

enhanced computed tomography, or magnetic resonance imaging. [38, 39] Biochemical 

markers have been stigmatized to determine bacterial infection and sepsis, including 

procalcitonin, which in all conditions, its elevation of noninfectious types was variable and 

often overlapped with the ranges reported in bacterial infection, particularly in settings 

characterized by severe sterile inflammation and tissue damage such as acute pancreatitis. 
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[40] Several scoring systems such as Ranson, Glasgow (Imrie), BISAP, and APACHE-0, I, and 

II have been developed to predict disease severity. Current literature suggests an association 

between laboratory markers of inflammatory response, including C-reactive protein (CRP), 

white blood cell (WBC) count, and lactate dehydrogenase (LDH) levels, disease activity and 

clinical course. [41] Among the diagnoses and/or etiology, eosinophilic pancreatitis is 

extremely difficult to confirm, which represents less than 1% of pancreatitis cases, poses 

important diagnostic challenges due to its heterogeneous manifestations, ranging from mild 

to life-threatening. The overlap of clinical symptoms and radiological features with other 

types of pancreatitis often hinders and the rarity of the disease alone leads to high rates of 

misdiagnosis in clinical practice. See Figure 1. [42] 

 

 
Figure 1: Histopathological analysis of pancreatic tissue revealed eosinophilic 

infiltration (15/HPF), with eosinophils indicated by arrows (H&E staining; original 

magnification, 400×). Figure taken from the reference: Li X, Zhang D, Li Y, Zhang K, Li 

N. Recurrent Eosinophilic Pancreatitis With Eosinophilic Gastroenteritis: A Case 

Report. Am J Case Rep. 2026 Mar 9;27: e950992. doi: 10.12659/AJCR.950992. PMID: 

41801837. [42] 

 

 Abdominal pain is one of the most prominent symptoms of acute pancreatitis, it is 

associated with an increased risk of severe acute pancreatitis and systemic or local 

complications, the most used analgesics have shown that NSAIDs and opioids are equally 

effective. [43] The use of opioids with mild acute pancreatitis is documented, although the 

relative paucity of high-quality trials and data in this setting is notable. [44] The authors 

differ in the conventional use of opioids in the 1st line due to the various effects already 

corroborated, such as contraction and increased pressure, simulating acute clinical 

symptoms due to spasm of the sphincter of Oddi, adding the contraction of the gallbladder, 

which causes alteration of liver enzymes due to the high pressure of the biliary tree and can 

cause necrosis of hepatocytes. resulting in an increase in ALT/AST transaminases, alkaline 

phosphatase and bilirubin, simulating lithiasis obstruction, because on long-term motility. 

Chronic opioid use may contribute to the dilation of the bile and pancreatic ducts due to 

their inhibitory effects on motility already described. [45] 

 Acute pancreatitis is one of the most common gastrointestinal disorders requiring 

hospitalization, in the scenario of a mild and self-limiting illness, but approximately 20% 

will develop necrotizing pancreatitis. Mortality rates associated with infected necrosis range 

from 15% to 35%, compared to 0%-1% for the disease. [46] Two high-quality, double-blind, 

randomized controlled studies investigating prophylaxis with ciprofloxacin and 
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metronidazole (n = 114) and meropenem (n = 100) initiated antibiotics early (≤72–120 hours) 

using strict criteria for predicted or confirmed severe necrotizing pancreatitis, and found 

no reduction in infected necrosis.[47] However, this high-quality study showed that it was 

significantly reduced when prophylaxis was applied. Therefore, prophylactic antibiotics are 

likely to reduce the overall incidence of infectious complications, with greater mitigation 

of extra pancreatic infections and sepsis than of infection by the same pancreatic necrosis. 

[48] Another meta-analysis suggested that the cumulative incidence of infectious 

complications was significantly decreased in the antibiotic prophylaxis group compared with 

the control group. [49] Acute pancreatitis at its onset behaves sterilely and may mimic a 

diagnosis of "sterile abdominal sepsis," which results in a systemic inflammatory response, 

multiorgan failure, and death; this occurs in chemical aseptic peritonitis, which occurs when 

irritants enter the abdominal cavity. Inflammation of the peritoneal serosa is initially sterile 

but exponential and is usually fatal. [50] 

 Of the complications of the acute pancreatic aseptic inflammatory event, 20% 

progress to acute necrotizing pancreatitis, and about one-third of these develop infected 

pancreatic necrosis. And only 38% of these patients require intervention. [51] These cases 

undergoing endoscopic necrosectomy are at risk of bleeding associated with the 

debridement devices used, and out of 969 procedures in 447 patients, intraoperative 

bleeding is reported in 175 cases (18.1%). [52] Pancreatic pseudocyst is a well-encapsulated 

accumulation of peripancreatic fluid that occurs at least 4 weeks after acute pancreatitis 

ranging from 8% to 41%. The option is an endoscopic ultrasound-guided drainage, which is 

safe and effective, and is preferable to surgery. [53] Exocrine pancreatic insufficiency, on 

the other hand, can develop after acute pancreatitis, affecting one in five cases in the long 

term. Alcoholic etiology and necrosectomy are risk factors for induction. [54] Another 

connotation is chronic pancreatitis as a repetitive result of a causal or misdiagnosed or 

defined etiologic factor, estimating that 50% to 90% of patients with chronic pancreatitis 

may develop it, so lateral pancreatic jejunostomy or the surgical technique called the Frey 

procedure is the panacea for its treatment. [55] See Figure 2. 

 

 
Figure 2: The main pancreatic duct was opened longitudinally on the ventral aspect of 

the pancreas with an ultrasonic dissector. Ductal stones (black arrow) were removed 

by opening the pancreatic duct distally and proximally. Figure taken from the 

reference: Nakajima T, Fukumoto T, Tsukamoto T, Kanazawa A, Kodai S, Mori Y. 

Laparoscopic Frey's Procedure for Chronic Pancreatitis in a Japanese Patient. Am J 

Case Rep. 2020 Jun 15;21:e924206. doi: 10.12659/AJCR.924206. PMID: 32541646; 

PMCID: PMC7319076. [56] 
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 Stones in the pancreatic duct develop in the late stage of chronic pancreatitis. 

However, in the case of complex stones in the pancreatic duct or stones in the body and tail 

of the pancreas, endoscopic treatment is of little use and ultimately requires surgical 

intervention. This, if early, allows effective drainage of the pancreatic juice, delays 

pancreatic atrophy and protects pancreatic function. [57] Surgery is the cornerstone of pain 

management in chronic pancreatitis, in patients with a dilated pancreatic duct, with the 

use of techniques such as lateral pancreatojejunostomy or the surgical technique called 

Frey's procedure, with a decompressive goal in the pancreatic ducts, by open or laparoscopic 

techniques. [58] However, in stones in the body and tail of the pancreas, treatment with 

stones that respond poorly to pharmacotherapy or endoscopic therapy are often ineffective 

and ultimately require surgical intervention, which a chronic course increases the risk of 

acute exacerbations of pancreatitis and poses long-term nutritional risks. Another option 

being extracorporeal shock wave lithotripsy as a common treatment for pancreatic stones 

in chronic pancreatitis. In contrast, lithotripsy guided by peroral pancreatoscopy: 

comparatively, extracorporeal plasma lithotripsy yields the same results as extracorporeal 

shock wave lithotripsy. [59] Another option, which is described, is nerve blocks that can 

provide short-term pain relief; however, they often require frequent repeated treatments, 

provide short-term pain relief, do not address the underlying problem, and the pain 

gradually returns, thus it has fallen into disuse. [60]  

 

SPECIAL OBSERVATIONS 

1. Patients who present acute pancreatitis have been transformed over the years, from 

being a highly morbid pathology, feared and with high mortality rates. Currently its 

presentation is mild, with a very light, tenuous and rapid clinical course with an average 

remission of 72 hours. 

2. All of the above known for the initial management in cases with mild acute pancreatitis, 

both supportive or posterior, has lost value at present or has been overestimated, given 

that today, diet is started (trial-and-error test) if there is non-specific abdominal pain 

the diet is not given or vice versa, no antibiotic therapy, there is no concern about a 

high amount of fluids or intravenous fluids, no continuous cardiac monitoring, no strict 

fluid control, no nasogastric tube, no Foley tube, etc. And despite these basic or crude 

changes, the results are excellent 

3. Multiple laboratory/cabinet studies have become obsolescence in this specific 

pathology: procalcitonin. - non-specific, C-reactive protein. - It is not specific. 

Leukocytosis. - are non-specific. Erythrocyte sedimentation rate. - it is not specific etc. 

The same happens with radiological studies that are dependent on operators such as 

ultrasonography, specific contrasted computed tomography such as dynamic contrasted 

pancreatography. These resources are not available and the only thing we have is a 

simple CT study. And the connotation is made that there is no difference in not having 

them, since very good results are evident.  

4. In patients with acute pancreatitis, no morbidity typical of pancreatic pathology is 

reported, per se only from elective surgical intervention after cholecystectomy or 

endoscopic retrograde cholangiopancreatography. 
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5. The therapeutic approach of performing laparoscopic cholecystectomy or conventional 

technique as elective surgery before hospital discharge continues, increasing operating 

costs and use of day bed. 

6. Diagnosis in cases of acute pancreatitis has been expedited, thanks to the ease of 

emergency room physicians. - for fear of reporting omission or error - they carry out 

"Defensive Medicine" they routinely request amylase and lipase reagents in the blood in 

any patient with abdominal pain. 

7. The previous observation is the high point of the title "evolved" of this manuscript: the 

answer is to have the infrastructure (laboratory reagents at a lower price-amylase-

lipase-) that from the beginning makes the diagnosis together with the clinical picture 

and some sensitive available radiological study. Managing to identify the onset of the 

disease early, and not its complications or sequelae or its own morbidity. A situation 

that was not possible 20 years ago, due to the lack of reagents in public hospitals and/or 

the costs of the same in private hospitals in Mexico. 

8. These two previous numerals 6 and 7 are a synergy to evidence the results obtained in 

this research. In addition, it is confirmed that the process of acute pancreatitis is 

aseptic. All the above can be summarized that using evidence-based research (this 

study), deductive and inductive methodological research, the current therapy in 

patients with mild acute pancreatitis is: 

• A 24- to 48-hour fast 

• Exclusive use of analgesia 

• Daily enzyme monitoring of amylase, lipase and blood count 

• Once the disease has subsided, priority cholecystectomy vs. endoscopic retrograde 

cholangiography, depending on the case, is completed. 

9. This translates into commendable benefits, such as cost reduction, avoiding the 

promotion of antibiotic resistance, reducing morbidity and zero mortality. 

 

CONCLUSIONS 

Acute pancreatitis is a pathology that for centuries has caused fear, brutal health 

sequelae/limitations to survivors, which has plagued humanity due to such high rates of 

morbidity and mortality; that in view of this background, overdiagnosis and excessive 

treatment have been exercised with an increase in the costs of human, material and 

economic resources, with truly very precarious results. 

 It is concluded that therapeutic management of mild acute pancreatitis, so basic and 

unorthodox, is beneficial in medical practice that does benefit the patient and the 

permanently worn-out impoverished health sector. 
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