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ABSTRACT - Background: Acute pancreatitis is an inflammatory disease of the pancreas due to 
enzymatic autodigestion which can cause necrosis or multiple organ failure; its pathophysiology 
is not fully known yet. Aim: To evaluate the correlation between clinical and therapeutic data in 
patients with mild acute pancreatitis. Methods: A retrospective study in 55 medical records of 
patients admitted with acute mild pancreatitis was realized to analyze the association between 
age, leukocytosis, serum glutamic-oxaloacetic transaminase and lactate dehydrogenase, glucose, 
antibiotics, time admission and Ranson´s scores. Results: There was a positive association 
between less intensive care (strict hydration, analgesia and monitoring of vital signs), early 
antibiotic therapy (monotherapy), early return to diet after 48 hours and laboratory control 
of the serum amylase and lipase (high in the first week and decreasing after 10 days, without 
any prognostic value). Conclusions: Changes in the management of patients with mild acute 
pancreatitis, such as enteral nutrition, rational use of lower spectrum antibiotics and intensive 
care, have contributed significantly to the reduction of hospitalization time and mortality.

RESUMO - Racional: Pancreatite aguda consiste de doença inflamatória do pâncreas por 
autodigestão enzimática que pode ocasionar necrose ou mesmo falência múltipla de 
órgãos e de fisiopatologia ainda não totalmente conhecida. Objetivo: Avaliar as correlações 
existentes entre dados clínicos e terapêuticos em pacientes com pancreatite aguda leve. 
Métodos: Foi realizado estudo retrospectivo em 55 prontuários de pacientes internados por 
pancreatite aguda leve para análise de associação entre idade, leucocitose, dosagem sérica 
de transaminase glutâmico-oxalacética e de desidrogenase lática, glicemia, antibioticoterapia, 
tempo de internação e escores de Ranson. Resultados: Houve associação positiva entre 
cuidados intensivos menores (hidratação rigorosa, analgesia e monitorização de sinais vitais), 
antibioticoterapia precoce (monoterapia), retorno precoce da dieta após 48 horas e controle 
laboratorial dos níveis séricos de amilase e lipase (elevados na primeira semana e decrescentes 
após 10 dias, porém sem valor prognóstico). Conclusões: Mudanças no manejo de pacientes 
com pancreatite aguda leve, tais como nutrição enteral, uso racional de antibióticos de menor 
espectro e cuidados intensivos têm contribuído significativamente para a redução do tempo 
de internação e mortalidade.
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INTRODUCTION

The existence of the pancreas comes from ancient Greece, but it was little 
explored due to its unsuccessful inaccessibility and management12. In the 
early 20th century, Moynihan defined the organ as the most fearsome of the 

abdominal viscera, emphasizing its morbimortality high rates4.
The prevalence of acute pancreatitis ranges from 4.8 to 24.2 cases per 100,000 

individuals. About 80% are related to gallstones and alcoholism, ranging from mild 
forms (full recovery) to severe forms (potentially fatal)15.

There is no classic signs of acute pancreatitis. It affects, in general, the age group 
of 30 to 60 years and begins with sudden abdominal pain in the epigastric region 
and distention accompanied or not by nausea and vomiting13. It still presents obscure 
pathogenesis triggered by a central common phenomenon, the intrapancreatic 
activation of digestive enzymes, with an unpredictable increase7.

In 1974, Ranson proposed a system that allows stratify the severity of the acute 
pancreatitis11. Another model proposed by Balthazar in 1985 considers diagnostic 
imaging findings with indexation, following the increase severity vizualized by computed 
tomography1.

The diagnosis and management of acute pancreatitis has changed in recent 
decades, which reinforces the importance of the disease and its forms of stratification 
and treatment, according to guidelines14. 

The objective of this study is to evaluate the correlation between clinical and 
therapeutic data in patients with mild acute pancreatitis in the general surgery service 
of a charity hospital.
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METHODS

The research study protocol was approved by the Research 
Ethics Comittee of São José do Rio Preto Medical School (FAMERP) 
on 06/18/2013, under no 16749913.4.0000.5415, without the 
informed consent term, due to the use of some medical records.

Were evaluated 55 patients’ medical records admitted 
to Lelar Hospital of São José do Rio Preto, São Paulo, Brazil, 
between 2007 and 2010 with a diagnosis of acute pancreatitis. 
The following variables were considered: age, leukocytosis, 
antibiotic therapy, length of hospital stay, serum glutamic-
oxaloacetic transaminase (SGOT) or aspartate aminotransferase 
(AST), glucose, amylase, lipase, serum lactate dehydrogenase 
(SLD) and Ranson scores.

Analysis association was performed by linear regression, 
Pearson correlation, odds ratio, Fisher’s exact test and chi-square 
test, at a 5% significance level, by Minitab 12 (State College, PA, 
USA) and MedCalc 9.3 (MedCalc Inc., Mariakerke, Belgium).

RESULTS

Were used antimicrobials in 74% of patients; and 
among them 44% underwent monotherapy (ciprofloxacin) 
with significant association in elderly patients from 70 
years. There was no significant association between the 
use of antibiotics and leukocytosis (since most patients 
maintained levels below 15.000/mm3, with the exception 
of four patients with leukocytosis above 20.000/mm3, with 
favorable outcomes. There was no significant association 
between serum AST and antibiotics because this enzyme 
levels was less than 300 IU/l (Figure 1).
 

FIGURE 1 - Statistical association between antibiotic therapy 
and serum aspartate aminotransferase (AST) in 
acute pancreatitis. 

Glucose levels remained below 200 mg/dl in 90% of 
patients (Figure 4), and did not correlated with the use or 
non-use of antibiotics. There was an association between the 
use of one or two antibiotics and serum SLD levels less than 
600 IU/ L (Figure 2).

 FIGURE 2 - Statistical association between antibiotic therapy 
and SDL in acute pancreatitis

The length of hospital stay ranged from 1 to 73 days, with 
the majority of patients hospitalized for less than seven days 
(Figure 3). Because it is mild acute pancreatitis cases, there was 
no significant correlation between length of hospital stay and 
age, leukocytosis and serum AST (Figure 2), glucose or SLD, 
keeping the patients blood glucose levels below 200 and SLD 
between 200 and 400 IU/L (Figure 4).

FIGURE 3 - Statistical association between length of hospital 
stay and serum AST in acute pancreatitis

 FIGURE 4 - Statistical association between length of hospital 
stay and glucose in mild acute pancreatitis

Ranson criteria on admission (age>55 y, blood 
glucose>200 mg/dl, WBC count>16,000/mm3, SLD>350 IU/L 
and AST>250 IU/l) were applied in 63% of patients with 57% 
of them with only one of these criteria, 34% with two, 9% 
with three criteria and no patient with four or more criteria 
(Figure 5).

FIGURE 6 - Statistical association between length of hospital 
stay and Ranson scores in mild acute pancreatitis.

DISCUSSION

For over a century, pancreatitis has been considered 
the process of autodigestion of the gland, resulting in 
premature activation of pancreatic enzymes. However, the 
pathophysiological mechanisms that affect this phenomenon 
are not well known. The pathogenesis of acute pancreatitis 
itself remains under investigation, although the literature 
indicates multiple predisposing conditions7.
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There is evidence that the central molecular process 
is the conversion of trypsinogen to trypsin (within the 
pancreatic acinar cells) in sufficient amounts to exceed the 
normal defense mechanisms, which leads to a cascade of local 
inflammation12 of systemic inflammatory response during 
which occurs multiple organs failure and death3.

Acute pancreatitis is a broad spectrum disease5. There are 
scientifically validated severity scales, which should be used to 
support the clinical approach and tailor therapy for each individual 
case12. When acute pancreatitis is suspected in patients with acute 
pain, mainly in the upper abdomen, Japanese guidelines suggest 
new diagnostic criteria, such as increased levels of pancreatic 
enzymes and abnormalities found in ultrasonography, computed 
tomography or magnetic resonance imaging.

When determining the diagnosis of acute pancreatitis, it 
is crucial to develop rapid treatment strategy through a strict 
hydration, analgesia and monitoring of vital signs. Santos et 
al.13 showed no correlation between serum levels of pancreatic 
enzymes and severity of pancreatitis, except where there is 
high and persistent levels of amylase, which may indicate 
complications such as abscess and pseudocyst16.

Serum amylase has been the most commonly used laboratory 
test in acute pancreatitis, and the diagnosis was confirmed when 
its elevation is three times the upper limit of normality. Several 
abdominal diseases may develop from increased serum amylase 
and lipase; for the diagnosis of acute pancreatitis or acute chronic 
pancreatitis, sensitivity values for serum amylase and lipase are 
similar; however, the specificity and positive predictive value for 
serum amylase are slightly larger than for lipase5.

The magnitude of elevation of serum amylase has no 
prognostic value; however, patients with biliary pancreatitis 
tend to have higher levels than in the case of alcoholism. 
Serum lipase rises in 87% of patients with acute pancreatitis, 
and has values within the normal range in many situations 
where the amylase is falsely incresead10.

In this present study, amylase was detected in 100% 
of patients (>90 IU/l), with oscillating values. Amylase rises 
in 2-12 h of onset of symptoms and remains high for 3-5 

days. Increased lipase and pancreatic amylase isozymes last 
for more than 10 days, with no persistence of symptoms 
or complications. In this study, the use of antibiotics 
(monotherapy or not) was not associated with serum amylase, 
and there was lower amylase indexes in line with cases of 
mild pancreatitis; the same occurred in 87% of patients with 
lipase levels near or below 1000 IU/l. Regarding the length 
of hospital stay, patients hospitalized for less than seven 
days showed elevated levels of amylase and lipase. After 10 
days, these levels tended to decrease, with no indication of 
prognostic value, which further supports the literature data10.

Patients with acute pancreatitis diagnosis should, in 
principle, be hospitalized, with monitoring of the state of 
consciousness, the respiratory and cardiovascular conditions 
and urinary output, appropriate fluid replacement and pain 
control, and then transferred to the intensive care unit due to 
the ease of management, intervention or treatment8.

Edematous pancreatitis represent 80% to 90% of acute 
pancreatitis, and its remission is possible in most patients 
without special treatment8. The necrotizing pancreatitis covers 
the remaining 10% to 20% of cases, with a high mortality rate, 
since it is accompanied by bacterial infection and need of surgical 
care or percutaneous drainage8. Regarding the use of antibiotics, 
Yousaf et al.17 reported that broad-spectrum antibiotics should 
be recommended in severe cases of pancreatitis for a short 
period of time, usually for 5-7 days. There is no consensus 
over the value of antibiotic prophylaxis, or about the choice of 
antimicrobial drugs and duration of therapy2.

In recent decades, changes in the management of 
patients with acute pancreatitis, such as enteral nutrition, 
rational use of lower-spectrum antibiotics and intensive 
care have contributed to the reduction of hospital stay and 
global mortality5. This study showed correlation between 
hospitalization time and severity (criteria number), with clinical 
improvement in short period of hospitalization probably due 
to the conditions of mild acute pancreatitis.

CONCLUSIONS

FIGURE 5 - Statistical association between antibiotic therapy and hospitalization time with serum amylase and lipase in 
mild acute pancreatitis

original articlE
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Changes in the management of patients with acute 
pancreatitis, such as enteral nutrition, rational use of lower-
spectrum antibiotics and intensive care have significantly 
contributed to the reduction in length of hospital stay and 
mortality.
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