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OBJECTIVES

pancreatic injury.

The incidence of acute pancreatitis (AP) is rising with increased prevalence of obesity, which exacerbates

Metabolic syndrome (MS) is defined as a cluster condition of cardiovascular
risk factors, including hyperglycemia, dyslipidemia, hypertension, and central obesity.

* We analyze if the presence of obesity and/or MS affects the course of pancreatitis.

In fact, a new severity scoring system (acute physiology and chronic health evaluation-obesity)[1] was
proposed to consider obesity as an independent predictor for the outcome of AP.

Obesity is associated with an increased risk of AP development; therefore, larger abdominal adiposity
and higher waist circumference (WC) often accompany severe pancreatitis.

The relationship between MS criteria and pancreatic diseases remains vague.
In our study, we explored the relation between MS criteria based on the International Diabetic Federation
(IDF) definition and pancreatitis and determined if obesity and body mass index (BMI)
can predict pancreatitis severity

Data were collected from 140 patients with AP between January 2010 and February 201 3. Anthropometric data, including body mass index and waist circumference, were measured.

Exclusion Criteria

Patients were excluded from the study if they fell into any of the following categories: presented with recurrent pancreatitis, diabetes mellitus, hyperlipidemia or dyslipidemia, hypertension,
pregnancy, presence of morbidities possibly affecting the patient’s weight, such as hypothyroidism, pregnancy, alcohol consumption, history of episodes of idiopathic and chronic pancreatitis, drug-
induced and pancreatic divisum, endoscopic retrograde cholangiopancreatography pancreatitis, hyperlipidemiaor hypercalcemia-induced pancreatitis, and patients with symptoms for more than 2

days

with at least 2 of the following 4 criteria[3] :

1. administering 150 mg/dL triglyceride or more or receiving drug treatment;

2. HDL cholesterol level of less than 40 mg/dL in men or less than 50 mg/dL in women or receiving drug treatment;
3. systolic blood pressure of 130 mm Hg and above and/or diastolic blood pressure of 85 mm Hg and above;

4. fasting blood glucose of 100 mg/dL and above.

The IDF criteria have suggested a redefinition of the MS
using WC adapted for different ethnic groups[3] and recommend the use of European cutoff values for WC measurement in

Definition of MS

The National Heart, Lung, and Blood Institute/American Heart Association has an established IDF definition for MS that includes central obesity
exceeding the standard WC (Q94 cm for men and Q80 cm for women) as an essential component, together
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Biochemical tests were used including fasting glucose, triglyceride, low- and high-density lipoprotein cholesterol levels, and total cholesterol level.

Atlanta criteria, acute Physiology and Chronic Health Evaluation Il, and Ranson scoring system were used to define severe AP.. We graded the severity of pancreatitis into 5 distinct groups from A to E according to
the Balthazar-Ranson grading scale[2]. The etiology , local and systemic complications of AP were also identified. Atlanta criteria were adopted to define mild AP (normal enhancement

of pancreatic parenchyma on CT or if the Ranson score was less than 3), whereas severe AP was defined as presence of cardiovascular, pulmonary, renal dysfunction, and/or local complications such
as necrosis, abscess, or pseudocyst.

Patients were classified as having MS based on the International Diabetic Federation criteria.
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TABLE 3. Prevalence of MS in Patients With Pancreatitis (N - 140)
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CONCLUSIONS

Samer Ibrahim Al Sawalhi

The presence of MS in patients with pancreatitis is
noticeable, but it does not affect the course of disease severity, whereas
obesity correlates with pancreatitis severity. Further

research is warranted to expand the details of this relationship

Obesity and cardiovascular endocrinology

RESULTS

We found that body weight can predict the clinical severity of
pancreatitis with significant P value (P = 0.009; Table 2).

We found that 88 (62.8%) of patients with pancreatitis

fulfilled the criteria of MS by using the IDF criteria (Table 3).

There was a significant association between gallbladder stone induced pancreatitis and BMI value (Table 3;P = 0.024).
Furthermore, we noticed that the prevalence of MS is more in patients with acute biliary pancreatitis (83%; P = 0.000; Table 3).

**In our study, the risk of initial attack of acute biliary pancreatitis also increased with increment of WC (= 94 cm in males and 280 cm in females;
Table 3; P = 0.039).

Discussion

the incidence of AP is increasing, paralleled with an increase in the prevalence of obesity[4]. Obesity is a chronic low-grade inflammatory state
characterized by high circulating levels of proinflammatory cytokines[5]. Alternatively, obesity may intensify the immune response, which is able to
exacerbate pancreatic injury. Obesity is correlated with severity of AP, local complications, and mortality in patients with AP. These results were
confirmed in our study and by meta-analysis[6].

obesity is also associated with higher levels of inflammatory markers[7]. Papachristou et al [1] proposed a new severity scoring system (APACH-
O) that considers obesity as an independent predictor for the outcome of AP, and they concluded that obesity increases the severity of AP by
amplifying the immune response to injury.

**Patients with android fat distribution and higher WC measurements are at greater risk for developing severe AP[8].

Recently, it has been shown that children with MS harbor a high risk of pancreatitis[9], suggesting that the relationship
between the risk of pancreatitis and MS is interchangeable.

-The high prevalence of MS in patients with pancreatitis with its considerable burden on the middle-aged population mandates the implementation
for its prevention by addressing issues of obesity early in the disease progression. Accumulation of visceral fat in patients with obesity increases
the risk of severe AP although the action of adipocytokines [9] among these, serum adiponectin concentrations

have been shown to be lower in patient with obesity. In addition, evaluating hypoadiponectemia may be useful for accurate

assessment of MS in patients with AP.
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