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Abstract

To date there have been no clinical research reports clearly representing relationship between metabolic syndrome and chronic
pancreatitis. Here I report a case of metabolic syndrome with ultrasonographic changes of the pancreas that may support this
relation.

A 46-year-old female with complaint of vertigo visited my clinic in 2009. She was diagnosed as metabolic syndrome because of
hypertriglyceridemia, hypertension and her waist circumference(95 cm).

When the patient visited my clinic because of epigastric pain, anorexia and constipation in 1993, hypercholesterolemia, hypo-HDL-
cholesterolemia and the increase of the brightness of pancreas in ultrasonogram was detected. In 2011, a hypoechoic area with coarse
hyperechoic dots in the head of the pancreas and no dilatation of the main pancreatic duct was observed ultrasonographically. The
hypoechoic area disappeared nine months later. A spherical anechoic area ( 8.7%8.3 mm in size ) in the head of the pancreas without
dilatation of the main pancreatic duct in 2013 and a coarse hyperechoic dot at the papilla side of the anechoic area without tumor
in 2014 were detected ultrasonographically. The anechoic area was diagnosed as a cystic lesion of the pancreas without evidence of
malignancy by dynamic computed tomography.

Conclusion: The chronological observation of the patient has suggested that metabolic syndrome may be related to chronic
pancreatitis.
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fF 1993 2006 2007 2008 2009 2010 2011 2012 2013 2014
A 12 10 8 8 8 7 10 7 11 5
AST (IU/1) 11 45 16 25 22 13 20 21 18 23
ALT (1U/1) 7 85 20 34 30 10 13 16 16 30
¥ -GTP (1U/1) 14.7 68 39 71 56 25 14 18 32
aYUIRTI—E (W) 405 389 399 449 334 307 313 375
TG (mg/dl) 100 169 356 302 483 153 92 95 72 155
TC (mg/dl) 255 257 248 282 267 184 201 203 217 246
HDL-C (mg/dI) 38.8 38.7 34.2 42.6 34.9 38.4 46.8 43.1 45.9 50.4
LDL-C (mg/dl) 196.2 1845  142.6 179 1355 115 1358 1409 1567  164.6
EESRFMAE (mg/d) 106 118 106 106 96 92 96 96 92 99
mEF7I5—E U/ 83 59 55 63 57 7 64 58 70
B M Ek K 7000 4800 6900 6200 4600 4900 3800 2800 4900 4200
FRIMEBREL (X 10%) 432 413 401 416 427 374 376 358 392 391
mERE (g/d) 12.8 10.1 10 9.6 10.8 9.2 8.1 7.7 12.5 1.9
ATk (%) 33.9 33.1 326 34.7 30.6 26.8 25.7 36.1 36.8
m/NAREL (X 104/ u1) 26.3 26.5 31.1 27.1 34.2 36.2 42 26.9 31.7
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