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Asymptomatic Hyperamylasemia, Hyperlipasemia

Seok Ho Dong, Hoe-Hoon Chung

Department of Gastroenterology, Kyung Hee University School of Medicine, Seoul, Korea
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Table1. Pathogenic Mechanisms and Possible Causes for Increased Serum Levels of Pancreatic Enzymes
TRelease of Pancreatic Enzymes into the Blood |Renal Clearance
Mild duct obstruction Acinar cells aamage Renal diseases Macroamylasemia
Biliary causes Biliary lithiasis Sphincter of Oddi Drugs Inflammatory Celiac disease
dysfunction (SOD) Alcohol Neoplastic Crohn's disease
Periampullar tumours Virus (hepatitis) Ulcerative colitis
Anatomic anomalies Vascular Autoimmune disease
Choledochocele Surgery (rheumatoid artritis, systemic
Pancreatic causes Autoimmunity Impaired renal function lupus erythematosus)
Pancreatic Tumours HIV
Anatomic Anomalies Lymphoma
Gene mutations (?) Thyroid cancer
Santorinicele Renal cells carcinoma
Duodenal causes Paravaterian diverticulum
Periampullar tumours
J Pancreas 2005;6(6):536-551.
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Table 2. Causes of Hyperamylasemia

Pancreatic Disease |. Pancreatitis
A. Acute
B. Chronic: ductal obstruction
C. Complications of pancreatitis
1. Pancreatic pseudocyst
2. Pancreatogenous ascites
3. Pancreatic abscess
Pancreatic necrosis
II. Pancreatic trauma
IIl. Pancreatic carcinoma
Nonpancreatic Disorders
I. Renal insufficiency
II. Salivary gland lesions
A. Mumps
B. Calculus
C. Irradiation sialadenitis
D. Maxillofacial surgery
lll. “Tumor" hyperamylasemia
A. Carcinoma of the lung
B. Carcinoma of the esophagus
C. Breast carcinoma, ovarian carcinoma
IV. Macroamylasemia
V. Burns
VI. Diabetic ketoacidosis
VII. Pregnancy
VIII. Renal transplantation
IX. Cerebral trauma
X. Drugs: morphine
Other Abdominal Disorders
I Biliary tract disease: cholecystitis,
choledocholithiasis
II. Intraabdominal disease
A. Perforated or penetrating peptic
ulcer
B. Intestinal obstruction or infarction
C. Ruptured ectopic pregnancy
D. Peritonitis
E. Aortic aneurysm
F. Chronic liver disease
G. Postoperative hyperamylasemia

Harrison’s 18th edition p2632 Table 312-2.
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Table 3. Pathological MR Findings Before (MR-MRCP) and After
Secretin Stimulation (s-MRCP) in 160 Subjects with CAPH

MR parameters MR&L\/:?CP s—lzﬂ/F:)CP Pvalue
Normal 117 (73.1) 80 (50) <0.0001
Cysts 4(2.5) 4(2.5) NS
Diffuse MPD dilation 7(4.4) 31(19.4) <0.0001
Segmental MPD dilation 7(4.4) 11(6.9) NS
Diffuse side branch dilation 5(3.1)  41(25.6) <0.0001
Focal side branch dilation 15(9.4) 17(10.6) NS
Santorinicele 2(1.2) 5(3.1) NS
Delayed MPD empting 0 23(14.4)  <0.0001
Mass 5(3.1) 5(3.1) NS
No. of subjects with 1+findings 43(26.9) 80 (50) <0.0001

Am J Gastroenterol 2012;107:1089-1095.

CAPH, chronic asymptomatic pancreatic hyperenzymemia; MPD, main
pancreatic duct; MR, magnetic resonance; MRCP, magnetic resonance
cholangiopancereatography; NS, not significant.
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Fig. 1. Possible diagnostic algorithm in patients with pancreatic hyperenzynemia. J Pancreas 2005;6(6):536-551.
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