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BACKGROUND 

The human pancreas secretes three different isoforms of the inactive 
trypsinogen into the small intestine, namely cationic trypsinogen, anionic 
trypsinogen (the two major isoforms) and mesotrypsinogen (a minor isoform). 
In the small intestine, each isoform is cleaved by Enterokinase into its active 
form, Trypsin-1, Trypsin-2 and Trypsin-3, respectively. All Trypsins are mem-
bers of the serine protease trypsin family. The activated Trypsins go on to 
activate other protease zymogens and play a role in the autoactivation of 
trypsinogens, suggesting an important role for Trypsins in digestion. Muta-
tions in the gene encoding Trypsin-1 that stimulate its activity are associ-
ated with autosomal dominant hereditary pancreatitis (HCP), also known 
as chronic pancreatitis (CP), a disease characterized by persistent, severe 
abdominal pain due to calcifications of the parenchyma, pancreatic stones, 
cysts and pancreatic head enlargement. Trypsin-3 is expressed in the brain 
in addition to the pancreas. 
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CHROMOSOMAL LOCATION 

Genetic locus: PRSS2 (human) mapping to 7p22.3. 

RESEARCH USE 

For research use only, not for use in diagnostic procedures. 

PRODUCT 

Trypsin-2 (h): 293T Lysate represents a lysate of human Trypsin-2 transfected 
293T cells and is provided as 100 µg protein in 200 µl SDS-PAGE buffer. 

APPLICATIONS 

Trypsin-2 (h): 293T Lysate is suitable as a Western Blotting positive control  
for human reactive Trypsin-2 antibodies. Recommended use: 10-20 µl per 
lane. 

Control 293T Lysate: sc-117752 is available as a Western Blotting negative 
control lysate derived from non-transfected 293T cells. 

STORAGE 

Store at -20° C. Repeated freezing and thawing should be minimized. Sample 
vial should be boiled once prior to use. Non-hazardous. No MSDS required. 

PROTOCOLS 

See our web site at www.scbt.com for detailed protocols and support 
products. 


