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Chronic pancreatitis is a debilitating disease characterized by abdominal pain,
exocrine insufficiency, and diabetes mellitus and has had great social, economic, and
psychological impacts. Traditional definition of chronic pancreatitis has been based on
irreversible histological findings such as self-sustaining chronic inflammation, fibrosis,
and eventual destruction of ductal, exocrine, and endocrine tissues. In contrast, the
traditional characteristics of acute pancreatitis have been thought as a complete
recovery of pancreatic function and morphology during the convalescence period.
Acute and chronic pancreatitis have been considered separated disease entities.
However, the current idea regarding the natural course of pancreatitis is that acute
pancreatitis can progress to the intermediate step of recurrent acute pancreatitis,
and finally to chronic pancreatitis. This evolution can be characterized by a sequence
of necrotic and fibrotic events, or described by sentinel acute pancreatitis event
(SAPE) hypothesis. Therefore, chronic pancreatitis is better defined as a progressive
inflammatory and fibrotic disease of the pancreas with clinical features of abdominal
pain, malnutrition, diabetes mellitus and imaging features of pancreatic parenchymal/
ductal calcifications. The complications of chronic pancreatitis include pseudocyst,
pseudoaneurysm, fistula, biliary stricture, and duodenal stricture. This review
describes the progression from acute to chronic pancreatitis, the mechanisms and
nature of abdominal pain, steatorrhea, pancreatogenic diabetes mellitus, pseudocyst,
pseudoaneurysm, and biliary stricture associated with chronic pancreatitis.
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Table 1. Pain patterns of chronic pancreatitis®"*
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TE= A A7, 281 v 74 (probable chronic
pancreatitis), 2721 THA] |7} (definite chronic pancreatitis)
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Temporal nature

Pattern Definition (Ammann type®) Pain severity
No pain No pain
A Usually pain free, but episodes of mild to moderate pain Intermittent (A) Mild-moderate
B Constant mild to moderate pain Constant (B) Mild-moderate
C Usually free of abdominal pain, but episodes of severe pain Intermittent (A) Severe
D Constant mild to moderate pain plus episodes of severe pain Constant (B) Severe
E Constant severe pain Constant (B) Severe

*Ammann et al.” classified the pattern of abdominal pain in chronic pancreatitis as either intermittent/short-lived pain episodes (Type A) or prolonged
period of persistent (daily) and/or clusters of recurrent severe pain exacerbations (Type B).
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Fig. 1. Abdominal computed tomography findings of a 49 year-old male with alcoholic chronic pancreatitis. Pancreatic ductal calcification (A, circle)
and parenchymal calcifications (B) are seen.
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Fig. 2. Abdominal computed tomography
findings of a 57 year-old male with alcoholic
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(arrow) with upstream dilatation (A) and
pseudocyst (B) are noted.
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Fig. 3. Serial imaging findings of 53 year-old male with alcoholic
recurrent pancreatitis. Abdominal computed tomography showed
ruptured pseudoaneurysm (A). Emergency angiography demonstrated
pseudoaneurysm of the splenic artery (B). After embolization with coils
and glue (C), no contrast leakage is seen (D).

Jin Woo Choo, et al. -

A
& 5 ole Aoz deA ATk 2o Aol st
1,1599 9 whd A EAtol A S 22 16% (186
) A TEE o 12.5% (145T) o)l A WA F A gt 2~
HE AFelo] B skl o2 Aol A= 521 9] T4 4]
FA AT 17.9% (937) oA FH 2ol 1L 11.7%
(61'g)oll A FHAAZI] 31o1A] 11.5% (60)ll A A7
A e AHIE AFQlo] R sklrhar H skl

4 E
w A%

o= sy
WA B S AN e

o o2
rlo
)

)
2
o
A
<
re
1B
2
ro,
jakad

_c|>|_:{
I
offl

o
oX,

¢
oXx,
N
g il
o2

(o]
2
091:‘14
)
g
—1__‘&‘1
o
Sha
i
N
olr t

=2

o3
o
o2 wE o Jm

p

ox.
ox
o

uso=)

N
ox
ol

N
ox.
oft
=)
ot

Y
o
ro O
£ N
[
i
i
U

In fir o

tlo ok ¢
3
go 2

o
o 1o Hi
2l
fr 4

==

s
i
v
wa o By =
.
rlo
o o rlo @

W O
N = g

1o mo oft
re &2

o,
_\-1L_1,
Jo
k3
e
o ox
=

2 o
e
T
N
tt

o o
ofi
e
R
r 4

=

DRSS
2 5
1o
iy
T
B
i
o
N
Y

rl

o 2 &g
o o
o o
oo~ =
K oop o
) £

ruoe

[e]
o
)
%

T o
o
or
¥ lo &
El.l mlo re r—?‘—‘*

o>ome ox o 44 e
B

_r
olN
ctad

r 1o g
D

N
e
- re

o

o 2

_|>~i_

ol
o 0

u
2 2 2 N 2§ jo [

=2
i pok
ek
>

L[‘lo_ﬂr

¥
ko
K
by
2

it
rlr
ool
=
1o
O ooy i (o M

MY
Ir

,d
o2
)
o 2
o

dey o o
Y

o

e
Mool — 2

Sy
N

fr O oX ¥0 2 off 1o oy
N Ol
ol

ﬂ,
o
)
2o ox e

oX o

=
o

o i
o2
=
19 (o

4 N0t B §5O v N R ok AN [A
m e AN K2 oox

¥ 8
fr g
ok
X K
SE
2 o2 i
02 o2

ol
i
Q on T

iltad
o

=

S
o

Fig. 4. Imaging findings of a 59 year-old
male with alcoholic chronic pancreatitis.
Abdominal computed tomography
showed pancreatic calcifications with
bile duct dilatation (A). Endoscopic
retrograde cholangiography showed
intrapancreatic bile duct stricture with
proximal duct dilatation (B).
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