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INTRODUCTION



INTRODUCTION

Post-operative pancreatitis has been considered a cotastrophic
and often fatal complication after biliary tract surgery. Several
retrospective studies have revecled a high mortality for postnpemtivé
acute pancregtitis, especially following procedures to the ampulla

of vater.

Much hos been writien on the aetiology, and complication
of puncreatitis after biliary surgery. Great advances have accured
recently in the Ilaboratory, radiological and scanning technique.
Some of the laters include E.R.CP, intraoperative pencreatography,

ultrasonography and C.T.S.

So it has been possible to reach a proper aeticlogical diagnosis
of pancreatitis and its complication and to achieve a valuable manage-

ment.

This explains the increased incidence of pancreatitis after
biliary surgery ard the progressive declines in the morbidity and

mortality roates.

In the present study pancreatitis after biliary tract surgery

and its complication are discussed.
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ANATOMICAL RELATIONSHIPES BETWEEN BILIARY
AND PANCREATIC PASSAGE
Common bile duct:

Common bile duct iz 3 inches long and (s best described in
three paris.

Iis upper third lies in the free edge of lesser omentum in front

of portal vien and to the right of hepatic artery.

fts middle third lies behind the first pari of the dupdenum infront

of the inferior vena cawo.

The third port slopes down to the right behind the head of
the pancregs. It lies in deep groove, sometime in a tunnel on the

posterior surface of the pancreas {Last, 1978).

In the majorty of instances the terminal segment of the common
bile duct joined in its passage through the submucousa of the second
part of duodenum by the main pencreatic duct, giving a common
chanal werying in length from 2 te 17 mm celled the ampulla of
Vater (Maingot, 19805

Pancreatic Duct:

The pancreatic duct is o continuous tube leading from the tail
to the head gmduoily increasing in diometler as it recieved delicate
tributaries. It drains the iail, body, neck and upper part of the head

of the pancreas.

The accessory pancresiic ducl drains the uncinat process and

the lower part of the head of the pancrees and crosses the main
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pancreaiic duct to open in the duodenum at o small papilln situated
2 cm proximal to the ducdenal papilia {Last, 1978).The rule is that both
are present and they arastomosis with one another near the neck
of the gland in 90% of individuwals. The duct of Santorini opens into
the second part of duodenum 3.5 cm of the pylorus ot a higher level
than duct of Wirsung. (Within 5-6 cm of pylorus), which Is usually

(in over 85% of subject} the larger of the two.

However the duct of Santorini may be quite seperate and larger
{in 6% to 10% of cases). In exceptional cases lhe duct of Wirsung
may be obliterated near its termineiion in which eveni the common
bile duct and the duct of Sentorini open by seperat orifices inio
the duodenum. There are ceses in which the duct of Santorini did

not eommunical with the duodenum (Maingot, 1980k

Rienhoff ond Pickrell, (1%45) examined the pancreas of 250
adults, both fresh and fixed specimens. In 73 specimens there was
no junction between the pancreatic duct and the common bile duct.
In 92 specimens the pancreatic duct and the cholodechus were con-
tinuous, and the dividing septum end 1-2 mm from the apex of their
common orifices. In this group g true ampulla was nol preseni. In

81 instonces @ true ampulia was present (Maingot, 1980).

The circular muscle around the lower part of the bile duct
inciuding the ampulio and the terminal part of the main pancreatic

duct is thickenedand is called the sphincter of Oddi. The lotter
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comprises sphincteric muscuiator at three leveis. A-around the lower
part of bile, B-sphincter pancreaticas and C-around the ompulis

{ Maingot, 1880)

Mc Minn and Kugler, 1956 reported that it hos been mointained
that there is not sphincteric errargement of musculaior arcund the
bile and pancreaiic duct into the duodenum, but that the sphincter
of Oddi surrounded the bile duct as it passes through the submucous
zone of the ducdenum wall and is continucus with circular muscle
coat of the duodenum which is thickened at this site {Warwick and

Willion, 1973k

However subsequent studies suggest strongly thot mon ond
other primates has a common sphincteric mechanism surrounding
both ducis and that the common bile duct hgs a second sphincter

of the type described above { Warwick and William, 1873}

The terminal part of -the united bile and pancreatic duct is
packed with willous walwlar fold of the mucous membran and the
muscie fibres extend inic the connective lissue cores of these foldy.
Contrgction of muscie fibres lead {o aggregation of these folds,
thus preventing reflux of the ducdenal content inie the duct (Warwick

and Willinm, 1973).
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Fig.(l): A) Anterior view of choledochodundenal junction with

finica mucosa removed. Marge sup. and inf., margins
of stit in lomgitudinal muscie of gul. The anterior longi-
tudinal fascicle and fibers cormecting the ducts to the
gut woll are most consipicuous in views of the surface
of the papifia. Yet cuter layers of the sphincters are visible.
To see the principal bundles of the sphincter choledochus,
it is necessary to split the papilla lengthwise ond dig out
the mucosa of the ducts. B) Bisected papille of type in
~ which the ducts empty separutely. C) Bisected papilia
of type in which the ducts empty into an ampulla of Yater.
(Surgical AnotomyNMcvay C.B. and Anson B.J. 1971 Fifth
edition; chapter 15, Page 612 W.B. Sauwder company
Philodeiphia London Toronto. Igake Shoin L.T.D. Tokyo).



Fig. (I): A) Papilia lying in natura! position after removal of mucosa.
B} Papilia- elevated, with distal half snipped off, to show
undertyign fibers and the relation of sphinciers to ducis.
Abbreviations: Gl., glandulor masses erposed by maceration
and dissection; C° and R", R’, bands of "connecting” and
reinforcing™ fibers; Sph. amp. beginning of sphincter ampul-
ize. {Surgical Amatomy) (Mcway C.B. and A Nson B.J.
18971 Fifth edition; Chapter. 15 page 613 W.B. Saurxier
company/Philadelphia, London Teronto. IGAKU Shoin L.T.D/
Toky).



-7 -
PHYSIOLOGY OF THE PANCREAS

The exiernal secretion of the pancreas is alkelin in reaction.

It is about I1-2 liters per day.

it consists of enzymes Trypsin, chemotrypsin, precarboxy-peptidase
A and B, elastase, ribonuclese, deoxyribonuclease, phospholipase,
pancreatic lipase and poncreatic amylese. Also it contains cations,

+

Na', CaT and Mg+. Anions es Hco.,- CI SO; HPO;-ulso albumin

3
and lecithin (Garong, 1977).

These enzymes are proteolyvtic, lipolytic and amyloivtic. The
proteoiytic gnd phospholipase ore secreted in inactive form which
are activated by enterokinase ond trypsin respectively. The release
of small amouni of trypsin into the pencreas lead to chain of reactions
which wouwld produce active enzymes capable of digesting the pancreas.
Lysolecithin produces damage 1o cell membran. In acute parcreatitis
there is evidence of actiwvmtion of phospholipase in pancregtic duct
with formation of iysolecithin which demage the cell membran and

release of proteolytic enzymes {Ganong, 1977).

Three mechanisms prevent oautodigestion of the poncreas by
its proteciytic enzymes, the enzvmes are stored in acingr cell as
zymogen granules, the enzvmes are Ssecreted in an inactive form
and the present of enzyme inhibitor e.g trypsin inhibitor (Reber

and Way, 1981).

The endocrin portion of pancreas which represented by the

islands of Langerhans secret insulin, glucegon and somatostotin.



Insulin is a polypeptide consisting of 51 aming acid residues.
It is secreted by B cell as proinsulin. Iis secretion iz stimulated by
rising or high serum aminc acid, glucose and perhapes shori chain
fatiy acid. Cholecystokinin vasoactive intestinal polvpeptid and gastriﬁ

all of these sensitize the recepior to glucose {Ganong, 1977h

Insulin  has not effect on exocrin function. But rather appear

to be atrophic hormone for pancreatic acingr tissue.

Atrophy fibrosis and abnormal response of the exoerin pancreatic

tissue appear in diobetes { Eliott, 1573).

Glucagon is a polypeptide containing 29 amino acid, secreted
by the A cell of the pancreas, siimulat by low glucnse level, amino
geid, caticolamin, sympathetic discharge and cholecystokinin and
suppressed by hyperglycemi and insulin. [ inhibit pancregtic woter

and bicarbonote and enzyme secretion{ Dyck, 1971).

The waler and electrolytez secretion is formed by the centro-
agcinar cell gnd the intercalated duct. I is an active process. The
concentration of Nﬂ+ and FC+ as that of plasma while HCoé and Cl
wary in concentration according to the rate of secretfon with increase
rate bicarbonate increase while chilorid decrease (Reber ond Way,

1981).

The secretion of pancreatic juice is under hormonol and neurona!
conirol. Cholecysickinin hormon and secretin hormon secreted by

the mucous gland of the duodenum. Secretin hormon causes copious
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secretion of a very alkeline pancreatic juice poor in enzrymes. Chole-
cystokinine causes secretion of pancreatic juice rich in enzymes (Ganong,

1977h

Iis secretion is stimuloted by acelylcholin vagal stimulation

and protein product (Ganong, 1977).

Somotostatin s ¢ teirapeptid, that contain diswdphid bridge.
It inhibit insulin and glucagon secretion, It also considered as growlh
hormon inhkibitory factor. It regulate synoplic transmision (Ganong,

1977).
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MACROSCOPIC PANCREATIC CHANGES IN

CASES OF ACUTE PANCREATITIS

The gland is oedemalous with warying degrees of inflammation,
necrosis and haemorrhage that can be seen macroscopicically and

histologically { Douckier, 1980).

.The cedema may produce rather glassy appearance and the damoge
may be localised or genemalised. Arees of fal necrosis are recognised
as yellow waxy greas usuaily present i the gland or the ilesser sac
and omentum, but occasionally the fot necrosis iz wide spread and

is found on the parietal and viscema! peritoneum (Douchier, 1980)

Acute pencreatitis is easly recognized by areas of blue black
hoemorrhages interspread with area of grey white chalky fat recrosis

{Robbin et al.,, 1981

Abdomingl cavity mey contain fluid in which globules of oil

can be identified { Robbin et al., 1981}



