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ABSTRACT

Background- An acute attack of pancreatitis is a condition characterised by
inflammation of the organ itself. The most characteristic sympgosadden stomach
discomfort, and the diagnosis is confirmed by elevated levels of blogthsemand
lipase. (1) Acute Pancreatitis can be classified as Mid Severe disease (3).
Inappropriate pancreatic enzyme release and activation causepaogteatitis by
causing tissue destruction and an inflammatory response. The ynafantlividuals
with necrotizing pancreatitis cannot be identified accurately by artiheoEpecific
clinical or laboratory indicators despite their widespread usknica practise. In an
attempt to overcome these obstacles, many scoring systems hawdevised, each of
which incorporates clinical and laboratory criteria into its aheteation of whether a
patient has severe pancreatitis. Acute pancreatitis seigenitgasured according to the
prevalence of certain abnormalities that serve as prognostidssigeaere symptoms,
risk factors, or objective indicators. (8)

AIMS AND OBJECTIVES

To-compare Ransons scoring system and Modified CT severity-index-scoing a
assess which of the two scores is more accurate in predichigqgsis in a patient with
acute pancreatitis.

METHODS

Cross-sectional study conducted for a time period of one year fromryatacember
2021 in patients who were admitted with complaints of severe pain-&dom
nausea/vomiting at KLE Hospital, Belagavi.

A total of 40 patients were included in the study and were subjec&d imaging and

other investigations.
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Duration of pain and vomiting, Duration of stay, Diet-changed on-day, Dglaaen
lipase returns to normal, Day of discharge, Other complicatioresaeenpared. All the
above data were gathered and based on the parameters set dberésavere assessed
and compared in order to determine which score is more accupagslicting-
prognosis.

RESULTS:

According to MCTSI score,out of the 40 patients: 15 (37.50%) had mild, 11 (27.50%)
had moderate and 14 (35.00%) had severe grading. Out of the 14 severd@ases

(71.43%) had severe clinical course

According to Ranson’s scoreout of the 40 patients: 26 (65.00%) had non-severe and
14 (35.00%) had severe grading. Out of the 14 severe cases, 11 (78.57%)ehad se

clinical course.

95% Confidence Interval
Test Result Variable(s)| AUC | Std. Error P-value

Lower Bound | Upper Bound
MCTSI Score 0.784 0.081 0.626 0.942 0.003
RANSONS Score 0.757 0.085 0.591 0.923 0.008
CONCLUSION:

The study shows that MCTSI score is more accurate than Ransoasirscor
predicting prognosis in acute pancreatitis patigfitsn our observations; both the scoring
systems were able to accurately predict prognb&BSISI score was able to predict the chance

of occurrence of complications better than Ranswiteria. We thereby conclude that MCTSI

score was more accurate than Ransons in predatognosis.
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Objective

OBJECTIVES

« To compare Ranson’s and MCTSI prognostic scoreptorcreatitis and assess
which is more accurate in predicting prognosis atignts diagnosed with acute

pancreatitis.
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INTRODUCTION

An acute attack of pancreatitis is a condition abtarized by inflammation of the
organ itself. The most characteristic symptom igdem stomach discomfort, and the
diagnosis is confirmed by elevated levels of bloaahylase and lipase. Mild
pancreatic injuries account for 80% of all casesl these patients often make full
recoveries. Patients who are still alive have a \g&rious condition that has both
local and systemic consequences. In 80% of instamgth acute pancreatitis, the
condition is moderate and resolves without probleus in up to 20% of cases, the
condition is much more serious and results in magorbidity and even fatality.(1)
The death of Alexander the Great is only one of ynzases in history that may have
been caused by AP. Some 2200 years later, Reghihatbér Fitz presented the first
thorough examination of the iliness.

Fifty-three individuals were described in detail Byz, who distinguished between
hemorrhagic, suppurative, and gangrenous presansatof the illness. AP, he
theorized, develops when an inflammation of thetrgdsodenal junction spreads
through the pancreatic duct.

Chiari proposed in 1896 that pancreatic autodigastithe pancreas "giving in to its
inherent digestive properties"—was the fundamepgdhophysiological mechanism

of the condition. (2)

AP can be classified as 2
a) Mild - self-limiting disease (edematous)

b) Severe - necrosis (MODS and death) (3)
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Table 1- Etiological factors of acute pancreatitis (4)(5)

1) biliary tract disease

2) Chronic alcoholism

3) Mumps

4) Hyperthyroidism

5) Carcinoma

6) Steroid usage

7) Hereditary (mutation of PRSS1, SPINK1, and CFTR)

8) Drugs

9) Infection

10) Traumatic

Pathogenesis- Inappropriate pancreatic enzymeseelaad activation cause
AP by causing tissue destruction and inflammat@sponse.There are three major
initiating events-

A) Pancreatic duct obstruction

B) Primary acinar cell injury

C) Defective intracellular transport of proenzywathin acinar cells.

There are three stages of illness progressionrttegt be identified in AP.
When the pancreatic acini are damaged or disruptat;reatic enzymes seep into the
surrounding tissue, causing the first phase. Paticreoedema, vascular injury,
bleeding, and necrosis are all brought on by thecqgatic enzyme trypsinogen
leaking out of the organ and being activated imypdin. Inflammation inside the

pancreas and outside it define AP's second amdi stages, respectively. (5)
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When a patient presents with sudden-onset, bacdéthagl epigastric pain
accompanied by nausea and vomiting, it is impegativrule out a wide variety of
potentially fatal conditions, including those inviolg the cardiovascular (myocardial
infarction), gastrointestinal (peptic ulcer diseagi¢éh perforation or bleeding), and
hepatic (acute pancreatitis) systems. Clinicalohysand physical examination results
are supported by appropriate investigations toomanhe differential diagnosis and
direct the management and treatment of an illnedsta potential consequences.(6)

Abdominal discomfort and, often, indications of ipmritis in the upper
abdomen are clinical indicators of acute panciisatibue to pancreatic fluid and
bleeding into the retroperitoneum, bruising-likedmess may form around the
umbilicus (Cullen's sign) or in the flanks (Grey riier's sign). Tetany as a
consequence of hypocalcemia, is another uncommuopteyn. Patients with acute
pancreatitis often present with a variety of abrarmiochemical parameters,
including hyperglycemia, hypoalbuminemia, high lloorea nitrogen, and raised
creatinine levels, in addition to hemoconcentrat{@j

Prior to doing the laboratory tests, the diagnasfisacute pancreatitis is
initially made based on the patient's medical Iyystand physical examination
findings. It used to be recognized that the presef@cute pancreatitis was indicated
by a blood amylase level that was three or fouesirgreater than the upper limit of
normal. The biliary aetiology may be identifiedtlife alanine aminotransferase level
is more than 150 IU/L during an episode of acutecpeatitis.(6)

It has long been known that individuals with aquémcreatitis frequently have
glaring changes in clinical indicators and somexpeeted findings from standard
laboratory tests. For instance, a low blood calclevel (7.5 mg/dL) during an acute

pancreatitis episode is a concerning indicator thaiften seen in patients who are
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very unwell. Serum glucose levels over 250 mg/dld qost-rehydration serum
creatinine levels above 2 mg/dL have also beeretinko an increased mortality risk.
Patients with a serious, possibly fatal type okdsge can be identified by signs of
multiple organ failure as well as some specificredo@ clinical and laboratory results.
Severe pancreatitis has long been known to cauggfisant changes in

clinical indicators and certain aberrant findings regular laboratory testing. For
instance, a low blood calcium level (7.5 mg/dL)rs&e the background in cases of
acute pancreatitis is a concerning sign observedgminantly in individuals with
severe disease. The risk of patient death hasbasea connected to blood glucose
levels above 250 mg/dL and serum creatinine leaéksr rehydration exceeding 2
mg/dL. Patients with a severe, potentially fatededise may be recognized by the
presence of multiorgan failure symptoms as welbkpacific abnormal clinical and
laboratory findings. The majority of individuals tinecrotizing pancreatitis cannot
be identified accurately by any of the specifiaidal or laboratory indicators despite
their widespread use in clinical practice. In arerapt to overcome these obstacles,
many scoring systems have been devised, each @hwhcorporates clinical and
laboratory criteria into its determination of whetha patient has severe pancreatitis.
Acute pancreatitis severity is measured accordimgthie prevalence of certain
abnormalities that serve as prognostic signalsersegymptoms, risk factors, or

objective indicators. (8)
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Table 2- Some useful prognostic factorsused in different scoring system

1) blood glucose

2) Glucagon

3) Serum amylase and lipase

4) Granulocyte elastase

5) 16, crp

6) Age

7) Serum tnf alpha

8) Raised IAP

9) Serum amyloid a

10)Procalcitonin

11)Comorbidities. (9)

Multi-factor scales have been used for Acute Paiti® since the 1970s;
examples are the Ranson and APACHE Il scores.dardo quantify the severity of
CT scans, the Balthazar CTSI has been developed $890. Computed tomography
(CT) with intravenous contrast medium injection tiee technique of choice for
assessing for pancreatic necrosis or determinia@xtent of acute fluid collections in
the pancreas and extra pancreas. It has been detdrthat these two variables serve
as prognostic markers of Acute Pancreatitis sgudrit order to increase prognostic
accuracy, a modified CTSI was created. It is bazeda combined assessment of
peripancreatic fluid collections, and the degregarfcreatic necrosis was developed

to improve prognostic accuracy. (10)
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Usage of ultrasonography in Acute Pancreatitisnmstéd by abdominal fat
and ileus (increased intestinal gas). But USG ésrtsearch of choice investigation
for pancreatitis induced by gallstones. The ingegion of choice for Acute
Pancreatitis is CECT of the abdomen and it is thd gtandard.(11)

Acute pancreatitis is characterized by fluid cdilets, peripancreatic fascial
thickening, peripancreatic fat stranding, and foeal widespread pancreatic
hypertrophy. Necrosis of the pancreas may be lpedlior widespread, and it
manifests as non-enhancing regions of pancreatienphyma. When it comes to
identifying pancreatic necrosis, CT offers a 100&msstivity rate and an 87%
specificity rate(12)

Over the last two decades, many radiologic prognasioring systems have
been developed. Balthazar et al. 1990.'s CT sgvardex (CTSI) has seen the
greatest usage in both clinical and research ctmt&ke CTSI is a numerical scoring
system that accounts for both the degree of exarecneatic inflammation and the
amount of pancreatic necrosis. A revised versionttd CTSI (MCTSI) was
developed in 2004 to address a variety of concalboesit the original. The MCTSI is
superior to the CTSI because it standardizes thkiatron of pancreatic parenchymal
necrosis and peri-pancreatic inflammation and ihetuextra pancreatic effects. (3)

No comparison has been performed between both logital, that is
modified ct severity index and clinical prognostimoring system, Ranson criteria. In
order to better understand the relative efficacyhef MCTSI and the Ranson criteria
in assessing clinical severity in a cohort of aquaacreatitis patients who were being

routinely monitored, we conducted this research.
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REVIEW OF LITERATURE

The exocrine and endocrine tissue that make updhereas may be distinguished

based on their morphology, and the organ itsaleisved from the endoderm.(13)

Inferior vena cava

Bile duct
Left kidney
Duodenum
Main pancreatic duct
ek panisic et Superior mesenteric artery
Superior mesenteric vein )
Uncinate process

Hepatopancreatic ampulla

Fig-1 Parts of pancreas

Anatomy(14)

One of the biggest digestive glands is the pancréhe gland's exocrine
portion, which secretes enzymes for lipid, carbaohtel and protein digestion, makes
up the majority of the structure. Cell clustersalied throughout the gland's substance
produce hormones that regulate glucose homeostadishe motility and function of
the upper gastrointestinal tract.

Lobulated surfaces, a firm to soft texture, andsyrcream colour characterise
a healthy pancreas. The anatomical divisions usetidracterise it are the head, neck,

body, tail, and uncinate process.
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Body of pancreas Tail of pancreas

Liver Portal vein Pancreatic duct Stomach Spleen

Head of pancreas Jejunum

Second part of duodenum Neck of pancreas Left kidney
Figure 2- coronal-reversed computed tomogram, thegncreas can be seen in
context with other organs in the upper abdomen

The gland, which resembles a flattened "tonguetissue resting in the
retroperitoneum, is 12—-15 cm long in adults. It hasedial end (head) that is thicker
and lateral ends that are thinner (tail). The rengi portion of the gland moves
transversely and somewhat cranially the whole tané goes posteriorly through the
stomach, then into the retroperitoneum, and evéptiato the hilum of the
spleen.The gland's head may be found in the dumdeniC' loop. It rests most
anteriorly on the neck and medial body, formingharacteristic shallow curve that
"drapes" over the spinal column and other retitipesal structures.

Its volume in adults ranges from 40 to 170 cm3,diutaverage it is between
70 and 80 cm3. Males typically have a larger cdpaitian females. Age-related

increases in pancreatic volume peak in the fouettede. Atrophic changes occur in
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the gland beyond age 60, when adipose connectsaditakes the role of exocrine
tissue.

The origin of the transverse mesocolon passesghrthe parietal peritoneum,
which is located on the ventral side of the parer&hae pancreatic head is supplied
by the fusion fascia of Treitz, while the pancre#tody and tail are supplied by the

fusion fascia of Toldt.

Figure-3 Divisions of pancreas

HEAD

Within the duodenal notch, the pancreatic headitisated anterior to the
spinal column and to the right of the midline. Désppeing the pancreas' biggest and
thickest region, it is flattened in the anteropostedirection.The initial portion of the
duodenum extends superiorly from its location oshart mesentery at the pylorus.
Anteriorly, this portion of the body is covered.elduodenal border of the head is
flattened, somewhat concave, and adherent to tbendehalf of the duodenum,
particularly around the duodenal papillae. The dope and inferior

pancreaticoduodenal arteries surround this area.
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Spleen
(anterior border)

atToops

Attachment of the leaves
of the transverse mesocolon

Attachment of the leaves
of the greater omentum

Figure 4- Relations of pancreas anteriorly

The uncinate process and the inferior border ofptiecreatic head unite as
one continuous structure above the third portiothef duodenum. The front of the
skull, which is coated with periosteum, serves las brigin of the transverse
mesocolon. The main duodenal papilla is situatedeclto the location where the
common bile duct and pancreatic duct converge.ififegior vena cava, the right crus
of the diaphragm, and the terminus of the rightaglah vein are all connected by a
network of veins and arteries that runs from thst@aor side of the pancreatic head.
Abutting the midline, the pancreatic neck and heecbme one structure.
NECK

The pancreatic duct is about 2 cm wide at its natkch connects the organ
to the rest of the body. Before the portal veinaleped, this is the pancreas' most
anterior region (at the point where the superiosengéeric vein fuses with the splenic

vein in the transpyloric plane). Since tumour depetent into these arteries may
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make excision of pancreatic cancer difficult, thislationship is essential for
evaluating the disease. The portal vein and superésenteric vein both pass through
the back of the neckThe inferior mesenteric vein is located where thpesior
mesenteric vein and the splenic vein meet in aboetthird of the population. The
peritoneum covers the front of the pancreatic neldse to the pylorus. At the
intersection of the head and neck, the gastrodwddartery's anterior superior
pancreaticoduodenal branch descends in front ofldred.

BODY

The pancreas' body, which extends from the glandsk to its tail and
gradually thins as it goes, is its longest portidfith front and posterior surfaces as
well as superior and inferior borders, it has a®etrat triangular cross-section.

While the posterior layer and the transverse mdeancare continuous with
the anterior surface, the anterior surface of #r@gneum covers the larger omentum
and is reflected anteriorly and inferiorly from tsarface of the gland.There is a
separation between the transverse mesocolon'saiyeesl along this surface. This tiny
sac separates the front aspect of the pancreastfi®stomach just before where the
transverse mesocolon connects. The left renal wia, fourth segment of the
duodenum, the duodenojejunal flexure, and the odithe jejunum are all attached to
it at its anterior end. It is positioned postergari the infracolic compartment.

The peritoneum is absent from the rear of the gt The toldt fascia
connects the left renal vein, the upper pole oflé¢fiekidney (which is encircled by
perirenal fascia), the left suprarenal gland, dmal left crus of the diaphragm. The
splenic vein creates a series of varyingly deegntations in the parenchyma as it

passes from left to right along this surface ofdtand.
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Superior border- On the right, the upper pancrdaticler is rounded, whereas on the
left, it tapers and sharpens. Omental tuberositiesh develop on the right side of the
body, rising from the end of the superior borded anossing over the level of the
lower curve of the stomach. The splenic artery trmdcommon hepatic artery both
pass through the top border of the liver, the tdtidhe left and the former to the right
of the actual gland. The celiac artery has brantha&smay be seen towards the top
border.

Inferior border- Superior mesenteric arteries paér from behind the
pancreas towards its neck at the medial end ofinfexior border. The inferior
mesenteric vein turns into the splenic vein at ititersection of the superior and
inferior mesenteric veins, which is situated latgrawhen performing left-sided
colonic resections and using computed tomograp@it) (imaging, this location is
helpful for locating the inferior mesenteric vein.

TAIL

The pancreas has a medial link to the rest of tharpand is thinnest and most
lateral in the tail. The splenorenal ligament rangelength from children to adults,
measuring around 1.5 cm in children and 3.5 cmdiulta. It may terminate at the
base of the splenorenal ligament or extend up eosfilenic hilum after ligation or
stapling of the splenic arteries, leaving it vuliide to damage during splenectomy.
The splenic vein and its branches, as well as pleng artery and its offspring, are
located behind the tail.

UNCINATE PROCESS

The inferomedial portion of the gland's head istiomed in a hook-like

fashion by the uncinate process. In terms of embgyg it differs from the rest of the

gland. Before moving forward into the small intasts root, the superior mesenteric
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vein and, in rare cases, the superior mesentddryatescend on the mesentery's front
surface. The third portion of the duodenum, whishniedially anterior to the
abdominal aorta and above the uncinate procesajlierable to compression by a
pancreatic tumour. The left renal vein, uncinatecpss, and third half of the
duodenum may all be visible on sagittal cross-emali imaging, respectively,
between the superior mesenteric artery and themaindbaorta.

Pancreatic ducts

Drainage of the exocrine pancreatic tissue is veckby a large number of
small lobular ducts. The single main and auxilidoct layout is the most common
arrangement for the principal ducts that drain plamcreas.The dorsal and ventral
pancreatic ducts' embryological development isategiby this configuration.
Normally, the primary pancreatic duct (of Wirsunggvels from left to right within
the gland's contents. It is situated halfway betwite pancreas' superior and inferior
borders, typically a little more toward the glanpisterior surface. The "herringbone
pattern” is formed when the gland's lobular (sdaoy) ducts connect at its tail, and
when additional lobular ducts are produced, theyoat form a right angle to the
gland's axis.

The duct in adults can frequently be seen on wtregraphy; it has a head
diameter of about 3 mm, a body diameter of abouin® and a tail diameter of about
1 mm. The quality of the duct improves beginninghe 50s. As it nears the gland's
neck, it curves to the right, toward the bile dudgpon joining, the two ducts widen
into a common channel that pierces the duodenal wialan oblique angle.
Hepatopancreatic ampulla is a possible growth ia thannel (of Vater). A few

mucosal folds in the main pancreatic duct's terinpoation prevent pancreatic juice
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reflux. The common pancreaticobiliary channel camge in length from 5-7 mm in
healthy persons.

The anterior part of the pancreatic head drainsutjin the auxiliary (dorsal)
pancreatic duct (of Santorini). It is made up ofesal smaller lobular ducts located
deep inside the brain, and it is much smaller tin@nmain duct. It often connects to
the main pancreatic duct around the neck of thedyta the first inferior branch. The
minor duodenal papilla, found about 2 cm proxineettte main papilla, is usually the
site where the auxiliary duct emerges. If the dmadlend of the accessory duct fails
to form, the lobular ducts leak into the main dilcbugh one or more tiny channels.
Abnormalities in the formation and fusion of thersll and ventral pancreatic ducts
might cause variations in the architecture of tla@mnand auxiliary ducts.

Embryology (7,13)

Development begins at the 4th week of gestation.

Pancreas is endodermal in origin. Primitive endadeives rise to dorsal bud
(DB) and ventral bud (VB). DB appears first.

1. DB blossoms into — Body, tail, neck, head of thegraas.

2. VB is a part of hepatic diverticulum. Biliary tredormation and

communication is maintained by the VB.

Around 4th to 8th week of the intrauterine life [JUVB rotates and fuses with the
DB posteriorly in the clockwise fashion. At the qaletion of the 8th week of the
intrauterine life both the dorsal and the ventraddare fused together. The expansion
of the DB duct as it leaves the duodenum creategdtitt of Santorini, commonly
referred to as the minor pancreatic duct (PD). Dhet of wirsung, also known as the
CBD, is formed when the small venous PD that o&tgs in the hepatic diverticulum

joins the CBD.
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Figure 5- Embryology of Pancreas

VB + CBD - Major PD. The preponderance of the paasrdrains through the
main PD. Drains the body and tail with accessory RBar the centre of the second
part of the duodenum, the major papilla, also knasrthe ampulla of vater, receives
both the CBD and the main pancreatic duct's diggharhe bile juice reaction is
prevented by the pancreatic duct's twofold the quesof the CBD. A collection of
muscles called the sphincter of Oddi controls houclmbile and pancreatic juice
enters the duodenum.

Accessory PD channels entering the second secfiagheoduodenum, two

centimetres from the vater's ampulla.
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Blood supply of pancreas
Arterial supply -
The superior mesenteric artery and its branchesyelk as the celiac trunk,
provide the pancreas with a substantial amountrofilatory supplies.
1. Anterosuperior PDA (pancreaticoduodenal arterygstbws blood to superior
surface of the head, a divaricate of gastroduocameaty (GDA)
2. Anteroinferior PDA - a divaricate of SMA, suppliasteroinferior surface.
3. Posterosuperior PDA - bestows superior posteriofase, a divaricate of
GDA
4. Posteroinferior PDA - supplies inferior posteriarface, a branch of SMA
5. Splenic artery - Supplies body and tail

6. Superior PDA + inferior PDA - joins to complete ieade.

Right gastrospiplon: artery Splenic artery

Gastroduodenal artery

Artenia caudae pancreats

(Artery 10 the tad of the pancreas

Postencr supencr

pancreaticoduodenal arlery

Arteria pancrealtica magra

(Greater pancreatic artery

Aniterior superior Loft branch, dorsal pancreatc arery

pancreaticoducdenal arlery Right branch, dorsal pancreatic artery

Jonal branches
Artencr nfence

pancreaticoduodenal artery

Posterior inferior

pancreaticoducdenal arlery

SLDEFIOY MEsENtent arery

Figure 6- Blood Supply of Pancreas
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Venous drainage
The splenic vein and inferior mesenteric veinjolhexit from the pancreas’
posterior surface, body, and tail, respectivelgypte blood to the PV.
1. Antero-superior PD vein which further drains inté P

2. Antero-inferior PD vein + right gastroepiploic veimtiddle colic vein which

further drains into the SMV.

The splenic vein and inferior mesenteric vein, whicain from the body, tail,

and posterior surface of the pancreas, providedalodhe PV.

Veins directly draining body and tail

Portal vein

Veins directly
draining head

Splenic vein

Inferior
mesenteric
vein

Gastrocolic venous trunk

Superior mesenteric vein

Inferior pancreaticoduodenal
vein

Superior pancreaticoduodenal veins
(anterior and posterior)

Figure 7- Venous drainage of pancreas
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Lymphatic drainage(15)

L. gastric

Sup. pancreatic

Pyloric

N v, .
Pancreatico- =7, ) — Splenic

duodenal y

Inf. pancreatic

Sup. mesenteric

| Root of mesentery

Figure 8- Lymphatic drainage

The nodes in the vicinity receive lymph in a centyal fashion.

The pancreas' lymphatic vessels emerge from aedersranastomosing
network around the pancreatic lobes.

These lymphatics drain into five groups of lympbdaes: superior nodes,

inferior nodes, anterior nodes, posterior noded,sptenic nodes.
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Neuroanatomy (7)

» Sympathetic & parasympathetic nervous system.
» Sympathetic - inhibits the secretions

» Parasympathetic - stimulates the secretions.

Right vagus nerve Left vagus nerve

Esophagus

Celiac ganglion

~ “Pancreas

Duodenum

Abdominal aorta

Figure 9- Pancreas neuroanatomy

Physiology of pancreas

Exocrine function (7,16)

» Colourless and odourless fluid secretion.

« 1500 to 2500 ml daily.

* Alkaline pH -8.0.

» Secreted by centriacinar and ductal cells.

* Pancreatic enzymes are influenced by parasympeathgiply.
Pancreatic secretion has two components (7,16)
1. Water and the electrolyte secretion —

a. The main ion is the bicarbonate.

b. Synchronised by secretin - hormone which is libmtdtom duodenal mucosa.
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c. The stream of Pancreatic juice - stimulated byetatr

d. Rich in bicarbonate

e. Vasoactive intestinal peptide (VIP) also synchresisvater and bicarbonate
secretion in the pancreas.

f. VIP controls cyclic AMP which in turn stimulatescarbonate secretion.

g. Inhibited by - Glucagon, somatostatin and antidiareormone.

2. Secretion of enzymes- Digestive enzymes synthesizpdlysomes. Endoplasmic
reticulum (ER) binds digestive enzymes. Ribosonoem fthe secretory proteins.
These proteins are transferred to rough ER. Theggnges constitute the active
and inactive forms. Inactive forms are chymotrgpgen A and B,
carboxypeptidase A and B, trypsin. Active forms aamylase, lipase,
deoxyribonuclease and ribonuclease. These enzymes aetivated in the
duodenum. Trypsinogen is converted to trypsin biemkinase. Trypsin in turn
activates carboxypeptidase and chymotrypsinogesidédnintestine proteins break
down into peptides and amino acids by pancreatiteptytic enzymes, fat is
broken into glycerol and fatty acids by lipaserdatas degraded to disaccharides

by amylase(7,16)

Stimulants of pancreatic secretion.
a. Pancreozymin,
b. Cholecystokinin,
c. Gastrin

d. Vagus nerves
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Fig 10. Histology of Pancreas

Exocrine secretion of the pancregd,16)

It has 4 phases
1. Cephalic phase - smell and sight of food initigtes stage by vagal stimulation

resulting in secretion of enzyme rich juice in lgalume.

2. Gastric phase - when meal reaches the stomach amkx gastric distension
causes release of gastrin, which in turn stimuldbes enzyme secretion by
pancreas.

3. Intestinal phase - Synchronises secretin which rotstpancreatic juice and
bicarbonate secretion.

4. Postcibal phase - inhibition of pancreatic secretio
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Endocrine secretion of pancrea$7,16)

Endocrine secretions of pancreas are mainly derifrech islet cells of
langerhans. There are about 1 million islet cedisraximately.

Islet cells consists of

=

Alpha cells (20%) - constitute the outermost laged secretes glucagon.

2. Beta cells (75%) - constitute the central layer aredthe source of insulin.

3. Delta cells (5%) - constitute the intermediate tayeproduces somatostatin
and gastrin.

4. Pancreatic Polypeptide cells

- Small in number

- Scattered all over the pancreas.

- They are responsible for secretion of VIP, pandreaand

gastrointestinal inhibitor polypeptide

Acute Pancreatitis

Most cases of acute pancreatitis, a pancreatiarmfiatory condition, are self-
limiting and improve without serious consequent&swvever, it might result in issues
and significant mortality in up to 20% of patienfhe globe has been studying its
causes and methods of spread for centuries.(17)

The diagnosis of acute pancreatitis requires twahef following factors,
according to the 2012 revision of the Atlanta dfasation.

* Constant abdominal discomfort with acute pancrieafiapid onset of severe
pain in the epigastric region that may spread ¢obidick);
» serum lipase activity (or amylase activity) thaaideast three times over the

upper limit of normal; and
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« Contrast-enhanced computed tomography (CECT) asd,dften, magnetic
resonance imaging (MRI) or transabdominal ultragoaphy features typical of
acute pancreatitis. (18)(19)

According to research by Claude Bernard et alutea pancreatitis may be
brought on by bile backing up into the pancreatictd Eugene Opie claimed that
gallstone migration into the common bile duct ie thain cause of acute pancreatitis
in 1901[4], which sparked more study and confligtideas. Although there were
formerly believed to be just one cause of pandisatseveral have now been
discovered. The exact aetiology of acute pancieasityet unknown. The causes of
acute pancreatitis have been the subject of setheraties.(17)

Pathogenesig20)

Inappropriate pancreatic enzyme release and activahuse acute pancreatitis
by causing tissue destruction in the pancreas andhffammatory response.(21)
Trypsin, like the other pancreatic enzymes, is peed in the pancreas as a
proenzyme. Prophospholipase and proelastase areth&o proenzymes that may be
released as a result of intrapancreatic trypsiivatain and can subsequently break
down fat cells and harm blood vessel elastic fibegspectively. Inflammation and
small-vessel thromboses, which may clog and bursady weakened arteries, harm
acinar cells and increase the intrapancreatic @abiv of digesting enzymes. Misuse
of pancreatic enzymes may result from three prinvaggers.-

1. The most frequent causes of pancreatic duct oligtruare gallstones and biliary
sludge, but other factors, such as periampullagpl@sms (such as pancreatic
cancer), choledochoceles (a congenital cysticatitat of the common bile duct),
parasites (particularly Ascaris lumbricoides an@r@kchis sinensis organisms),

and pancreas divisum, may increase intrapancreltital pressure, which is
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brought on by obstruction, leads to the accumulatibfluid rich in enzymes in
the interstitium. In contrast to other pancreatizyemes, which are secreted as
inert zymogens, lipase is created in an active famd has the capacity to cause
local fat necrosis. It is thought that when adigesydie, "danger" signals are
released, stimulating periacinar myofibroblasts #mgkocytes to secrete pro-
inflammatory cytokines and other inflammatory meéakis. This, in turn, causes
local inflammation and promotes the growth of istiial edoema through a leaky
microvasculature. Edema may result in vascular fiicgency and ischemia
damage to acinar cells.

Damage to the primary acinar cells causes the seled digestive enzymes,
inflammation, and the pancreas to begin digestsgjfi Several different types of
endogenous, exogenous, and iatrogenic insults @mmasecdamage to acinar cells.
Chemokines that attract mononuclear cells are medluwhen acinar cells
undergo oxidative stress, which may create freeca#sl and cause membrane
lipid oxidation and the activation of transcriptitactors including AP1 and NF-B.
Abnormal activation of digestive enzymes seemsettriggered by an increase in
calcium flow. The activation of trypsin is mostlprdrolled by calcium. Trypsin
has a tendency to cleave and inactivate itself wéaaium levels are low, but
when calcium levels are high, autoinhibition is l@led, and activation of
trypsinogen by trypsin is encouraged.

. The inability of acinar cells to properly transpgmoenzymes intracellularly.
Normal acinar cells have distinct mechanisms fandporting both digestive
enzymes and lysosomal hydrolases. Pancreatic pnoeszare misdirected to the

intracellular compartment harboring lysosomal hyases in animal models of
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acinar damage. Afterward, the lysosomes are distbiand the activated enzymes

are released once the proenzymes have been adtivate

DUCT OBSTRUCTION ACINAR CELL INJURY DEFECTIVE INTRACELLULAR
o TRANSPORT

Alcohol

Drugs
Cholelithiasis Trauma
Ampullary obstruction Ischemia Metabolic injury (experimental)
Chronic alcoholism Viruses Alcohol
Ductal concretions Hypercalcemia Duct obstruction
Interstitial edema Release of intracellular Delivery of proenzymes to
proenzymes and lysosomal lysosomal compartment
Impaired blood flow hydrflases
Ischemia Activation of enzymes Intracellular activation
(intra- or extracellular) of enzymes

|

Acinar cell injury

ACTIVATED ENZYMES
|
I I |

T
Interstitial

inflammation + Proteolysis + Fat necrosis s 5;7;6%2 r:mooyisasee’
and edema ’ 9

| | | |
v

ACUTE PANCREATITIS

Figure 11- pathogenesis of pancreatitis
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Table 3 -Causes of acute pancreatitis

ALCOHOL- Alcohol exposure--Pancreatic secretioniliiled, microtubular dysfunction and thereby

oxidative stress leading to intracellular distutb@and necrosis (22)

Biliary pancreatitis (23)

Hyperlipidemia.(24)

Hereditary/genetic&enes associated - CFTR,SPIN&ationic trypsinogen gene PRSS1,Celiac

disease (25)

Hypercalcemia- high calcium — accelerated convarsidrypsinogen totrypsin- autodigestion,

accumulation of calcium — ductal obstruction anidwa(26)

Traumatic- Traumatic abdominal injuries caused loytforce or penetration, Manometry of the

sphincter of oddi, post-ERCP pancreatitis(27), ER@GRincterotomy, latrogenic complication during

surgery

Pancreatic duct obstruction

Infectious- Viral hepatitis (A,B,C,D & E), Coxsaekvirus and echovirus, Hemorrhagic fever virus

Cytomegalo virus, Legionella, Leptospira, Salma(@8)

Venom

Drugs- Hydrocodone, Furosemide, Hydrochlorthiazidleamterene, Prednisone, Acetaminophen

Propoxyphene, Metformin, Estradiol, Methylprednest (29)

Idiopathic
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Diagnosis

Patients presenting with epigastric discomfort, sea,) vomiting, and
abdominal pain that radiates to the back shoulde hasute pancreatitis on the

differential diagnosis. Long-lasting discomfort, thre order of several days.

The results of a clinical examination are condispecific in the case of acute
pancreatitis. Abdominal discomfort on palpation déimel lack of bowel noises may be
signs of more severe illness in some people, wlkdreathers, even minimal disease

may not be palpable.
Cullens and turners signs are associated mostiyheimorrhagic pancreatitis.

Patients with moderate pancreatitis may disclosthimg on a physical
examination, whereas those with severe illness beyypotensive and comatose.
The patient usually performance levels of agitgtisnch as a fast heart rate and
shallow breathing. Cyanosis may occur under sesiecamstances. The belly may be
considerably bloated, and the epigastrium may bgceably enlarged. Upper
abdominal tenderness is common, however it mayetteahywhere in the belly.
Muscle stiffness is uncommon although intermedégi@sms are common. In roughly
1 percent of people, there is a discoloration ef ftank that is described as grey or

green.

In most instances of nonfatal acute pancreatitdiagnosis is not made at all,
therefore we have no idea how frequently this oechiowever, in 30% to 40% of
individuals with fatal acute pancreatitis, the diagis is missed until postmortem.
There are two situations in which a correct diaghogy be difficult. When stomach

pain and vomiting occur soon after an operatiortrenupper abdomen, it's easy to
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chalk it up to the anesthesia and forget aboutikedhood of pancreatitis. Another
solution exists for those who aren't experiencingvese stomach distress.
Cardiopulmonary failure, mental disorientation, /@nchypothermia are all possible
symptoms. When sudden collapse occurs after surgeiy other situations, it is
important to evaluate biochemical and imaging itigesions for potential

pancreatitis(30)

Laboratory tests

Biochemical testing for acute pancreatitis invelMeoking for pancreatic
enzymes like lipase and amylase that are secrgteédflamed pancreatic tissyd1)
According to the Atlanta criteria, pancreatitis nisydiagnosed if the patient's serum

amylase and/or lipase levels are three times tperupormal range.

Newer tests like CRP, procalcitonin and LDH arafestudied for their accuracy in

diagnosing acute pancreatit{80)

Multiple Prognostic Indexes

Patients suffering from acute pancreatitis havenls®wn to have a number
of anomalies in their clinical parameters and ndri@aoratory testing. A low blood
calcium level (7.5 mg/dL) detected in the backguun cases of acute onset
pancreatitis is an example of a concerning sigm ggedominantly in patients with
severe disease. Blood creatinine status after ratigd over 2 mg/dL and serum
glucose levels above 250 mg/dL have both been cbethéo a higher risk of patient
death. Patients with a severe, possibly fatal wyjp#élness may be identified by the
presence of indicators of multiorgan failure andtaia aberrant clinical and

laboratory results. Studies have shown that théhdesie rises to 50% when distant
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organ failure symptoms are present. The majority pafients with necrotizing
pancreatitis cannot be reliably identified by arfytlee clinical or laboratory signs,

despite the fact that they are all useful in clihjgractice.

In order to better identify individuals with sevgmancreatitis, many scoring
systems have been developed that include botrcaliand laboratory criteria. Acute
pancreatitis is graded using a grading system tiegs into account a variety of
abnormalities (prognostic signals, grave indicajomisk factors, and objective
indicators). Not only do these modifications in piyogy not correlate well with the
degree and breadth of local illness, but they sk diagnostic specificity since they

may be detected in a wide range of other disoraersell.

The Ranson et al. system from 1974 is still ofteyeduwhen addressing
numerical systems (henceforth, the Ranson systeRanson signs). Eleven objective
signals (five established at the outset and si@raf8 hours) form the basis of this
system. To a similar extent, death and morbiditiegarise in tandem with the
prevalence of risk factors. There is no mortalitypatients with fewer than three
positive symptoms, while the mortality rate is abd®0% in those with six or more
indicators. When more than six severe symptomg@gent, necrotizing pancreatitis
is almost always the diagnosis. The system's agemostly at the extremes of the
severity spectrum, when it serves as an objectidecation of sickness. When there
are two or less severe symptoms, the pancredaitrmdderate, and when there are
more than six, the pancreatitis is severe. Patwiits three to five grave symptoms,
which is frequent, lack adequate association wileake severity or progression of
necrosis. The approach also requires the gathefidid measurements, which totals

48 hours of observation time for a trustworthy ewagibn.
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Table 4- Ranson’s criteria

At admission or diagnosis

1)age >55

2) White blood cell count > 16000/ml

3)Blood glucose level >200 mg/dl

4)Above-average levels of lactate dehydrogeiraghe blood (>350 IU/L)

5) SGOT >250

During initial 48 hours

1) Significant blood loss (hematocrit decline >10%)

2) Elevated Urea Nitrogen Levels in the Blood (>5 ntig/d

3) Calcium levels in the blood below 8 mg/dI

4) PaO2 in the arteria >60 mmHg

5) Lack of Bases, Detectable at >4 mEq/L

6) Forecasted Fluid Suppression more than 600B&)(33)

A score of 3 or less implies a mild disease whereae than three implies a

severe disease.

Since the development of the Ranson system, a nuwibether grading
systems have been developed, each using a unitjoé dwaracteristics but sharing a
comparable capacity to predict the future. The @asoriginal or modified method,
the Simplified Acute Physiology (SAP) score, anmdified prognostic criteria have

all been used.
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IMAGING EVALUATION

Traditional abdominal radiography and barium testay help with the
diagnosis of pancreatitis and the identification lafe complications (abscesses,
strictures, and fistulas), but they are ineffective determining the severity of the
condition in the first stages. However, abnormaésthx-rays may be useful for
predicting severity, either on their own or in carmation with renal function tests
(plasma creatinine level). 15 percent to 55 peradrthose with acute pancreatitis
have been shown to have pulmonary abnormalitiéti@es, effusions), most often
in those with severe disease. Bilateral or lefedigbleural effusions have a higher

prognostic value.

Ultrasonographic Evaluation

Ultrasonography (USG) should be performed as saoffieasible on acute
pancreatitis patients to check for gallbladder andbmmon duct stones. But only in
the early stages of the sickness is US helpfuéskmal gas may sometimes conceal
the pancreas, making it difficult to identify paeatic necrosis. The discovery of
intraparenchymal and retroperitoneal fluid collens corresponds poorly with
pancreatic necrosis. Acute pancreatitis patienth wbnormal US findings ranged
from 33% to 90%. In those with severe diseasefstiteal edema may result in a
diffusely enlarged and hypoechoic gland as welexdsapancreatic fluid collections

(in the smaller sac or anterior pararenal area).
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CT Evaluation

The clinical care of acute pancreatitis has beealugonized by the advent of
CT for use in diagnosis and staging. The majoritythee clinical and laboratory
parameters discussed up to this point are useddlate the systemic effects of
pancreatitis and only make a cursory effort tonectily infer the presence and degree

of pancreatic damage.

Contrast-enhanced CT scanning methods make itteasssess the severity of

pancreatic necrosis and peri-pancreatic collecti@)s

To increase the early prognostic usefulness of @Tinstances of acute

pancreatitis, the first CT severity index was depef.
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CT Severity Index

Prognostic indicator Points

Pancreatic inflammation

Normal pancreas 0
Focal or diffuse enlargement of pancreas 1
Intrinsic pancreatic abnormalities with inflammatory changes in peripancreatic fat 2
Single, ill defined fluid collection or phlegmon 3
Two or more poorly defined collections or presence of gas in or adjacent to the pancreas 4

Pancreatic necrosis

None 0
<30% 2
30-50% 4
>50% 6

Figure 12- CT Severity Index

A patient receives three points for a CT grade @, ihstance, and an
additional six points for more than 50% necrosis, & total index score of nine. A
statistically significant correlation between patg& CT severity index groups and an
increasing incidence of morbidity and mortality wiasind. Patients with a severity
score of 0 or 1 had nil mortality and morbidityesit whereas patients with a severity
level of 2 had a mortality and morbidity rate of 4%ith a severity level of 7 to 10,

there were 92 percent of complications and 17 permoertality rate34)
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Modified CT Severity Index

Prognostic indicator Points

Pancreatic inflammation

Normal pancreas 0

[39]

Intrinsic pancreatic abnormalities with or without inflammatory changes in peripancreatic fat
Pancreatic or peripancreatic fluid collection or peripancreatic fat necrosis 4

Pancreatic necrosis

None 0
<30% 2
>30% 4

Extrapancreatic complications (one or more of pleural effusion, ascites, vascular complications,

[39]

parenchymal complications, or gastrointestinal tract involvement)

Figure 13- Modified CT severity Index

The CT severity score has been shown to be an tie#eenethod for
estimating overall morbidity and mortality in patise with acute pancreatitis, but
more recently, its drawbacks have come to lightm literature. One first finding is
that there is no significant correlation betwees shore of this index and the presence
of organ failure, extrapancreatic parenchymal clifies, or peripancreatic vascular
abnormalities. Second, using the CT severity scthhere was no discernible
difference between patients with 30 to 50 percextosis and those with more than

50 percent necrosis in terms of morbidity and mibyt#34)

A modified CT severity measure was developed toesidthese shortcomings
by include elements that reflect organ failure amttapancreatic consequences, both
of which contribute to poor prognosis. A precisaurtoof the collections is not

essential since the modified CT severity index odigtinguishes between the
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presence and absence of acute fluid collectiongitidaally, the distinction between
those with 30-50% necrosis and those with more BG¥ necrosis is no longer
necessary since the new index essentially awardsoee of O for the lack of
pancreatic necrosis, 1 for moderate necrosis, aftd 2evere necrosis. The presence
of extrapancreatic symptoms, such as pleural effysiascites, extrapancreatic
parenchymal abnormalities, vascular issues, orlvevoent of the gastrointestinal
system, may also be included into the analysis withinor weighting (2 points or 20

percent).

The findings indicate that the modified CT severibdex may correctly

predict the prognosis of acute pancreatitis pagie(84)(35)

Figure 14- CT image of normal pancreas (arrow)
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Figure 15- CT image shows a bulky pancreas with adgent fat stranding

(marked by the arrow).

Figure 16- peripancreatic fat stranding with fluid
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Figure 17- Intrapancreatic collections

Figure 18- pancreatic necrosis with peripancreaticecrotic collections
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Comparison

The Ranson analytic criteria for the diagnosis efese pancreatitis were
recently shown to be weaker prognostic indicatbesitCT assessment results owing

to greater sensitivity and specificity.

Magnetic Resonance Imaging

The popularity of magnetic resonance imaging (MRaging) as a helpful
noninvasive choice for patient assessment and gmanereatitis staging has been
boosted by high-field MR imaging, rapid gradienhedreath-hold procedures, and
fat-suppression treatments. Patients who have seltsrgies to iodinated contrast
material or who have renal insufficiency might bigngreatly from MR imaging. On
gadolinium-enhanced T1-weighted gradient-echo MRgimg, pancreatic necrosis
may appear as nonenhanced parenchyma. Images edodith fat suppression help
much with detecting subtle parenchymal abnormalitiehether they are systemic or
localized. Images with a T2 weighting may show oegi of bleeding, pseudocysts,
and fluid collections with great detail. When comgzhto CT pictures made with
intravenous contrast material and collimation serathan 5 mm, the results of MR
imaging should be similar. To further characteanebiguous CT abnormalities or to
stage acute pancreatitis, MR imaging may be used aslid and additional

modality (36)
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MATERIALSAND METHODS

Study Design: A cross sectional study
Study period: January 2021 to December 2021
STUDY POPULATION: Patients hospitalised at KLES Prabhakar Kore Hospital
and Medical Research Centre, Nehru Nagar, Belaggkidiscomfort abdomen with
or without nausea vomiting and radiation of paith® back.
SELECTION CRITERIA:
INCLUSION CRITERIA:
1) All cases admitted with severe pain abdomen anatladr symptoms and

signs pointing towards a clinical diagnosis of paatitis

2) Age more than 18 years

3) A first-time case of pancreatitis

EXCLUSION CRITERIA:

1) Younger than 18-year-old and older than 75 years

2) Any patient presenting beyond 3 days of pain.

3) Hemodynamically unstable patients

4) Patients with raised creatinine levels unable tengo Contrast Enhanced CT

scan

5) Patients allergic to contrast materials used in CEC

6) Patients with CKI not able to tolerate fluids
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Sample size: Increased to 40.
Sample size formula:

The formula for determining the minimal sample sigeng two proportions is

(2o +25)°P(1-D)
n= d?

whereP1 an®2  are the proportions of the two groups.

+
p=% and d=p;-p;

The degree of significance is associated with while the strength of the test is
associated withfz In order to achieve a level of significance of,58= 1.96, and in

order to achieve 80% powef} z 0.84.

By taking proportion of succes p,1 =38% P20 = Theéesample size obtained is
36.

To get the confirmative results the sample sizélvelraised to 40.

METHODS:
PROCEDURE:

All the patients presenting with symptoms and siginting towards the
diagnosis of acute pancreatitis will undergo clhiexamination and will be assigned
a ranson score and also undergo a CT scan andseered as per Modified CTSI
within 48 hours of admission. Certain parameteks li) Pain 2) Duration of stay in
hospital 3) Death at which day 4) Pseudocyst résmilb) Diet is changed on which
day 6) Other complications 7) Day of discharge 8yt which amylase and lipase
return to normal 9) Calcium level, Glucose, Haerobgl will be taken into

consideration and will be compared for every patieaving a particular score on both
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ranson and MCTSI scoring. The comparison will bertdd based on all the
parameters and studied to asses which is a moveageqrognostic scoring for acute

pancreatitis.

STATISTICAL ANALYSIS

Since this is an observational research, we shadiutt analysis as follows.

The average and standard deviation for continuoagahies will be
calculated. Any continuous variables will be congohrusing suitable statistical
procedures, such as the student's unpaired tiftebg data is split into two groups
based on some qualitative attribute.

To evaluate the performance of a potential new rhatic method, its
sensitivity, specificity, positive predictive valugnd negative predictive value will be
computed.

Discrete variables will be represented by median.

Rates, ratios, and percentages will be used toridesdhe category
information. Chi-square, test of proportion, orHéss exact tests will be used to
examine the correlation between the outcome, @inand demographic variables.

A nonparametric test will be applied for the diserdata.
An appropriate graph will be utilised to show tlatast.

The significance level for all tests will be seagt-value of less than 5 percent (0.05).
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RESULTS

STATISTICAL METHODS:

Descriptive analysis:

Quantitative data were analysed using measures asichean and standard
deviation, whereas qualitative data were analysadgufrequency and percentages.
The median and interquartile range were used taranmse non-normally distributed
guantitative data (IQR). Data was also shown usiege conventional methods, such

as bar charts, pie charts, and box plots.

In order to guarantee that all quantitative vagablvere normally distributed
within their respective explanatory variable catégmy we visually assessed their
distributions using histograms and normality Q-@tgl The Shapiro-Wilk test was
also performed to ensure normality. For this studg,assumed the data followed a

normal distribution if the probability of the Shepiwilk test was larger than 0.05.

Categorical outcome / Crosstab:

Chi square/Exact Fisher's test was used to evalcategorical outcomes
between study groups. (Fisher's exact test was oyl if the total number of
subjects was less than 20, or if the anticipatddevan any one of the cells was less

than five.)

Normal 2 group (Independent sample t-test):

Using an independent sample t-test for quantitatneasures with a normal

distribution, mean values were compared acrosspgr{2igroups)

It was declared significant when the probabilitydewas less than 0.05. In

order to analyse the data, IBM SPSS version 22used. (1)
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Normal more than 2 group (ANOVA):

ANOVA (>2 groups) was used to compare the meansqudntitative
parameters with a normal distribution across thiéemint research groups. If an
ANOVA revealed a statistically significant differe®y the appropriate post hoc test
(LSD/Bonferroni) was employed to determine wheitrenot the differences between

the groups were statistically significant.

A statistically significant difference was defined having a probability of less

than 0.05. Statistics were analysed using IBM S®&8Sion 22. (1)

1. IBM Corp. Released 2013. IBM SPSS Statistics fomifgiwvs, Version 22.0.

Armonk, NY: IBM Corp.

Table 5: Descriptive analysis of age in study popation (N=40)

95% C.1

Parameter Mean + SD | Median | Minimum Maximum

Lower | Upper

Age 40.6 +12.31| 38.50 18.00 73.00 36.66 | 44.54

The average age of the study population is 40.6syeanging from 18 to 73.
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Table 6: Descriptive analysis of gender in the stydpopulation (N=40)

Gender Frequency Percentages
Male 37 92.50%
Female 3 7.50%

Chart 1: Bar chart of gender in the study population (N=40)

100.0% 92 5%

75.0%
(2]
(0]
(@)
o]
& 50.0%
o
[0
o

25.0%

7.5%
0.0% I
Male Female

Gender

Majority of the patients were male and only 7.5%tlé study population were

females. The male: female ratio is 12:1.
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Table 7: Descriptive analysis of DOHS in study pagation (N=40)

) o ] 95% C.I
Media | Minimu Maximu

n m m

Parameter | Mean = SD
Lower | Upper

DOHS 9.88+4.39| 9.00 5.00 28.00 8.47 | 11.28

The average hospital stay was 9.88 days and raregjesen 5 to 28 days.

Table 8: Descriptive analysis of Parameter a in thetudy population (N=40)

Parameter Frequency Percentages
Dyspnoea
Present 7 17.50%
Absent 33 82.50%

Chart 2: Pie chart of Dyspnoea in the study populabn (N=40)

Dyspnoea

= Present m Absent

About 82 percent of the patient had dyspnea.
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Table 9: descriptive analysis of etiology"'

ETIOLOGY Number %
Alcohol 24 60
Cholelithiasis 6 15
Choledocholithiasis 2 5
Unknown 8 20

In our study, alcohol intake is the most commonseator AP with 60%

followed by unknown etiology as seen in 20%. Chtigsis was seen in 15%

patients and choledocholithiasis in 2 patients.

Table 10: Descriptive analysis of Parameter in studpopulation (N=40)

95% C.I
Parameter Mean + SD Median | Minimum | Maximum

Lower | Upper
Respiratory Rate 22.93+4.94 22.0 16.0 39.0 214 24.5
WBC Count 12093.75 £ 5186.571 11500.0| 4200.0 24400.0 | 10435.0| 13752.5
LDH 307.25 +175.04 236.0 116.0 986.0 251.3 | 363.2
Amylase 570.43 £ 658.78 382.5 19.0 3192.0 359.7 | 781.1
Lipase 675.38 £ 600.91 482.5 35.0 2544.0 483.2 | 867.6
Blood Glucose 158.25 + 69.96 140.0 75.0 347.0 1359 | 18056
AST 89.25+92.91 48.5 9.0 324.0 59.5 119.0
E‘i‘go'/? X'fgr agn|  1013%589 11.0 0.0 25.0 83 | 120
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Increase In Bun

After 48 H 422 +5.1 2.0 0.0 16.5 2.6 5.9
Calcium 8.05+1.04 7.9 5.0 9.8 7.7 8.4
Pao2 87.43 +11.83 92.0 51.0 96.0 83.6 91.2
Base Deficit 3.05+2.04 3.5 0.0 8.0 2.4 3.7
Fluid 1.55+1.28 2.0 0.0 4.0 1.1
Sequestratic D ' ' ' ' 2.0
Diet Changed

Which Day 7.05+3.27 6.0 3.0 18.0 6.0 8.1
Return Of

Enzymes to 8.08 +3.73 7.0 0.0 20.0 6.9 9.3
Norma

In our study serum amylase and lipase were

consistent with acute pancreatitis

raisedllistudy population
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Table 11: Descriptive analysis of complications ithe study population (N=40)

Complications Frequency Percentages
Ascites 1 2.50%
Ascites, Pleural Effusion 1 2.50%
Pleural Effusion 7 17.50%
No 31 77.50%

Chart 3: Bar chart of complications in the study pgulation (N=40)

100.0%

0
80.0% 77.5%

Percentages
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8 3
SRS

0
20.0% 17.5%

2.5% 2.5% .
0-0% I I

Ascites Ascites, Pleural Pleural Effusion No
Effusions o mplications

In our study two complications were noted beingtasand pleural effusion. Pleural

effusion was seen in 7 patients, ascites in 1 aid &f them in 1 patient.

Table 12: Descriptive analysis of MCTSI score/gradeRansons score in study

population (N=40)

95% C.I
Parameter Mean = SD | Median | Minimum | Maximum
Lower | Upper
MCTSI Score/Gradeg 4.1 +2.02 4.0 2.0 10.0 3.5 4.8
Ranson’s Score 29+1.75 2.5 0.0 7.0 2.3 3.5
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Table 13: Descriptive analysis of ransons score the study population (N=40)

Ransons Score Frequency Percentages
Mild 20 50.00%
Severe 20 50.00%

In our study 20 patients had a mild prognostic s@s per Ransons scoring and the
rest 50% of the patients had severe prognostieséansons score has a total score
of 11. A score of 3 or less is considered to hawgoad prognosis with a milder

disease course and more than 3 being severe dzegg®sis.

Chart 4: Bar chart of mctsi score in the study poplation (N=40)

47.5%

37.5%
38.0% 35.0%

27.5%

28.5%

Percentages

19.0%

9.5%

0.0%
Mild Moderate Severe

Mctsi Score/Grade
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Table 14: Descriptive analysis of MCTSI Score/Graden the study population
(N=40)

MCTSI Score/Grade Frequency Percentages
Mild 15 37.50%
Moderate 11 27.50%
Severe 14 35.00%

Chart 5: Pie chart of MCTSI SCORE/grade in the stug population (N=40)

Mctsi Score/Grade

0375 = Mild = Moderate mSevere

0.275

In our study 15 patients showed a mctsi score dftBat falls in the mild category,
followed by moderate that is a score of 2-4 shoimetil study patients. However 14

of the study population showed score of 6 or mbag fialls in the severe category.

Table 15: Comparison of mean of DOHS between ranserscore (N=40)

Ransons Score (Meanz SD)
Parameter P value
Mild (N=20) Severe (N=20)
DOHS 11.1+5.36 8.65+2.78 0.077
Diet Changed Which Day 8.3+3.89 5.8+1.85 0.013
Return Of Enzymes to Norma‘I 95142 6.65 £ 2.58 0.014

The above table states that although the ransams s@s mild the patient showed a
protracted course when it came to the DOHS, thedttywas changed and the day
enzymes came back to normal.
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Table 16: Comparison of Dyspnoea between ransonsose (N=40)

Ransons Score ]
. Fisher
p _ Chi p
arameter Severe Mild square exalct
(N=20) (N=20) value
Dyspnoea
Preser 6 (30%) 1 (5%)
4.329 0.091
Absen 14 (70%) 19 (95%)
Hypotension
Absen 20 (100% 20 (100% * *

Chart 6: Cluster bar chart of comparison of Dyspnoa between ransons score

(N=40)

100.0% 95.0%
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Severe Mild
Ransons Score
m Present m Absent

The above table and chart shows that a total o&tiemts showed dyspnea out of
which 6 had a severe ransons score and one hagkwverte scoring. Hypotension was

not seen in any of the study population.

Page 52



Reaults

Table 17: Comparison of complications between ranss score (N=40)

Ransons Score
Complications Chi P value
Severe : — square
(N=20) Mild (N=20)
Ascites 1 (5%) 0 (0%)
Ascites, Pleural Effusion 1 (5%) 0 (0%)
7.15 0.067
No 12 (60%) 19 (95%)
Pleural Effusion 6 (30%) 1 (5%)

Chart 7: Cluster bar chart of comparison of compli@ations between ransons
score (N=40)

100.0% 95.0%

75.0%
60.0%

50.0%

Percentage

30.0%

25.0%

0, 0, 0,
5.0% 5.0% 0.0%  0.0% 5.0%

0.0%
Severe Mild

Ransons Score

ASCITES ASCITES, PLEURAL EFFUSION No PLEURAL EFFUSION

The above table and chart shows that complicatiwese mostly seen in patients

having severe prognostic ranson scoring.
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Table 18: Comparison of complications between MCTSécore (N=40)

MCTSI Score/Grade F
Parameter | P Value
Mild Moderate Severe |Value
DOHS 8.87+253| 882+3.49| 11.79+5.96| 2.16 0.130

Diet Changed Which Day| 6.47 £2.29| 6.36+3.2 | 8.21+£4.02 | 1.40 0.259

Return of Enzymes to

Normal 7+242 | 7.18+36 | 9.93+445| 239 | 0.066

The above table states that the course of the siselefined by parameters such as
DOHS, diet changed on which day and the day atlwhitzymes return to normal,

were congruent with the predicted course defineMBy SI scoring system.

Table 19: Pairwise comparison table

Parameter Mean Difference P-value
DOHS
Mild Vs Moderatt 0.04¢ 0.97i
Mild Vs Sever: -2.91¢ 0.07¢
Moderatt Vs Sever: -2.96¢ 0.09:

Diet Changed Which Day

Mild Vs Moderatt 0.10¢ 0.93¢
Mild Vs Sever: -1.74¢ 0.15¢
Moderatt Vs Sever: -1.851 0.164

Return of Enzymes to Normal

Mild Vs Moderatt -0.18: 0.89¢
Mild Vs Sever: -2.92¢ 0.03:
Moderatt Vs Sever: -2.74% 0.06:
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Table 20: Comparison of dyspnoea across MCTSI scdgrade (N=40)

MCTSI Score/Grade

Parameter Mild Moderate Severe | Chisquare| P value
(N=15) (N=11) (N=14)
Dyspnoea
Present 0 (0%) 0 (0%) 7 (50%)

15.76 <0.001

Absent | 15 (100%)| 11 (100%) | 7 (50%)

Hypotension

Absent | 15(50%) | 11 (50%) | 14 (50%) * *

Chart 8: Cluster bar chart of comparison of dyspnoa across MCTSI

score/grade (N=40)
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100.0% 100.0% 100.0% ® Present m Absent
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0.0% 0.0%
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Mild Moderate Severe

Mctsi Score/Grade

The above table and chart proves that only theyspmpulation having severe

prognostic scoring showed compications such asrzsp
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Table 21: Comparison of complications across MCTSdcore/grade (N=40)

MCTSI score/grade

Complicati Chi P
omplicatlions Mild Moderate | Severe Isquare|  ~iue
(N=15) | (N=11) | (N=14)

Ascites 0 (0%) 0 (0%) 1(7.14%)
Ascites, Pleural
.| 1(6.67%) | 0(0%) | O (0%)
Effusior 10.07 | 0.122
Pleural Effusion 0 (0%) 2 (18.18%)| 5 (35.71%)
No 14 (93.33%) 9 (81.82%)| 8 (57.14%)

Chart 9: Cluster bar chart of comparison of compliations across MCTSI

score/grade (N=40)
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The above table and proves that only the study latipn having severe prognostic

scoring showed compications such as ascites andapleffusion.
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Table 22: Comparison of Course of Disease with MCTISSCORE (N=40)

Course Of Disease
MCTSI Score Chi P value
Severe (N=14) Not Severe | square
(N=26)
Severe 10 (71.43%) 4 (15.38%)
12.564 | <0.001
Not Severe 4 (28.57%) 22 (84.62%)

Chart 10: Cluster bar chart of comparison of MCTSI score between course of

disease (N=40
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The above comparison shows that MCTSI score hasaue of less than 0.001 and

is statistically significant in accurately predigithe course of acute pancreatitis.
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Table 23: Predictive validity of MCTSI SCORE in predicting Course of Disease

(N=40)
95% ClI
Parameter Value
Lower Upper
Sensitivity 71.43% 41.90% 91.61%
Specificity 84.62% 65.13% 95.64%
False positive rate 15.38% 4.36% 34.87%
False negative rate 28.57% 8.39% 58.10%
Positive predictive value 71.43% 41.90% 91.61%
Negative predictive value 84.62% 65.13% 95.64%
Diagnostic accuracy 80.00% 64.35% 90.95%
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Table 24: Comparison of Course of Disease with RANGNS SCORE (N=40)

Course of Disease
Chi
RANSONS SCORE P value
_ Not Severe | square
Severe (N=14) (N=26)
Severe 11 (78.57%) 9 (34.62%)
7.033 | 0.008
Not Severe 3 (21.43%) 17 (65.38%)

Chart 11: Cluster bar chart of comparison of RANSONs SCORE between
course of disease (N=40)
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The above table and chart proves that ransons ssosgatistically significant in

predicting prognosis.
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Table 25: Predictive validity of RANSONS SCORE in pedicting Course of
Disease (N=40)

95% ClI
Parameter Value
Lower Upper
Sensitivity 78.57% 49.20% 95.34%
Specificity 65.38% 44.33% 82.79%
False positive rate 34.62% 17.21% 55.67%
False negative rate 21.43% 4.66% 50.80%
Positive predictive value 55.00% 31.53% 76.94%
Negative predictive value 85.00% 62.11% 96.79%
Diagnostic accuracy 70.00% 53.47% 83.44%

Chart 12: Predictive validity of MCTSI & Ranson’s score in predicting Course
of Disease (N=40)
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The area under the curve for both ransons and MG@&Ing system.

Table 26: Area under the curve for predictive validty of MCTSI & Ranson’s

score in predicting Course of Disease (N=40)

95% Confidence Interval
Test Result Variable(s)] AUC | Std. Error P-value
Lower Bound | Upper Bound
MCTSI Score 0.784 0.081 0.626 0.942 0.003
RANSONS Score | 0.757 0.085 0.591 0.923 0.008

The table thereby comparing all the statisticahdabves that MCTSI score is more

accurate in predicting prognosis than ransons a3 ®Gcore has a P value of 0.003

and ransons having 0.008.
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DISCUSSION

In this research, the prognostic value of the MCWa&s compared to that of
the Ranson's score in determining the outcome térga with a diagnosis of acute
pancreatitis.

In Belagavi, India, at the KLES Dr. Prabhakar Kdétespital and Medical
Research Centre, the study lasted for a full ye#ine General Surgery Department.

The disease progression of acute pancreatiti®ewvamd differs in different
patients. It ranges from a mild form, where theigdt only complains of pain,
vomiting, and diarrhoea, to a severe form, wheeepgatient may suffer from sepsis,
Multi-organ dysfunction syndrome, and even death.

When it comes to problems with the gastrointestingans, acute pancreatitis
has been called the worst possible outcome. E'sribst terrifying disaster because of
how quickly it strikes, how much pain it causes] aow quickly it kills you.(2)

Introduced in 2004, the CTSI has proven to be aaldé tool for evaluating
patients with acute pancreatitis and has sinceedamdespread acceptance around
the world. It depends on whether or not pancreafi@mmation and necrosis are
present, and how severe they are. Moreover, llititeis the quantification of patients'
prognoses. However, it has certain restrictiongesiit doesn't account for organ
failure, extrapancreatic parenchymal lesions, orippacreatic vascular issues.
Mortele et al incorporated the above shortcomingsraade it into modified CTSI to
make the scoring more accurédd.)

Acute pancreatitis is difficult to diagnose sinte symptoms overlap with
those of other conditions that may produce suddmfominal pain. For clinical
decision making, it is helpful to classify acutenpeeatitis into mild, moderate and

severe. Both Modified computed tomography sevenitiex and CTSI are proven to
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have good correlation with predicting prognosisAaiute Pancreatitis patients but
MCTSI showed to be a more sensitive param¢B&).Hence we chose MCTSI as our
radiological score system as one component of caegra

Compared to other scoring systems including APACHKEassgow, and
BISAP, the Ransons scoring system has been showmate more accuracy in
predicting pancreatic problems, as demonstratethéyesearch conducted by Yajie
Li et al.(37)

The absence of significant results from comparagivelies between different
scoring systems led us to conduct a study to coenpatween a radiological that is
MCTSI and a clinical prognostic scoring that is Bamis scoring37) (38—40)

Both the MCTSI and the Ransons score played iraporbles in predicting
the prognosis of acute pancreatitis in a reseansolving 30 patients that was
conducted by Prem Chand, Rommel Singh, et al., hemthe difference between the
two was not statistically significant(40) However, we identified statistically
significant differences between the two rating eyst after analysing data from 40
individuals with acute pancreatitis.

Prem Chand et al. have recorded complications sghascites, pleural
effusion, pseudocyst, paralytic ileus, Acute respiry distress syndrome, Renal
failure, Multiorgan failure and pancreatic fistudad found ascites to be the most
common complicationIn our study, we have recorded ascites and glafifasion,
with pleural effusion being the most common congilan (40)

According to research conducted by Biswanath Salal,erolonged alcohol
consumption is the leading cause of pancreaiii$) Stephanie L et al., in their

research found that gallstone disease was thenlgadiuse of pancreatitis bypassing
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alcohol intakg39) In our study population, alcoholism was reveatetie¢ the leading
cause of acute pancreatitis.

In their study, Stephanie L et al found the lengthospital stay difference
between non-severe and severe ranson scoringliaag(39) In our study, we found
the difference to be 2.45 days and the differeretevéen mild vs. severe MCTSI to
be almost three days.

In their study, Ting Kai Leung et al. used pararesuch as complications,
duration of hospitalization, and mortality ratethsir comparing factors for different
scoring systemgl0) In our research, we accounted for factors like thawvg patients
stayed in the hospital, whether or not they expersd complications, whether or not
their enzyme levels returned to normal, and wherepts made adjustments to their
diet.

The findings of the above mentioned studies arepemable with our study.
The Ranson score and the Modified CTSI were usegutddict the outcomes of forty
patients admitted with symptoms of abdominal disimotrwith or without radiation
to the back and nausea and vomiting. On analySigya2ients were found to have
mild and 20 of them, severe score in ransons sg@ystem. However, 15 individuals
had a mild MCTSI score, 11 had a moderate scorkldrhad a severe score. Patients
spent an average of 9.88 +/-4.39 days in the halspiith stays ranging from 5 to 28
days. Throughout the course of the illness, problenanifested themselves in 9
individuals. Several metrics were used to evaltizetwo rating scales. The disease's
progress was separated into two groups, one widnge number of parameters and
the other with a small number of parameters, ardtto anticipated progressions

were compared.
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Different from previous research, we were able $talalish a statistically
significant difference between the two scoring ey® by using our own, original

criteria for comparison.
No intervention was observed in our study.

Both Ransons and MCTSI scoring systems are extelteming systems when
it comes to prognosticating patients with Acute daatitis. In our study we found

MCTSI to be more accurate in predicting prognosis@npared to Ransons score.
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CONCLUSION

In this research of 40 patients, it was shown that the MCTSI score was more
accurate in predicting the prognosis of the patient than the Ransons scoring system
was in patients diagnosed with Acute Pancreatitis. We conclude that the MCTSI score

was a better scoring system as compared to ransons scoring system.
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SUMMARY

Inflammation of the pancreas characterises acuterpatitis. Different stages
of the illness manifest in different ways, thus itrucial to make an accurate
prognosis.

Predicting a patient's prognosis accurately isiatuor delivering effective
treatment and reducing the risk of patient disgbéind death.

This study is aimed to compare two scoring systenmsder to find a more
reliable parameter to prognosticate the disease.

A cross-sectional study was conducted in the Dovisof General Surgery at
KLES Dr. PK and MRC, Belgaum, between January 28#d December 2021.

A total of 40 patients with pain abdomen diagnosgith acute pancreatitis
were chosen and prognostic scoring was calculagedyboth Ransons and MCTSI
and then compared with the chosen parameters éssasdich was more accurate.

Both Ransons criteria and MCTSI score predictedgposis properly but

whencompared, MCTSI was found to be meféectiveat predicting prognosis.
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LIMITATIONS

Although in our research we were able to reach a conclusion the study has limitations.

1) It hasasmal study population.

2) Single Center Study

3) No new parameter was found which could help in prognosticate pancreatitisin a

more accurate way.
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ANNEXURE |- CONSENT FORM

CONSENT TO PARTICIPATE IN RESEARCH STUDY:

| voluntarily agree to take part in this study signing on the line below. | may

withdraw at any time. | am not giving up any of tagal rights by signing this form. My

signature below indicated that | have read thigerbnsent form or it has been read to

me, and has been explained to me in my vernacateyuage and had all my questions

answered. | will be given a copy of this consemirfo

1.

| understand that | am participating in the compieastudy between Ranson
scoring system and MCTSI in a patient of acute peatitis.

| confirm that | have read and understood the imf@tion in the patient
information sheet. Procedure is explained to medtail along with information
about the advantages and disadvantages of takirigmpthe study. | have been
given the opportunity to discuss all aspects of tii@l, to ask questions and
hereby consent to participation in the trial owtlinabove.

| understand that the decision to take part in gtigly is completely voluntary
and | am aware that | can choose to withdraw frowve $tudy at any point of
time.

| consent to the photographing or recording of pnecedure to be performed
including appropriate portions of my body, for meali scientific or
educational purposes provided my identity is natesded in the pictures or by
the descriptive texts accompanying them.

| understand that there is no significant risk ilwea in the test that would be

done in this study.
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6. No guarantee or assurance has given by anyone #wetoesults that may be
obtained.
7. My signature on this form signifies that | have igly decided to participate

after understanding the above information.

Participant’'s Name/ legally authorized

Representative

Signature

Name and signature of witness

Name and signature of interviewer

Date:

Place:

(If a patient has limited ability to read and wriein impartial witness should be present
during the entire informed consent discussion aradiept’s legally acceptable
representative should sign on the patient’'s bghlalfthese instances the patient his/her

thumb impression taken in place of signature.
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I, as the patient’s legally acceptable represargatias present during the consenting

procedure and understand the preceding informatescribing this study. All of the

questions regarding the study and the patient'8ggaation in it have been answered to

my satisfaction. | state that all aspects of tha&lgtwere clearly presented during the

consent procedure. The patient is willing to pgtite in this study and | sign below on

his/her behalf testifying to this effect.

Name of the patient:

Name of representative:

Relationship to the patient:

Signature of representative:

Date:

Impartial witness declaration:

By signing the consent form | attest that the infation was accurately explained to and

apparently understood by the patient and the reptasve (if applicable) and that the

informed consent was freely given by the patient.

Name of impartial witness:

Signature: Date —
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ANNEXURE Il: PROFORMA

PROFORMA

NAME:

AGE :

SEX:

IP NO:

CECT NUMBER:

DATE OF ADMISSION:
DATE OF DISCHARGE:
HOSPITAL STAY (DAYS):
ADDRESS:
OCCUPATION:

HISTORY OF ALCOHOL INTAKE:

HISTORY OF DRUG INTAKE
PAST HISTORY :
SYMPTOMS:

PAIN

FEVER

VOMITING

DIORRHEA

DYSPNEA

ALTERED SENSORIUM
GENERAL EXAMINATION
PALOR:

PULSE:

BP:
GUARDING/RIGIDITY:
TENDERNESS:

BOWEL SOUNDS:
ASCITES:

BMI:

RESPIRATORY RATE:
INVESTIGATIONS:
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CBC:
TC:

RANDOM BLOOD SUGAR:
BLOOD UREA NITROGEN:

SERUM CREATININE:
SERUM AMYLASE :
SERUM LIPASE :
TOTAL BILIRUBIN
DIRECT:
INDIRECT :

LDH:

SGOT :

SGPT :

SERUM CALCIUM:
PaO2 :

Ranson score

On admission

Age >55 years

White blood cell count >16 x 10%/L

Blood glucose >1.1 mmol/L (>200 mg/dL)

LDH >350 units/L

AST >250 units/L

Within 48 hours

Haematocrit fall of 10% or greater

Blood urea nitrogen rise >5 mg/dL (1.8 mmol/L) despite fluids
Arterial oxygen saturation (Pa0,) <8 kPa (60 mmHg)
Serum calcium <2.0 mmol/L

Base deficit >4 mmol/L

Fluid sequestration >6 litres

FALL IN HAEMATOCRIT (IN %) AFTER 48HR:

BASE DEFICIT:
FLUID SEQUESTRATION:
PROBABLE CAUSE:

CECT Abdomen MCTSI score:

Duration of pain and vomiting

Duration of stay in hospital

Diet is changed on which day

Day at which amylase lipase returns to normal

Other complications
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Tablel

INPATIENT | pcssex [oF HOSPITAL|  Eioy  |HvpoTENsion| REFIRATORY | oo count | Low  [amviase|Lipase| PLOOD | At | 10w AFTER |BUNAFTER 48[caLciUM peoz | (PASE | FLUD | IDIETCHANGED | CUNESTo | compLicaTions | o MCTS
STAY 48H H NORMAL
1037070/C49069 47/M 8 Alcohol - 22 9900 218 109 408 107 307 10 10.6 5 96 8 3 6 8 2
1037384/C39323 54/M 9 Choldithiasis 2 30 5000 200 2375 2301 347 37 10 18 9.3 51 6 3 5 7 PLEURAL EFFUSION 6
1040890/C36915 47/M 28 Unknown - 18 22000 411 501 469 200 57 0 2 72 94 6 3 18 20 PLEURAL EFFUSION 6
1048524/C32606 30/M 9 Alcohol ® 18 7000 176 63 76 307 16 2 4.2 9.6 94 3 0 6 8 2
1048787/C32742 35/M 6 Alcohol - 26 13300 254 137 480 220 37 19 0 8.4 88 2 2 5 6 2
1052050/C48228 34/M 10 Alcohol - 16 11200 200 300 160 87 26 0 35 8.6 94 2 2 6 8 2
1052147/C47117 53/M 8 Choledocholithiasis - 22 13000 284 529 1310 247 25 5 4.5 8 94 5 0 5 6 4
1054189/C36566 57/M 9 Alcohol ° 18 4400 116 416 958 180 52 0 4.5 7.7 93 2 4 6 6 2
1055341/C41570 55/M 7 Choldlithiasis - 22 18800 180 331 437 120 64 9 2 82 89 4 1 5 6 4
1056738/C37701 28/M 11 Unknown ® 28 24400 284 972 1366 154 61 12 16.5 6.3 80 4 0 7 9 6
1066537/C11817007 52/M 14 Alcohol - 20 9200 362 841 959 83 25 12 3.67 7.6 92 2 3 12 13 4
1068429/C41442 37/M 8 Cholélithiasis - 24 12100 240 474 910 108 324 11 10.5 71 92 6 1 5 7 6
1070318/C45137 21/F 5 Unknown - 20 18500 160 303 233 100 13 8 2 9.4 92 2 0 3 3 4
1072697/C47079 73IM 19 Alcohol - 24 18900 362 112 111 265 270 14 0 82 96 3 2 15 18 6
1074759/C52562 27IM 6 Choldlithiasis - 36 14600 383 2258 1927 190 270 9 10.8 8.6 54 4 2 5 6 ASCITES 8
1074963/C30386 41/M 5 Alcohol ° 24 12200 542 309 428 294 87 9 0 8.8 88 4 0 4 5 4
1074983/C43045 28/M 6 Unknown - 34 8600 205 3192 620 142 82 14 2 8.9 87 4 2 4 6 PLEURAL EFFUSION 6
1075641/C23054 39/M 5 Alcohol - 20 4200 182 34 68 291 116 12 2 7.8 90 2 2 4 0 2
1077266/C43415 33/M 7 Alcohol - 24 6200 229 482 386 92 21 11 43 9.4 94 5 2 6 5 4
1077974/C52625 40/M 10 Cholélithiasis - 30 21700 789 657 1034 226 76 12 4 7.2 76 4 2 7 8 PLEURAL EFFUSION 6
1078769/C47625 35/M 7 Alcohol - 20 6000 363 1124 1150 121 66 11 2 7.1 88 4 3 5 6 6
1080304/C43165 34/M 10 Alcohol - 20 6250 170 305 485 162 262 6 16.5 9.2 88 4 0 6 8 PLEURAL EFFUSION 4
1080448/C44198 36/M 13 Unknown - 22 10700 370 738 924 182 260 14 5 7.6 90 4 2 10 13 6
1080451/C44199 47IM 11 Alcohol = 20 9600 182 150 168 107 74 21 1 7.6 94 2 2 9 9 2
1081714/C44458 51/M 8 Alcohol - 20 18900 389 479 533 181 112 11 0 7.6 92 5 2 6 6 4
1082566/C44691 51/M 14 Alcohol = 18 14000 200 1095 1020 200 180 2 16.5 9.2 92 0 0 8 10 6
1116162/C11671231 62/M 8 Alcohol - 39 8900 374 465 1279 146 189 3 6 72 58 4 0 8 7 PLEURAL EFFUSION 10
1118389/C27927 56/M 9 Choledocholithiasis = 22 9200 182 154 469 106 45 6 2 7.6 88 B 1 7 8 2
1119657/C11995436 18/F 10 Unknown - 24 14400 187 335 199 84 23 16 0 8.2 96 0 2 7 9 - 2
1122296/C11827170 26/M 7 Alcohol = 20 14900 232 349 490 105 23 17.2 0 7.6 94 0 0 5) 6 2
1122449/C235436 45/M 5 Alcohol - 24 11800 400 117 60 125 34 7 0 9 90 0 0 3 5 - 2
1123013/C33872 25/M 9 Alcohol - 22 8500 187 325 61 87 17 11 0 8.3 96 1 0 7 6 2
1123239/C12123787 53/M 16 Alcohol - 24 17600 537 19 35 138 24 12 0 7.6 92 1 4 13 15 PLEURAL EFFUSION 4
1123352/C12139222 25/M 11 Unknown = 20 18000 383 609 889 91 27 12 15.42 7.6 55 B 4 8 10 6
1124386/C42969 50/F 10 Alcohol - 20 8300 200 158 304 155 9 0 0 7.8 92 0 0 7 9 2
1081470/C47033 38/M 10 Cholélithiasis - 22 7600 200 180 156 75 19 10 0 9.8 94 3 2 6 7 2
1121300/C12060566 38/M 15 Unknown - 20 13600 986 148 227 146 42 19.3 0 5.9 94 4 2 13 10 ASCII-EI—'I:EFS{JZILOELJ RAL 2
1122704/C122966 31/M 15 Alcohol ® 22 7600 176 596 2544 124 25 8 3.27 9.6 90 0 2 10 12 6
1123248/C46188 39/M 10 Alcohol - 22 9100 290 499 895 116 146 25 10.28 8.6 92 2 2 4 6 4
1124273/c37576 33M 7 Alcohol ° 20 13600 505 577 486 119 27 14.7 1.87 75 88 0 0 6 6 4
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