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Background: The putative role of the gut in amplification of systemic inflammation in acute pancreatitis is gaining credence,

and intraluminal nutrition has been shown to decrease inflammation in experimental models of pancreatitis. Prepyloric feeding

often is used in people with acute pancreatitis, but has not been evaluated in dogs.

Hypothesis: Early intervention with enteral nutrition (EN) delivered proximal to the pylorus will be well tolerated in dogs

with acute pancreatitis and provide justification for further larger trials.

Animals: Ten dogs with severe acute pancreatitis in an open-label, prospective pilot study.

Methods: Dogs were treated with plasma transfusion and standard care, and then consecutively assigned to receive either

EN via esophagostomy tube feeding or parenteral nutrition (PN). Outcome was used to determine optimal study size for future

studies, and complications were compared between the 2 groups.

Results: A significantly greater number of vomiting or regurgitating episodes occurred in dogs receiving PN. The dogs

receiving EN did not demonstrate any noticeable postprandial pain. There were more catheter-related complications in the PN

group. There was no difference in outcome between the 2 treatments, and 43 dogs for each treatment would be required in

future studies to determine a difference in outcome.

Conclusions and Clinical Relevance: Early EN delivered proximal to the pylorus is well tolerated in dogs with severe pan-

creatitis and resulted in fewer complications than PN. Prospective trials in a larger cohort are justified to fully establish the

potential benefit of early EN, preferably compared with minimal enteral nutrition.
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A
cute pancreatitis has a high mortality rate in dogs,
and surviving animals often require intensive treat-

ment and hospitalization.1–3 Apart from general
recommendations regarding correction of fluid, electro-
lyte, and acid-base abnormalities, there remains a
paucity of information regarding specific management
of acute pancreatitis in dogs.
Nutritional management of acute pancreatitis is diffi-

cult because of the presence of substantial catabolism,
pancreatic necrosis, increased metabolic demands, and
complications of ileus.4 Historically, the nutritional rec-
ommendation for management of acute pancreatitis has
been ‘‘strict pancreatic rest,’’ in the belief that fasting
results in no feedback that will further stimulate exocrine
pancreatic secretion, thus protecting against autodiges-
tion to some extent.2 However, this theory has been

questioned, because it has been extrapolated from stud-
ies of healthy people and has not been proven in dogs. In
fact, 3 experimental studies have suggested that there is
minimal to no negative pancreatic feedback in dogs given
nutrition in both the jejunum and duodenum.5–7 It also
has been demonstrated in experimental models in ro-
dents and in people with naturally occurring disease that
exocrine pancreatic secretion is in fact decreased during
pancreatitis, and the decrease is most prominent in severe
inflammation.8,9

In people and in studies using animal experimental
models, fasting leads to intestinal mucosal atrophy, in-
creased rate of enterocyte apoptosis, decreased glutamine
and arginine transport, changes in mucin composition
of goblet and deep crypt cells, and a breakdown in the
intestinal barrier resulting in increased intestinal per-
meability.10–14Additionally, the gut itself may either start
or contribute to the systemic inflammatory response in
acute pancreatitis.15 Intraluminal nutrition is the most
potent stimulator of intestinal mucosal regeneration be-
cause of stimulation of growth factors and mucosal
blood flow. In addition, enteral nutrition (EN) may de-
crease sphlanchnic cytokine production, modulate the
acute phase response, decrease catabolism, and preserve
protein.16

Experimental models of pancreatitis in dogs have
shown a benefit of early intraluminal nutrition compared
with parenteral nutrition (PN) in decreasing bacterial

From the School of Veterinary and Biomedical Sciences, Murdoch
University, Murdoch, WA, Australia (Mansfield, James, Robertson,
Hosgood); and the Gastrointestinal Laboratory, College of Veteri-
nary Medicine and Biomedical Sciences, Texas A&M University,
College Station, TX (Steiner, Suchodolski). Caroline S Mansfield is
presently affiliated with the Faculty of Veterinary Science, University
of Melbourne, Werribee, VIC, Australia. The study was performed at
Murdoch University, with laboratory assistance from Murdoch Uni-
versity Clinical Pathology Laboratory, Royal Perth Hospital, ScheBo
Biotech Germany, and The GI Laboratory, Texas A&M University.
The work was presented as an abstract at ECVIM Congress 2009.

Corresponding author: Caroline S. Mansfield, BSc, BVMS,
MVM, DECVIM-CA, Faculty of Veterinary Science, University of
Melbourne, 250 Princes Highway, Werribee, VIC 3030, Australia;
e-mail: cmans@unimelb.edu.au.

Submitted June 11, 2010; Revised December 26, 2010;
Accepted February 1, 2011.

Copyright r 2011 by the American College of Veterinary Internal
Medicine

10.1111/j.1939-1676.2011.0703.x

Abbreviations:

EN enteral nutrition

PN parenteral nutrition

J Vet Intern Med 2011;25:419–425

mailto:cmans@unimelb.edu.au


translocation and down-regulating the severity of inflam-
mation.17–19 There also have been several clinical trials in
people demonstrating benefit in early EN compared with
PN for treatment of acute pancreatitis, with fewer infec-
tious complications, and in severe cases improved
outcome and decreased length of hospitalization.20–27

However, meta-analysis of these studies does not show a
clear benefit of early EN compared with PN, and there
are no well-constructed randomized-controlled trials
comparing EN to nothing PO.20,26 More recent studies
in people also suggest that gastric feeding (rather than
jejunal) is well tolerated and safe, with no exacerbation of
pain.24,25,27

A previous paper determined that there was no statis-
tical difference in the indirectly measurable pancreatic
response to diets of variable fat content in healthy dogs.28

This, along with the changing paradigm of feeding in
people with severe acute pancreatitis, formed the back-
ground to this pilot study evaluating the tolerability of
giving EN proximal to the pylorus in dogs with severe
pancreatitis.

Materials and Methods

Animal Selection

Ten dogs with a diagnosis of acute pancreatitis were recruited

into the study within 12–24 hours of admission to Murdoch Uni-

versity Veterinary Hospital. The study was approved by the

Murdoch University Animal Ethics Committee. Informed, signed

owner consent was obtained.

The diagnosis of acute pancreatitis was based on a combination

of clinical signs (abdominal pain, vomiting), serum canine pancre-

atic lipase 4200mg/L and, in all dogs, the presence of appropriate

pancreatic changes on abdominal ultrasonography performed by a

board-certified radiologist with a curvilinear 8MHz or linear

15MHz probe.a These ultrasonographic changes included diffuse

enlargement of the pancreas, hyperechoic mesentery surrounding

the pancreas, and variable pancreatic hypoechogenicity as pub-

lished previously.1,29,30 Dogs were excluded if other disease that

could cause secondary pancreatic inflammation, such as septic peri-

tonitis or pancreatic neoplasia, were evident during or after

completion of the study, with a follow-up period of 2–4 years. Dogs

had to weigh 410 kg to comply with the volume of blood sampling

required, and not have concurrent diabetic ketoacidosis. Only dogs

that showed substantial consequences of their disease (eg, dehydra-

tion, pain, hypovolemia, persistent vomiting, other systemic effects)

necessitating hospitalization and IV fluid therapy were recruited.

Initial Patient Assessment and Treatment

Historical and clinical information including signalment, poten-

tial inciting factors, previous medical history, physical examination

findings, days of clinical illness preceding admission, days fasting,

and the clinical severity score as published previously were recorded

for each dog on admission (Day 0).31 After recruitment into the

study, all dogs had baseline hematology, biochemistry (including

glucose, cholesterol, lipase, and amylase), electrolytes, and urinaly-

sis performed.

All dogs received IV fluid therapy (with crystalloids with ap-

propriate electrolyte supplementation) calculated to correct

dehydration and ongoing losses on an individual basis. Antiemetic

medication (metoclopramide,b 1–2mg/kg/d constant rate infusion)

and analgesia (including fentanyl continuous rate infusion and

patches, methadone, tramadol, lignocaine continuous rate infusion,

and morphine via epidural) also could be administered based on in-

dividual requirements. These treatments were initiated before

inclusion into the study for all dogs. Within the first 12 hours of

admission to the study, a nasoesophageal feeding tube was inserted

and a low-rate (0.5mL/kg/h) infusion of a balanced electrolyte

solutionc was started in all dogs. Fresh frozen plasma (10mL/kg/d)

was administered to each dog for the first 2 days of the study.

Antibiotics (ampicillind 25mg/kg IV q8h and metronidazolee

10mg/kg IV q12h) were to be given if dogs had a neutrophil

count o2.0 � 109/L or a left shift in combination with pyrexia

(rectal temperature 4391C), unless another specific indication was

present. Additional antiemetic (prochlorperazinef) therapy could be

administered if clinically indicated.

Treatment Groups

Dogs were consecutively assigned to 1 of 2 treatment groups, PN

or EN via esophageal tube feeding within the first 12–24 hours of ad-

mission, as described below. The first 24 hours of the study protocol

was designated Day 1, with continuation in the study until the end of

Day 3. After that time, treatment decisions including nutritional in-

tervention were based entirely on individual dog requirements and

not on the basis of the treatment assignment during the study.

All dogs were anesthetized with IV alfaxang (1–2mg/kg) and inhala-

tional isofluraneh with full anesthetic monitoring. A brief

endoscopic examination of the esophagus was performed to subjec-

tively assess the presence of moderate to severe esophagitis, to

account for esophagitis as a confounding factor for causing regur-

gitation or lack of tolerability for EN in individual dogs. This was

done both at the time of the endoscopy and retrospectively with

blinded review of the recordings by two of the authors (C.S.M.,

F.E.J.).

The dogs receiving PN had double-lumen jugular 16G catheters

inserted under sterile conditions and the dogs then were recovered

from anesthesia. PN administration was started within 2 hours of

anesthetic recovery, at a rate of 50% resting energy requirements

(RER) on Day 1 and 100% on Day 2. For every 100 kcal of calcu-

lated RER, an additional 4 g of protein (14 kcal) was added. This

meant that 17.5% of the calories were supplied as lipid and 70.2%

as 50% dextrose, along with 12.3% amino acid solution. Full asep-

sis was used when checking the jugular catheter site daily.

The dogs receiving EN had large gauge (14–16Fr) single lumen

feeding tubes inserted in the esophagus and secured externally be-

fore recovery from anesthesia. Dogs were fed within 2 hours of

recovery. A total of 1/3 of their daily calculated calories (RER �
1.25) was fed, divided every 6 hours on Day 1, 2/3 on Day 2, and

100% on Day 3. They were fed a low-fat commercial dog foodi with

a fat content of 1.7% (1.9 g) per 1,000 kcal. This diet was supple-

mented with commercial enteric-coated pancreatic enzymesj at

5,000U/feed if body weight o15 kg, 10,000U/feed body weight

15–30 kg, or 25,000U/feed if body weight 430 kg. Medium chain

triglyceride oilk (C8 and C10 fatty acids composition 495%) also

was supplemented at 1.0mL/kg/d in divided doses, as established in

a previous study to minimize pancreatic response.28

Monitoring

Full daily clinical records were kept for each dog, including re-

sults of physical examination, clinical severity score as published

previously, presence of any complications, vomiting, or regurgita-

tion events (these were not differentiated as they were not always

observed), baseline clinicopathologic data, and body weight.31

Daily pain score by 1 of 2 authors (C.S.M. or F.E.J.) was recorded

from admission until Day 3, and used to modulate analgesic ther-

apy. The pain score ranged from 0 to 10, adapted from previously

published criteria, with a score of 2 indicating mild discomfort,
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7 moderate to severe pain, and 10 severe pain causing substantial

alterations in mentation.32

Blood was collected into plain and EDTA containers daily via

cephalic or jugular venipuncture before the start of nutritional sup-

port at admission into the study (Day 1) until completion of study

(Day 3) in all dogs and on Day 1, 5–10 minutes after the 1st feed in

the EN dogs. Blood was collected into chilled tubes, stored on ice to

allow clotting and then centrifuged at 101C at 5,000 rpm for 5 min-

utes before harvesting sera or plasma and storing at �181C.
Serum samples were shipped on dry ice for measurement of

canine trypsin-like immunoreactivityl (cTLI), canine pancreatic-

specific lipasem (s-CPL), and C-reactive proteinn (CRP), which all

were measured at the same laboratory by enzyme-based assays that

have been validated previously in dogs.33,34 Reference intervals for

these markers in dogs are 5.7–45.2, 0–200mg/L, and 0–7.6mg/L,

respectively. Frozen plasma and serum samples were transported

for measurement of gastrino at a local laboratory. A previous study

had established a reference range for gastrin in healthy dogs of

o5–16 pg/mL and results o4.77 pg/mL were recorded as 4.77.28

Additional aliquots of serum were shipped on dry ice for measure-

ment of serum pancreatic elastase-1 (PE-1).p Gastrin, cTLI, and

s-CPL were measured at all time points in all dogs. CRP and

elastase were measured at all time points, except the postfeed sam-

ple in dogs from the EN group.

Statistical Analyses

Differences in clinical severity scores, esophagitis, duration of

clinical signs preceding hospitalization, and blood marker concen-

trations (cTLI, s-CPL, gastrin, CRP, and PE-1) between the 2

treatment groups at admission were assessed by 1-way ANOVA

analysis. The number of vomiting or regurgitation episodes and the

number of days each animal was hospitalized both were analyzed by

a Poisson model for an effect of treatment. Significance of the esti-

mated b-coefficient was determined at P o .05. The b estimate was

exponentiated to determine the ratio of the incidence of events. The

proportion of dogs surviving after each treatment was compared by

Fisher’s exact test with significance determined at P o .05 by a

2-sided probability. In the face of a nonsignificant result, the sample

size required to prove this difference with 95% confidence interval

at a statistical power of 80% was determined. PROC GENMOD

and PROC FREQ were used for all analysis.q

Results

There were 4 neutered females and 6 neutered males in
the study. The median age was 7 years, with a range of 2–
11. The median body weight was 26.1 kg, with a range of
14.8–48.6 kg. There were 3 cross breeds and 1 each of Si-
berian Husky, Beagle, Bull Terrier, Weimeraner, Golden
Retriever, Border Collie, and Rhodesian Ridgeback. All
dogs that survived this episode (n 5 9) were still alive at
2-year follow-up, some up to 4 years. No dog received
PN after the initial 3-day period. One dog had hyper-
lipidemia on admission that persisted after recovery, and
required ongoing management, and may have contrib-
uted to the development of acute pancreatitis. This dog
received EN. No underlying cause was definitively iden-
tified in the other 9 dogs, but dietary indiscretion was
suspected in 2. No abnormalities in serum glucose con-
centration were present in any dog at any time point. All
dogs had serum canine pancreatic lipase 4300mg/L,
with 8 having concentration 4800mg/L. The median,
mean, and range for clinical severity score, duration of
signs before admission into the study, serum C-RP

concentrations, and concentrations for gastrin, cTLI,
PE-1, and s-CPL are presented in Table 1. There was no
significant difference between treatment groups for any
of these variables.

All dogs in the EN group survived, whereas 1 dog in
the PN group died. The proportion surviving was not
different between treatments (P 5 1.0). Using this result
of a binomial proportion of survival of 5/5 versus 4/5, the
calculated sample size to conclude a difference with 95%
confidence interval (at 80% power) would be 43 in each
group. If the number of controls (PN) versus treated
(EN) was 2 : 1, the sample size required decreases to 35,
with 70 controls.

Adverse reactions or complications occurred in 3 dogs
in the EN group, but were considered mild or short term.
These included abdominal pain refractory to increasing
analgesic modalities for the first 36 hours of the study
(1 dog), urinary tract infection (1 dog), pyoderma
(1 dog), and esophagostomy tube site infection (the same
3 dogs). The tube site infections were considered mild ex-
cept in the 1 dog that had preexisting severe pyoderma.
Discontinuation of tube feeding was not required in any
dog. The 3 dogs in this group with documented infection
all received cephalexin.r The dog with refractory pain
(pain scores were Day 0: 8, Day 1: 4, Day 2: 1) did not
demonstrate any exacerbation of the pain after tube feed-
ing, and the pain decreased substantially by Day 2.
Analgesics used in this dog initially were buprenorphine,
then methadone along with fentanyl continuous rate
infusion, and then combined fentanyl and lignocaine
continuous rate infusion. Analgesia was not necessary
after Day 3. In the PN group, jugular phlebitis occurred
in 4 dogs, with 1 severe enough to cause caval syndrome
and require removal of the catheter on Day 3. One dog
had refractory abdominal pain and a pancreatic pseudo-
cyst that developed after the treatment trial had been
completed (Day 4) and required percutaneous ultra-
sound-guided drainage. The dog in this group that died
developed extrahepatic bile duct obstruction and pleural
effusion. One dog had no complications.

In the EN group, only 1 dog had 3 episodes of vomit-
ing or regurgitation over 7 days of hospitalization,
whereas in the PN group 3 dogs had 33 episodes (1 had
22 in 6 days of hospitalization, 1 had 9 in 10 days, and
1 had 2 in 5 days). There was a significant effect of treat-
ment on the number of vomiting or regurgitation
episodes (P o .001), with the ratio of the incidence of
episodes for parenteral versus EN estimated at 11.0 (95%
confidence interval 3.4–35.8).

Discussion

This pilot study supports the notion that early EN
delivered proximal to the jejunum is well tolerated in
dogs with severe pancreatitis. It may also be considered
that PN could be detrimental in dogs with acute pancr-
eatitis because of the high number of complications, but
this may be an institutional bias as there were fewer com-
plications in the EN group than the PN group. The
complications and adverse effects seen with PN were all
related to catheter sepsis, and none with the composition
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of the infusion. None of the PN group had hyper-
glycemia, hyperlipidemia, refeeding syndrome, or
hypervolemia at any point, all of which have been asso-
ciated with a poor outcome in critical care settings in
both people and animals.4,35,36 The 1 dog that had pre-
existing hyperlipidemia was in the EN group. Because of
this, it would seem logical to assume that any benefits
seen with EN are because of direct nutritional delivery to
the intestinal lumen rather than total caloric input alone.
The additional RER administered to the PN group
(14%) and the EN group (25% by Day 3) is unlikely to
have had detrimental effects, because RER is only an
estimate of daily calorie requirements that may vary
from measured direct calorimetric energy requirements
as much as 25% in individual patients.37

One major argument against prepyloric (or gastric)
feeding in pancreatitis is that it will be poorly tolerated
because of decreased intestinal motility. Certainly in our
population of dogs this was not the case. There were sig-
nificantly more vomiting or regurgitation episodes in the
PN group than in the EN group. This could be attribut-
able to differences in patient selection; however, case
allocation was consecutive, there was no difference iden-
tified between groups at onset of the study, and no
animal was selected for the study on the basis of the pro-
spective treatment group. Additionally, all animals had
decreased gut sounds on admission. ENmay improve gut
health to a point that minimizes ileus and vomiting, al-
though this could not be conclusively determined from
this study. Although prokinetic agents such as cisapride
were allowed by the study protocol, they were not needed
in any animal. Initially, all animals had metoclopramide
constant rate infusion as part of their treatment, and
there may have been a prokinetic benefit conferred from
this treatment. This prokinetic treatment was given to all
dogs, and consequently is unlikely to have influenced the
frequency of vomiting or regurgitation between groups.
There were similar degrees of esophagitis visible grossly
in both groups, but no statistical comparison was made
because of the poor sensitivity of detecting esophageal
inflammation on visual assessment.

Another argument against feeding proximal to the
jejunum is the possible development of pancreatic pain.
There was no temporally associated abdominal pain ob-
served when feeding was commenced in any of the EN
dogs. One dog in the EN group had substantial pain on
admission that was initially refractory to increasing an-
algesia, but this declined rapidly after Day 2 while still
receiving EN, and did not appear directly associated with
feeding. All analgesia could be discontinued in this dog
by Day 4. Also, the dog that developed an acute pancre-
atic fluid collection (previously called a pseudocyst) was
in the PN group. One possible hypothesis for acute fluid
collection is increased and persistent pancreatic enzyme
leakage, and so if stimulation of the pancreas in acute
pancreatitis is increased with intraluminal nutrition, de-
velopment of acute fluid collections could be expected to
be more likely in a dog given EN.

Another argument against prepyloric feeding is that it
will increase pancreatic secretion by food stimulus within
the duodenum. None of the dogs in the EN group

T
a
b
le

1
.

S
u
m
m
a
ry

o
f
cl
in
ic
a
l
in
fo
rm

a
ti
o
n
in

th
e
2
tr
ea
tm

en
t
g
ro
u
p
s
(n

5
5
ea
ch

g
ro
u
p
)
o
n
a
d
m
is
si
o
n
in
to

th
e
st
u
d
y
.

D
a
y
s
o
f
C
li
n
ic
a
l
S
ig
n
s
b
ef
o
re

A
d
m
is
si
o
n

C
li
n
ic
a
l
S
ev
er
it
y
In
d
ex

P
a
in

S
co
re

C
-R

ea
ct
iv
e
P
ro
te
in

(m
g
/L
)

S
-C

P
L
(m
g
/L
)

cT
L
I
(m
g
/L
)

G
a
st
ri
n
(p
g
/m

L
)

G
a
st
ri
n
(p
g
/m

L
)

T
re
a
tm

en
t
g
ro
u
p

E
N

P
N

E
N

P
N

E
N

P
N

E
N

P
N

E
N

P
N

E
N

P
N

E
N

P
N

E
N

P
N

M
in
im

u
m

1
1

1
1

5
3

4
5
.3

3
5
.3

3
1
6
.0

9
6
0
.0

9
.9

1
2
.8

4
.7
7

4
.7
7

0
.9

2
.7

M
a
x
im

u
m

4
5

6
4

8
6

1
7
3
.8

3
3
0
.4

1
0
0
1
.0

1
0
0
1
.0

2
7
.8

3
3
.0

1
4
.1

7
.5
3

2
1
.8

3
1
.7

M
ea
n

1
.9

3
3
.2

1
.8

6
.2

4
.2

7
9
.3

1
5
8
.2

7
0
8
.8

9
9
0
.4

1
8
.7

2
3
.9

4
.7
7

5
.8
3

7
.7

1
0
.3

M
ed
ia
n

1
.5

4
3

1
6

4
5
2
.6

1
0
9
.1

8
5
1
.0

1
0
0
1
.0

1
6
.2

2
4
.0

4
.7
7

4
.7
7

3
.5

4
.8

E
N
,
en
te
ra
l
n
u
tr
it
io
n
;
P
N
,
p
a
re
n
te
ra
l
n
u
tr
it
io
n
;
S
-C

P
L
,
sp
ec
ifi
c
ca
n
in
e
p
a
n
cr
ea
ti
c
li
p
a
se
;
cT

L
I,
ca
n
in
e
tr
y
p
si
n
-l
ik
e
im

m
u
n
o
re
a
ct
iv
it
y
;
P
E
-1
,
se
ru
m

ca
n
in
e
p
a
n
cr
ea
ti
c
el
a
st
a
se
.

422 Mansfield et al



showed any adverse effects from feeding. The need to
avoid stimulus of the duodenum in acute pancreatitis
does not appear to be upheld by this study.
Currently, the recommendations of many gastroentero-

logy societies in human medicine is to supply EN early in
severe (but not mild) pancreatitis because there is a re-
duction in mortality and infectious complications.38–42

There is still extensive debate about the advisability of these
recommendations.
In this study, we primarily wanted to evaluate 2 methods

of interventional nutrition, and all dogs received a
high level of baseline care. This care included plasma trans-
fusion and trickle esophageal electrolyte administration, so
that any difference between the 2 groups could be attrib-
uted to the interventional nutrition alone. It is questionable
whether plasma transfusion actually confers a positive ben-
efit, as was recently proposed in 1 retrospective study of
dogs with pancreatitis.43 However, a prospective compari-
son between animals with similar degrees of disease
severity is needed before a definitive determination can be
made about whether or not plasma administration pro-
vides any benefit in dogs with pancreatitis.
A limitation of the current study was the fact that

study observers were not blinded to the treatment
groups, leading to the possibility that bias may have in-
fluenced results. Given that the 2 treatment modalities
were so different, it proved difficult to adequately blind
the clinicians involved. To overcome this in the future, it
is suggested that treatment groups be randomly assigned
and not known to the observer until the patient has been
recruited into the study. This will remove the bias of se-
quential treatment group assignment, as a clinician may
not actively recruit a dog into the study if he or she feels
the treatment is not suitable for that animal.
Relying on ultrasound examination for diagnosis may

have meant that some dogs with pancreatitis that were
presented to the center were not recruited for this study.
However, this study was aimed at assessing efficacy of
treatment in severely affected dogs, and false-positive
diagnoses were unlikely in this group. All of the surviving
9 dogs were still alive 2–4 years later, and the nonsurviv-
ing dog had a full postmortem examination that did not
identify any changes unrelated to severe pancreatitis, and
diseases such as pancreatic neoplasia or septic peritonitis
seemed extremely unlikely.
The diet chosen in this study was based on a previous

study that assessed which dietary combination led to
minimal pancreatic stimulation in healthy dogs.28 Extra-
polation of this diet to dogs with pancreatic disease is
not supported, nor indeed is it known if dietary modifi-
cation is even necessary if there is minimal pancreatic
stimulation during acute pancreatitis. As there were no
adverse effects associated with feeding, it can only be
concluded that the diet used was not detrimental. There
may be additional or unknown benefits from adding
supplements such as fiber, probiotics, o-3 fatty acids,
or glutamine, as has been suggested in some studies in
people.44–47

Certainly, the optimal treatment of pancreatitis can-
not rely on a single modality, nor does this pilot study
suggest that early EN necessarily is beneficial in severe

pancreatitis. Rather, this study is an initial step in trying
to establish the best nutritional options for dogs with
pancreatitis. It would seem logical from the data from
humans and dogs to restrict the use of interventional EN
to dogs with severe disease, but the optimal timing and
type of nutrition is yet to be established. It was calculated
that 35–43 dogs would need to be treated with EN in a
prospective study to determine whether there is a statis-
tical difference in survival or days between PN and early
EN. Future studies also should assess the number of days
intensive management is required or the number of days
until voluntary food intake occurs between the 2 groups.

The authors feel that because of the high number of
technical complications and adverse catheter effects that
PN should be reserved for those dogs that cannot
support any form of EN after a period of 4–5 days of
anorexia. Because esophagostomy tube feeding is well
tolerated, a study comparing this method to minimal EN
in severely affected animals should be undertaken, with
similar numbers of dogs to be recruited as calculated.
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intestinal Laboratory
nCRP measured by solid phase sandwich assay performed by the

Gastrointestinal Laboratory
oGastrin enzyme-labeled immunometric assay performed by Path-

West Laboratory Medicine WA, Royal Perth Hospital, Western

Australia
pCanine serum pancreatic-elastase 1 enzyme immunoassay, per-

formed by ScheBo Biotech AG, Geissen, Germany
q SASv9.1, SAS Institute, Cary, NC
rCefazolin injectable, Mayne Pharma Pty Ltd, Mulgrave, VIC,

Australia

Acknowledgments

This work was supported by Nestle Purina PetCare
company. The sponsor of the study had no role in the
study design, interpretation of results, or preparation of
the manuscript.

423Early Enteral Nutrition in Canine Pancreatitis



References

1. Williams D. Diagnosis and management of pancreatitis. J

Sm Animal Pract 1994;35:445–454.

2. Simpson KW, Lamb CR. Acute pancreatitis in the dog. In

Pract 1995;17:328–337.

3. Watson P. Pancreatitis in the dog: Dealing with a spectrum

of disease. In Pract 2004;26:64–77.

4. Thomson A. Nutrition therapy in acute pancreatitis.

J Parenter Enteral Nutr 2006;30:536–537.

5. Ragins H, Levenson SM, Singer R. Intrajejunal administra-

tion of an elemental diet at neutral PH avoids pancreatic

stimulation. Am J Surg 1973;126:606–614.

6. Sale JK, Goldberg DM, Fawcett AN, et al. Chronic and

acute studies indicating the absence of exocrine pancreatic feedback

inhibition in dogs. Digestion 1977;15:540–555.

7. Imamura M, Lee KY, Song Y, et al. Role of secretin in neg-

ative feedback regulation of postprandial pancreatic secretion in

dogs. Gastroenterology 1993;105:548–553.

8. Niederau C, Niederau M, Luthen R, et al. Pancreatic ex-

ocrine secretion in acute experimental pancreatitis.

Gastroenterology 1990;99:1120–1127.

9. O’Keefe SJD, Lee RB, Li J, et al. Trypsin secretion and turn-

over in patients with acute pancreatitis. Am J Physiol Gastrointest

Liver Physiol 2005;289:G181–G187.

10. Hernandez G, Velasco N, Wainstein C, et al. Gut mucosal

atrophy after a short enteral fasting period in critically ill patients.

J Crit Care 1999;14:73–77.

11. FukuyamaK, Iwaki R, Nodat T, et al. Apoptosis induced by

ischaemia-reperfusion and fasting in gastric mucosa compared to

small intestinal mucosa in rats. Dig Dis Sci 2001;46:545–549.

12. Sarac TP, Souba WW, Miller JH, et al. Starvation induces

differential small bowel luminal amino acid transport. Surgery

1994;116:679–685.

13. Sharma R, Schumacher U. Morphometric analysis of intes-

tinal mucins under different dietary conditions and gut flora in rats.

Dig Dis Sci 1995;40:2532–2539.

14. Deitch E, Winterton J, Li M, et al. The gut as a portal of

entry for bacteraemia: Role of protein malnutrition. Ann Surg 1987;

205:681–692.

15. Flint RS, Windsor JA. The role of the intestine in the patho-

physiology and management of severe acute pancreatitis. World J

Gastroenterol 2003;5:69–85.

16. Ioannidis O, Lavrentieva A, Botsios D. Nutrition support in

acute pancreatitis. J Pancreas 2008;9:375–390.

17. Qin HL, Su ZD, Hu LG, et al. Effect of parenteral and early

intrajejunal nutrition on pancreatic digestive enzyme synthesis,

storage and discharge in dog models of acute pancreatitis. World J

Gastroenterol 2007;13:1123–1128.

18. Qin HL, Su ZD, Hu LG, et al. Parenteral versus early intra-

jejunal nutrition: Effect on pancreatitic natural course, entero-

hormones release and its efficacy on dogs with acute pancreatitis.

World J Gastroenterol 2003;9:2270–2273.

19. Qin HL, Su ZD, Gao Q, et al. Early intrajejunal nutrition:

Bacterial translocation and gut barrier function of severe acute pan-

creatitis in dogs. Hepatobiliary Pancreat Dis Int 2002;1:150–154.

20. Marik PE, Zaloga GP. Meta-analysis of parenteral nutrition

versus enteral nutrition in patients with acute pancreatitis. Br Med J

2004;328:1407–1412.

21. Petrov MS, Kukosh MV, Emelyanov NV. A randomized

controlled trial of enteral versus parenteral feeding in patients with

predicted severe acute pancreatitis shows a significant reduction in

mortality and in infected pancreatic complications with total enteral

nutrition. Dig Surg 2006;23:336–344.

22. McClave SA, Chang WK, Dhaliwal R, et al. Nutrition sup-

port in acute pancreatitis: A systematic review of the literature.

J Parenter Enteral Nutr 2006;30:143–156.

23. Powell JJ, Murchison JT, Fearon KC, et al. Randomized

controlled trial of the effect of early enteral nutrition on markers of

the inflammatory response in predicted severe acute pancreatitis. Br

J Surg 2000;87:1375–1381.

24. Eatock FC, Chong P, Menezes N, et al. A randomized study

of early nasogastric versus nasojejunal feeding in severe acute pan-

creatitis. Am J Gastroenterol 2005;100:432–439.

25. Eckerwell GE, Axelsson JB, Andersson RG. Early naso-

gastric feeding in predicted severe acute pancreatitis. Ann Surg

2006;244:959–967.

26. Koretz RL. Enteral nutrition: A hard look at some soft ev-

idence. Nutr Clin Pract 2009;24:316–324.

27. Kumar A, Singh N, Prakash S, et al. Early enteral nutrition

in severe acute pancreatitis: A prospective randomized controlled

trial comparing nasojejunal and nasogastric routes. J Clin Gas-

troenterol 2006;40:431–434.

28. James FE, Mansfield CS, Steiner JM, et al. Pancreatic stim-

ulation in healthy dogs fed different diets. Am J Vet Res 2009;70:

614–618.

29. Lamb CR, Simpson KW. Ultrasonographic findings in

cholecystokinin-induced pancreatitis in dogs. Vet Radiol Ultra-

sound 1995;36:139–145.

30. Steiner JM. Diagnosis of pancreatitis. Vet Clinics North Am

(Small Anim Pract) 2003;33:1181–1195.

31. Mansfield CS, James FE, Robertson ID. Clinical severity in-

dex in dogs with acute pancreatitis. J Am Vet Med Assoc 2008;233:

936–944.

32. Mathews KA. Pain assessment and general approach to

management. Vet Clinics North Am (Small Anim Pract) 2000;30:

729–755.

33. Steiner JM, Rutz GM, Williams DA. Serum lipase activities

and pancreatic lipase immunoreactivity concentrations in dogs with

exocrine pancreatic insufficiency. Am J Vet Res 2006;67:84–87.

34. Kjelgaard-HansenM, Kristensen A, Jensen A. Evaluation of

a commercially available enzyme-linked immunosorbent assay

(ELISA) for the determination of C-reactive protein in canine

serum. J Vet Med A Physiol Pathol Clin Med 2003;50:164–168.

35. Chan DL, Freeman LM, Labato M, et al. Retrospective

evaluation of partial parenteral nutrition in dogs and cats. J Vet Int

Med 2002;16:440–445.

36. Freeman LM, Labato MA, Rush JE, et al. Nutritional sup-

port in pancreatitis: A retrospective study. J Vet Emerg Crit Care

1995;5:32–41.

37. Kleiber M. Animal temperature regulation. In: Davis CA,

ed. The Fire of Life: An Introduction to Animal Energetics. New

York: John Wiley & Sons Inc; 1961:146–174.

38. Meier R, Ockenga J, Pertkiewicz M, et al. ESPEN guidelines

on enteral nutrition: Pancreas. Clin Nutr 2006;25:275–284.

39. Muddana V,WhitcombDC, Papachristou GI. Current man-

agement and novel insights in acute pancreatitis. Exp Rev

Gastroenterol Hepatol 2009;3:435–444.

40. Johnson CD. UKWorking Party on Acute Pancreatitis: UK

guidelines for the management of acute pancreatitis. Gut 2005;54:

1–iii9.

41. Heinrich S, Schafer M, Roussan V, et al. Evidence-based

treatment of acute pancreatitis: A look at established paradigms.

Ann Surg 2006;243:154–168.

42. Petrov MS, Pylypchuk RD, Emelyanov NV. Systematic re-

view: Nutritional support in acute pancreatitis. Aliment Pharmacol

Ther 2008;28:704–712.

43. Weatherton LK, Streeter EM. Evaluation of fresh frozen

plasma administration in dogs with pancreatitis: 77 cases (1995–

2005). J Vet Emerg Crit Care 2009;19:617–622.

44. de Beaux AC, O’Riordan MG, Ross JA, et al. Glutamine-

supplemented total parenteral nutrition reduces blood mononuclear

cell interleukin-8 release in severe acute pancreatitis. Nutrition

1998;14:261–265.

424 Mansfield et al



45. Karakan T, Ergun M, Dogan I, et al. Comparison of early

enteral nutrition in severe acute pancreatitis with prebiotic fiber

supplementation versus standard enteral solution: A prospective

randomized double-blind study. World J Gastroenterol 2007;13:

2733–2737.

46. Olah A, Belagyi T, Issekutz A, et al. Randomized clinical

trial of specific lactobacillus and fibre supplement to early enteral

nutrition in patients with acute pancreatitis. Br J Surg 2002;89:

1103–1107.

47. Xu GF, Lu Z, Gao J, et al. Effect of ecoimmunonutrition

supports on maintenance of integrity of intestinal mucosal barrier in

severe acute pancreatitis in dogs. Chin Med J (England) 2006;119:

656–661.

425Early Enteral Nutrition in Canine Pancreatitis


