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Appropriate Premedication for Prevention on Post-ERCP Pancreatitis :
A Randomized and Prospective Study

Sun Young Yi
Department of Internal Medicine, Ewha Womans University, College of Medicine

Objectives : Pancreatitis is the most common and serious complication of ERCP. On the basis of
several reports, corticosteroid, octreotide, or calcium channel blocker might be effective in this
regard. The aim of this study was to determine whether the pharmacologic agents (steroid, variable
amount of octreotide, and verapamil) prevent post-ERCP pancreatitis.

Methods : A total of 80 patients were randomized. All patients received intravenously gabexate
mesilate (Foy®) before endoscopy. Group 1 has been administered nothing, hydrcortisone (100mg)
and octreotide (0.2mg bolus) in group 2, high dose of octreotide (0.2mg bolus and 6mg intrave-
nous infusion) in group 3, and verapamil in group 4. Clinical outcomes and risk factors were ana-
lysed in each groups. We checked cytokines (IL-1, TNF- @) in group 3 and 4 compared with control
and alcohol induced pancreatitis.

Results : The overall frequency of hyperamylasemia and pancreatitis were 35% (28/80) and 13.7%
(11/80), respectively. There was no difference among 4 groups with the incidence and severity
of pancreatitis. The groups were similar with regard to demographic characteristics, type of pro-
cedure performed (diagnostic or therapeutic) , the presence of diverticulum, visualization of pancreatic
duct. There was no risk factors of ERCP-pancreatitis in all groups. In the cytokine data, TNF- ¢
was markedly decreased on right after ERCP in patients with hyperamylasemia and pancreatitis.

Conclusion : Prophylactic administered corticosteroid, octreotide, or verpamil would not be helpful
for prevention in post-ERCP pancreatitis. Also IL-1 and TNF- & may not be useful markers in pre-
diction of ERCP-pacreatitis. But TNF- ¢ would be useful marker as mild form ERCP-pancreati-
tis and alcoholic pancreatitis.

KEY WORDS : Premedication * Corticosteroid - Octreotide + Verapamil - Post-ERCP pancreatitis.
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Table 1. Baseline characteristics of the 80 patients
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Demographic characteristics Group 1 Group 2 Group 3 Group 4 pvalue
Number 20 20 20 20
Age(mean=SD) 62*15 66+15 63115 6316 ns
Gender (M/F) 8/12 9/ 10/10 11/9 ns
Main indication of ERCP

Benign 19 19 15 16 ns

Malignant 1 4 Ns

Table 2. Characteristics of endoscopic refrograde cholangiopancreatography

Factors Group 1 Group 2 Group 3 Group 4 p vaiue

Type of ERCP

Diagnostic 2 3 4 3 ns

Therapeutic 18 17 16 17 ns
Presence of diverticulum 5 5 5 4 ns
EST 18 17 16 14 ns
Stone exiraction 7 9 7 7 ns
Attempts of biliary cannulation

<5 20 20 17 20 ns

>5 0 0 0 ns
Attempts of PD cannulation

0 9 13 10 8 ns

1-4 8 8 4 4 ns

>5 3 2 6 2 ns
ENBD or ERBD 6 4 7 5 ns

PD : pancreatic duct, EST : endoscopic sphincterotomy, ENBD @ endoscopic nasobiliary drainage, ERBD : endo-

scopic retrograde biliary drainage



Table 3. Frequency of hypermamylasemia and clinical pancredtitis in 4 groups

Group 1 Group 2 Group 3 Group 4 p value
Hyperamylasemia (n=28) 5 10 6 7 ns
Clinical pancreatitis (n=11)
Mild 2 2 3 4 ns
Moderate 0 0 0 0 ns
Severe 0 0 0 0 ns

Table 4. Risk factors for both hyperamylasemia and clinical pancreatitis

Risk factors Patients with hyperamylasemia (n=28) Patients with clinical pancreatitis (n=11)

Cannulation of PD

0 9 2

-4 9 5

5< 10 4

pvalue ns ns
Pain during ERCP

Yes 13 7

No 15 4

pvalue ns 0.09
Aftempts of biliary cannulation

<5 26 11

=5 2 0

pvaiue ns ns
ENBD

Yes 1 ¢)

No 17 5

pvalue ns ns
EST

Yes 23

No 5 2

pvalue ns ns
Diverticulum

Yes 8 4

No 20 7

pvalue ns ns

PD : pancreatic duct, ENBD : endoscopic nasobiliary drainage
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Table 8. Values of IL-1 and TNF- ein patients with control, alcohol-induced pancreatitis, group 3 and group 4

Cytokines Control Alcohol-induced Group 3 Group 4 pvalue

IL-1 (pg/mL)

Day 1 104x1.7 8.1x% 5.2 101+ 2.7 8.1+ 3.4 ns

Day 2 9.3+ 34 102+ 34 7.0+ 4.7 ns

Day 3 7.8+ 4.0 9.2+ 3.0 9.0+ 4.6 ns
TNF-a (pg/mbL)

Day 1 14575 40+ 4.1 1414159 21.3+£18.3 0.016

Day 2 145+19.2 129146 18.1x£17.9 ns

Day 3 16.9+21.2 18.8+16.5 1231134 ns

Table 6. IL-1 and TNF- ¢ in differentiation of clinical statuses in patients with alcohol-induced pancredatifis, group 3

and group 4
IL-1 INF-a
post-ERCP Day 1 Day 2 post-ERCP Day 1 Day 2
Hyperamylasemia
Yes 8.1+4.5 9.0+3.9 8.1x£3.9 8.5%£10.4 14.9+18.6 17.1£18.7
No 9.6£2.7 8.5+4.4 9.4:+3.8 19.8£18.8 15,6154 14.4+£14.6
pvalue ns 0.016 ns ns
Clinical pancreatitis
Yes 8.0+£4.9 9.0+4.1 8.0x4.0 65+ 7.9 13.7£17.7 16.0+18.7
No 9.4+28 8.6+4.2 9337 19.3:+18.2 1634165  16.6%154
pvalue ns ns ns 0.04 ns ns
ERCP
Diagnostic 7.5+4.3 7.3+5.3 7.9+50 10.1£14.9 11.2+14.7 10.74£15.0
Therapeutic 9.4+2.9 9.2+3.9 9.6+3.3 200175 17.0£16.8 17.4+15.2
Alcohol-induced 8.3%£5.0 8.7+3.9 7442 39% 40 13.6+18.7 14.8:£20.7
p value ns ns ns 0.005 ns ns
IL-1 @ interleukin 1, TNF- ¢ : tumor necrosis factor-alpha
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