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ABSTRACT
Introduction: The objective of the current retrospective study is to present the results of a personal research 

on the prevalence and treatment of alithiasic cholangitis in hospitalized patients. 
Material and methods: The research was based on the following criteria: case selection according to 

gender, age and diagnosis, anamnesis information, clinical, paraclinical, imagery and laboratory investigation 
methods, therapeutic approach. 

Results: Between 2016-2018, 109 cases had a discharge diagnosis of postcholecystectomy cholangitis 
following clinical and paraclinical examinations. In a large percentage, cholangitis was alithiasic, imagery 
assessments showing only a dilation of the intra- and/or extra-hepatic biliary ducts (81 cases, 91.01%). 

Conclusions: Alithiasic cholangitis has been the main biliary cause in the postcholecystectomy pathology in 
this reference study (91.01%). In hospitalized people with alithiasic cholangitis as main diagnosis, highlighted 
endoscopic retrograde cholangiopancreatography (ERCP) represented a modern therapeutic approach; this allows 
the improvement of sphincter Oddi functional disorders through sphincterotomy/sphincteroplasty (6.75%).

Keywords: cholangitis, alithiasic, non-invasive treatment.

INTRODUCTION

Postcholecystectomy cholangitis can be 
caused by the persistence of certain 
factors which existed before the surgi-
cal intervention, by certain causes as-
sociated with surgery performance, or 

it can be due to certain causes which developed 
during the postoperative period. The clinical evi-

dence for postcholecystectomy cholangitis is rep-
resented by pain syndrome with different de-
grees, localized in the upper level of the 
abdomen, dyspepsia, and fever. Jaundice syn-
drome can be present.

The present-time trend in the biliary patho-
logy is to choose the most adequate surgical 
treatment based on the degree and severity of 
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the inflammatory process and associated disor-
ders; through this conduct, the trend is to reduce 
the period of hospitalization and post-surgery 
complications, thus increasing patients’ quality 
of life. 

Postcholecystectomy cholangitis is represent-
ed by the intra-hepatic and/or extra-hepatic bili-
ary tract modifications, which are imagistically 
translated by their enlargement, with or without 
parietal modifications, with or without obstruc-
tive injuries on the level of the terminal common 
bile duct.

The clinical diagnosis can occur when per-
forming biliary surgery in the absence of a rigo-
rous indication (dyspeptic symptoms in the ab-
sence of lithiasis). To avoid the occurrence of 
postcholecystectomy cholangitis, a rigorous pre-
operative assessment is required. In the absence 
of typical clinical manifestations specific for gall-
stones and abdominal ultrasound argumentation 
of lithiasis, cholecystectomy will not be per-
formed. 

For most patients, the polymorphic etiology 
of postcholecystectomy cholangitis is established 
after clinical and imagistic and laboratory investi-
gations.  

The objective of this study is to present the 
results of a personal research on the prevalence, 
etiology and treatment of cases with postchole-
cystectomy alithiasic cholangitis admitted at the 
Gastroenterology Department of the Emergency 
County Clinical Hospital of Oradea, Romania. q 

MATERIAL AND METHOD

Clinical observation sheets of patients hospi-
talized at the Clinical Gastroenterology 

Department with upper abdominal symptoms 
after cholecystectomy were used as materials.

The research was based on the following cri-
teria: case selection according to gender, age 
and diagnosis, anamnesis information, clinical, 
paraclinical, imagery and laboratory investiga-
tion methods, and therapeutic approach. ERCP 
was also a modern diagnostic and therapeutic 
method (Figure 1). Anamnestic data revealed a 
previous history of cholecystectomy, upper ab-
dominal pain syndrome, dyspepsia, fever, and 
jaundice syndrome. 

In the present study, we analysed and refe-
renced the biological parameters as an expres-
sion of the non-specific inflammatory syndrome 

(white blood cell and neutrophil count); biliary-
excretory (serum bilirubin level, urinary bile pig-
ment); cholestatic and hepatocytolytic syndrome: 
and transaminases-aspartate amino transferase 
(ASAT/GOT), alanine aminotransferase (ALAT/ALT), 
gamma-glutamil-transferase (GGT), alkaline 
phos phatase.

Clotting factors, lipase, blood culture, serum 
iron, blood urea, serum glucose, lactic dehydro-
genase, immunoassay tests, albumin hypofunc-
tion tests, and erythrocyte sedimentation rate 
were also important parameters analysed in this 
study. Erythrocyte sedimentation rate is increased 
in the postcholecystectomy cholangitis jandice 
and in malignant etiology. Hypoleukocytosis sug-
gests malignant etiology or hemolytic in antehe-
patic jaundice and liver cirrhosis. Hyperleukocy-
tosis with neutrophilia was presented like a 
biological marker in the inflammatory syndrome 
in postcholecystectomy alithiasic cholangitis. 

Abdominal ultrasound and computed tomo-
graphy, magnetic resonance cholangiography 
(MRCP), upper gastrointestinal endoscopy, and 
barium swallow test were used for imagistic exa-
minations.  

Therapeutic options for postcholecystectomy 
alithiasic cholangitis consisted of non-invasive 
pharmacological methods and endoscopic me-
thods (endoscopic retrograde cholangiopancrea-
tography – ERCP).

The pharmacological methods were com-
plex, different classes of medication being asso-
ciated. In gastric and duodenum conditions with 
bile reflux, proton-pump inhibitors are mainly 
used. Magnesium and aluminum salts had been 
associated to the treatment, having a protective 
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FIGURE 1. Endoscopic retrograde cholangiopancreatography. 
Terminal common duct tumoral stenosis 
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effect on the esophagus-gastric-duodenum mu-
cous, and improving dyspeptic functional distur-
bances. Antibiotics were used either as mono-
therapy or in therapeutic schemes in order to 
eradicate Helicobacter pylori infection. Analge-
sics, synthetic anticholinergics, dopamine anta-
gonists, pain killers were administered for the 

symptomatic treatment of pain or abdominal 
discomfort caused by postcholecystectomy ali-
thiasic cholangitis.

For rebuilding the bacterial flora, in the treat-
ment of infection with Helicobacter pylori and/or 
for rebuilding intestinal transit, probiotics were 
also associated, consecutive with the remission 
of symptomatology. Administration of probiotics 
increased the extent of H. pylori eradication and 
prevented the development of relapses.

Prokinetics were given as symptomatic drugs 
in the treatment of digestive motility disturban-
ces. Biliary acids were also administered (urso-
deoxycholic acid) due to their role in the treat-
ment of bile reflux.

Being a modern therapeutic approach, endo-
scopic sphincterotomy/sphincteroplasty allowed 
the improvement of sphincter Oddi dyskinesia.

A dietary treatment was associated to the 
therapy of postcholecystectomy alithiasic chol-
angitis. q

RESULTS

For the aforesaid period, 109 patients were ad-
mitted at the Gastroenterology Department 

with postcholecystectomy cholangitis, and 85 of 
them were females, accounting for 77.98% of 
the total number of hospitalized cases (Table 1). 

The most representative age decade was be-
tween 55 and 64, with 41 (37.11%) patients out 
of 109.

Imaging assessments showed that, out of the 
109 cases of cholangitis, six had cholelithiasis; 
two, lithiasis of the intra-hepatic biliary ducts; 
and four, sclerosis odditis. In three cases, cholan-
gitis was observed after retrograde endoscopic 
colangiopancreatography (ERCP), in five other 
cases, cholangitis developed after biliary-diges-
tive anastomosis, and in one case, tumor of Vater 
papilla (Table 2)

In a large percentage, cholangitis was alithi-
asic (Table 3), imaging examinations presenting 
only a dilation of the intrahepatic and/or com-
mon bile ducts.  

Non-specific inflammatory syndrome was 
prevalent among patients admitted at the gastro-
enterology ward, with 62 (56.88%) subjects out 
of 109 (Table 4). Laboratory investigations have 
identified leukocytosis with neutrophilia.

As a secondary discharge diagnosis in cases of 
hospitalized postcholecystectomy cholangitis, as 
a consequence of the gastric-duodenum-eso-

Diagnosis anD TherapeuTic ManageMenT in posTcholecisTecToMy aliThiasic cholangiTis

TABLE 1. Distribution of hospitalized postcholecystectomy cholangitis 
patients based on gender

FIGURE 2. Percentage representation of admitted patients with 
postcholecystectomy cholangitis based on their living environments

TABLE 2. Detailed presentation of cases with postcholecytectomy 
cholangitis

TABLE 3. Increased prevalence of cases with alithiasic cholangitis

TABLE 4. Prevalence of non-specific inflammatory syndrome in 
postcholangitis syndrome
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phagus biliary reflux, the reference study re-
vealed a wide pathological diversity (Table 5). 

Multiple organic damages can coexist in case of 
the same patient due to the biliary reflux after 
cholecystectomy.

In the reference study, 12 cases of pancreas 
damage with symptoms of acute or cephalic 
chronic pancreatitis were observed. In 37 cases, 
imagery and laboratory investigations revealed 
pathological liver modifications, represented by 
cholestasis and/or hepatic steatosis, satellite he-
patitis as a secondary discharge diagnosis.

As shown in table 6, medication was the basic 
therapy, which enabled a favorable evolution of 
patients. q

DISCUSSIONS

Information provided by the research made for 
this study significantly show that patients with 

postcholecystectomy symptoms admitted at the 
Clinical Gastroenterology Department have 
cholangitis as a discharge diagnosis.

Postcholecystectomy cholangitis lead to intra-
hepatic ducts and common bile duct modifica-
tions, which are imagistically translated by their 
enlargement, with the absence or presence of 
biliary duct wall modifications. Imaging argu-
mentation of the inferior common bile duct ob-
structive lesions can also exist (1-3). In 89 of the 
admitted cases, following clinical and paraclini-
cal examinations, the primary discharge dia-
gnosis was cholangitis with or without lithiasis of 
the main biliary ducts. The literature describes 
the frequency of postcholecystectomy cholan - 
gitis (4-6). 

In this context, cholangitis was clinically ob-
jectified by mild pain syndrome from the right 
hypochondrium area, by the biological markers 
of the presence of inflammatory syndrome. La-
boratory investigations revealed hyperleukocyto-
sis and neutrophilia and/or of bile excretory syn-
drome and/or of cholestasis and hepatic cytolysis 
syndrome (7, 8). Non-specific inflammatory syn-
drome with hyperleukocytosis and neutrophilia 
was more prevalent among patients admitted at 
the gastroenterology department.

In most of the cases, hepatic, pancreas, gas-
tric and duodenum conditions were highlighted, 
which created complexity and a wide diversity 
for the pharmacological treatment. Also, such 
patients often have associated cardiovascular 
conditions. 
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TABLE 5. Secondary discharge diagnosis in postcholecystectomy 
cholangitis

TABLE 6. Comparison between types of treatment for patients 
admitted at the Gastroenterology Department

FIGURE 3. Prevalence of the secondary discharge diagnosis in 
postcholecystectomy cholangitis
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Most of the cases hospitalized at the Gastro-
enterology Department received pharmacologi-
cal treatment in association with a gastric or he-
patic cleansing diet. 

Several gastric conditions were diagnosed, in-
cluding axial hiatal hernia, gastric-esophagus re-
flux diseases, reflux antro-pyloric or antral gastri-
tis, pseudopolypoid gastritis, atrophic chronic 
gastritis, erythematous or erosive pangastritis, 
antral gastric ulcer, reflux gastritis with 
Helicobacter pylori, erosive bulbitis, hypertro-
phic chronic gastritis, prepyloric ulcer, etc.

In other 20 cases of postcholecystectomy syn-
drome, duodenum gastric biliary reflux was the 
predominant etiology, with upper digestive en-
doscopy also showing different degrees of da-
mage of the esophagus, stomach and duodenum. 

In the current study, among cases of hospital-
ized postcholecystectomy cholangitis, a wide 
pathological diversity was noticed as a secondary 
discharge diagnosis, due to this gastric-duode-
num-esophagus biliary reflux, which could be 
responsible for multiple organic damages in one 
and the same patient (9, 10).

There was a complex etiology of the disor-
ders after cholecystectomy in patients admitted 
at our Gastroenterology Department, including 
gastritis, hiatal hernia, reflux esophagitis, duode-
num-gastric biliary reflux, chronic duodenal bul-
bitis, chronic or acute pancreatitis, fatty liver (he-
patic steatosis), reactive satellite hepatitis, 
intrahepatic lithiasis, common bile duct lithiasis, 
odditis, oddian dyskinesia, relapsing acute or 
chronic cholangitis based on certain biliary-di-
gestive anastomosis, and irritable bowel.  

Gastric-duodenum-esophagus biliary reflux 
lead to the development of pathological esopha-
gus, gastric and duodenal modifications (11, 12). 
On the level of the esophagus, endoscopy can 
reveal esophagitis or stenosis or hiatal hernia 
type of injuries. Rarely, Barret epithelium injuries 
can be seen (13). Gastric-duodenum type of in-
juries often coexist. Reflux esophagitis is a fre-
quent consequence of this biliary alkaline reflux. 
For assessing the severity of these esophagus mu-
cous denudation injuries, the Los Angeles reflux 
esophagitis classification has been adopted. In 
the reference study, upper digestive endoscopy 
has more frequently shown lighter types, 
Los Angeles A reflux esophagitis.

Another pathology revealed by endoscopy 
investigations from the reference study was bili-

ary reflux caused digestive cancers. According to 
the literature, the incidence of this malignant pa-
thology is consecutive to cholecystectomy (13, 14). 
Bile acids act aggressively on the lipids from the 
gastric mucous through a detergent mechanism. 
There were several endoscopy types of biliary re-
flux gastritis seen in this study such as exudative 
erythematous, antral erosive or antro-corporeal, 
type B antral–infection with Helicobacter pylori, 
hypertrophic, atrophic and gastritis (pangastritis). 
The risk on Helicobacter pylori infection increases 
after cholecystectomy (15, 16).

An exact etiological differentiation cannot be 
performed in case of the postcholecystectomy 
cholangitis because there a hepatic and/or pan-
creas damage can also coexist. In the reference 
study, 12 cases of pancreas damage with symp-
toms of acute pancreatitis or cephalic chronic 
pancreatitis were seen. 

In 37 cases, imagery and laboratory investiga-
tions revealed liver pathological modifications, 
with cholestatic and/or hepatic steatosis satellite 
hepatitis as a diagnosis expression. In 27 of the 
37 cases, satellite hepatitis was observed as a 
secondary discharge diagnosis. 

All information comes to confirm the findings 
reported in the published studies, namely that 
these hepatic-cellular and pancreatic conditions 
are frequently occurring in postcholecystectomy 
cholangitis (17).

Many times, these patients also present con-
ditions from the area of cardiovascular or meta-
bolic diseases such as dyslipidemia, type II dia-
betes mellitus, which require insulin.

The medical treatment of patients hospita-
lized at the Gastroenterology Department with 
postcholecystectomy cholangitis was mainly 
pharmacological. In six (6.75%) cases, endo-
scopic treatment was performed. Endoscopic 
retrograde cholangiopancreatography is a mo-
dern therapeutic method, which helps to im-
prove sphincter Oddi dyskinesia through sphinc-
terotomy/sphincteroplasty (18-22).

In Oddi sphincter dyskinesia, the initial me-
dical option will be represented by drugs like ni-
troglycerin, nifedipine, anticholinergics agents, 
amyl nitrite (23-25). In 94.5% of our cases, me-
dication was administered (Table 6), which is 
consistent with the literature (26-28).

The pharmacological treatment is complex, 
with different classes of medication being associ-
ated. It is based on antibiotics, antispastics, pain 
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killers, proton-pump inhibitors, prokinetic 
agents, liver protectors, bile acid substitutes 
(ursodeoxycholic acid) (29) pancreatic enzymes; 
in case of oddian dyskinesis – nifedipines, nitro-
glicerina, amyl nitrite (23).

The antimicrobial treatment is initiated ac-
cording to the blood culture results. In cases of 
severe acute cholangitis, empirical therapy with 
fluoroquinolones is applied. Subsequently, treat-
ment will be readjusted according to the results 
of the antibiogram of the blood culture test. 
These therapeutic aspects are underlined in the 
updated Tokyo Guidelines (30-32). Thus, after 
the microbial etiology of cholangitis is identified 
and antibiogram is performed, the anti-infective 
therapy will be adjusted according to specific 
pathogens. If there is no noticeable improve-
ment in patients’ general condition, it is associ-
ated with antimicrobial treatment, beta-lacta-
mase inhibitors, carbapenems, cephalosporins, 
metronidazole. There is a possibility of an inef-
fective antimicrobial response due to a low pe-
netration of antibiotics into the biliary secretion 
from the obstructed bile ducts (excluding fluoro-
quinolones). Ureidopenicillin-based therapy 
consists in administration of Piperacillin/Tazo-
bactam. The effectiveness of penicillin increases 
by pairing with Metronidazole and aminoglyco-
sides. Monobactam or carbapenem antibiotics 
may also be administered, according to the 
Tokyo 2018 Guide (TG18), in cases with severe 
acute cholangitis grade III. Monobactams and 
carbapenems are antibiotics with a very large 
spectrum of action covering both Gram-negative 
and positive germs and anaerobic germs. Ampi-
cillin/Sulbactam has a reduced antimicrobial ac-
tivity against Escherichia coli; it was removed 
from the North American guide of antimicrobial 
treatment for ascending cholangitis (33).

Also, in patients with repeated relapsing cho-
langitis, parasitic infections, or previous surgical 
or endoscopic interventions, the response to an-
timicrobial treatment may be absent.

Antimicrobial therapy and biliary decompres-
sion are the main pillars in the current therapeu-
tic management of acute cholangitis.    

Associated to the treatment of postchole-
cystectomy cholangitis etiology, the adequate 
medication for cardiovascular disturbances and 
lipid, triglyceride and cholesterol metabolism 
disturbances will also be administered. It is not 
infrequent for these patients to have type II insu-

lin addicted diabetes mellitus in their medical 
history. 

Pharmacological treatment, once initiated in 
hospital, was continued in ambulatory, leading 
to symptom remission. Medication was accom-
panied by a gastric, hepatic and pancreas 
cleansing diet (34, 35).

Treatment of pathology after cholecystectomy 
is complex, considering the diversity of patho-
geny and the symptomatology which creates dis-
comfort, affecting patients’ social and family life. 

Dietary treatment not only contributes to the 
activation of the gastric-intestinal system, but 
also to that of metabolic processes, including the 
cellular level. Prolonged sparing of certain organs 
results in progression of the pathological process, 
inadaptation of many compensatory mecha-
nisms. Diet therapy has to offer a balanced nutri-
tion, in accordance with the energetic needs of 
the body and also with other factors such as age, 
gender, profession, etc. The gastric, hepatic spa-
ring diet improves symptoms of postcholecystec-
tomy cholangitis. The quality of life depends on 
both the clinical status of the patient and the ac-
curacy of pre-surgery diagnosis. q 

CONCLUSION

Non-specific inflammatory syndrome is more 
prevalent in patients with postcholecystec-

tomy alithiasic cholangitis admitted at the gastro-
enterology department; in a large percentage, 
imagery assessments showed only enlarged in-
trahepatic ducts and/or common bile duct.

As a secondary discharge diagnosis, multiple 
organic damages can coexist in one and the 
same patient admitted with alithiasic postchole-
cystectomy cholangitis due to the gastric-duode-
num-esophagus biliary reflux.

The management of postcholecystectomy ali-
thiasic cholangitis is non-invasive, being mainly 
based on medication. 

The current study on patients hospitalized in 
the Clinical Gastroenterology Department with 
postcholecystectomy alithiasic cholangitis as 
main diagnosis highlighted ERCP as being a 
modern therapeutic method; this, through the 
sphincterotomy/sphincteroplasty procedure, al-
lows an improvement of sphincter Oddi func-
tional disorders. q
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