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nal pain ( 1 ). Although now recognized as 

a world-wide problem with a 0.2% preva-

lence and reported increasing incidence, 

their etiopathogenesis is still poorly under-

stood. In particular, it is a matter of debate 

whether CC and LC represents distinct 

entities, a pathophysiological continuum, 

or even manifestations of the same disease 

at diff erent stages ( 2,3 ). A current hypoth-

esis is that both CC and LC result from 

abnormal immune response to luminal 

agents in genetically susceptible individu-

als, although genetic studies have thus far 

been limited and underpowered ( 4 ).

  Recently, and for the fi rst time, we 

reported a genome-wide signifi cant associ-

ation of single-nucleotide polymorphisms 

(SNPs) and specifi c human leucocyte anti-

gen (HLA) 8.1 haplotype variants with 

increased risk of CC in Swedish and 

German case–control cohorts ( 5 ). We also 

reported enriched concor dance of genetic 

risk eff ects between CC and the two major 

forms of infl ammatory bowel disease—

Crohn’s disease (CD) and ulcerative coli-

tis (UC). Hence, using the same strategy 

targeting immune-related risk loci with 

the Immunochip genotyping array ( Sup-

plementary Methods ), we sought to 

determine whether similar associations 

can be detected for LC, which also showed 

HLA eff ects in previous studies of very 

small sample size ( 6,7 ). We recruited 122 

Swedish LC patients to this study ( Sup-

plementary Table 1 ) and compared them 

with the same healthy controls included 

in the previous CC study ( 2 ). Adopting 

the same quality control, imputation, and 

ana lysis pipeline ( Supplementary Table 

2 ), we fi nally studied 116 LC cases, 1,995 

controls, and 110,634 Immunochip SNP 

markers in association tests based on 

age- and sex-adjusted logistic regression 

( Supplementary Methods ). Th is analysis 

yielded no genome-wide signifi cant result 

( P <5×10 −8 ) for LC, neither we detected 

any signal passing the  suggestive  associa-

tion threshold  P <1×10 −5  ( Supplementary 

Figure 1 ). In particular, as shown in  Table 

1 , we were not able to replicate in Swedish 

LC patients any of the associations previ-

ously detected for several HLA haplotype 

8.1 variants in Swedish CC patients. Th is 

is unlikely a Type II error as the current 

LC sample, despite its modest size, had 
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      To the Editor:  Microscopic colitis (MC) 

and its two major forms collagenous 

colitis (CC) and lymphocytic colitis (LC) 

are chronic infl ammatory gastrointesti-

nal conditions aff ecting primarily elderly 

women with a clinical course characterized 

by recurrent watery diarrhea and abdomi-

our patient, but not done given risk of PE. 

Although studies have not looked directly 

at risk of PE following sclerotherapy of 

jejunal varices, there are extensive data ( 8,9 ) 

on PE of glue following sclerotherapy of 

gastric varices with studies showing rates 

of up to 4.3% ( 9 ), with high rates of asymp-

tomatic glue PE, as much as 50%, contrib-

uting to signifi cantly increased length of 

hospital stay ( 8 ). Given the acute bilateral 

PE in our patient, and the presence of 

large multifocal jejunal varices that would 

require a high volume of glue injection, 

sclerotherapy was deemed to be high risk, 

as higher volume of injection is associated 

with greater risk of glue PE ( 9 ). TIPS was 

not considered because of portal venous 

thrombosis, which is a relative contraindi-

cation to the procedure. BRTO was consid-

ered, but was deemed to be diffi  cult due to 

variceal location and the presence of mes-

enteric thrombi. Surgery is recommended 

for patients without liver cirrhosis or with 

extrahepatic portal vein thrombosis ( 1 ), 

and was elected in our patient.

  In conclusion, isolated jejunal varices 

must be considered in the diff erential 

diagnosis of gastrointestinal hemorrhage 

in patients with negative source of bleed 

on upper and lower endoscopy.

  Informed consent was obtained from the 

patient for this publication.
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showed increased Immunochip SNP eff ect 

concordance at CD, UC, and CelD risk 

loci, whereas no signifi cant results were 

obtained for LC.

  In summary, we report here the fi rst 

large-scale genetic study of LC, where we 

fail to replicate the strong HLA associa-

tions previously reported for CC. Although 

the modest sample size does not allow con-

clusions to be drawn for any other locus 

(insuffi  cient power of the study), this sug-

gests that CC and LC diff er at least for the 

respective relevance of HLA-associated 

etiopathogenetic mechanisms. Th e addi-

tional analysis of genetic eff ect concord-

ance and the detected similarities with 

other infl ammatory gastrointestinal condi-

tions also point to a more prominent role 

of immune-mediated mechanisms in the 

pathogenesis of CC compared with LC. 

Although at least partially supported in 

the clinical practice by a general percep-

tion that LC may be comparatively a more 

benign and sometimes transient disease 

( 2,8 ), this observation challenges current 

views of MC subtype (common) pathogen-

esis and warrants further studies in larger 

and more powered data sets.
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more than 90% statistical power to detect 

HLA associations and genetic risk eff ects 

similar to those observed in CC. We then 

also extended our previous SNP eff ect 

concordance analyses by re-applying it to 

updated Immunochip summary statistics 

available for markers common to CD, UC, 

CC, LC, as well as celiac disease (CelD), 

which shows MC-comorbidity and HLA-

associations similar to CC ( Supplemen-

tary Methods ). Th is allowed cross-disease 

comparisons of shared genetic predispo-

sition and, as reported in  Figure 1 , CC 

 Table 1  .     Association of HLA 8.1 haplotype variants in Swedish CC and LC patients and controls 

  HLA variant    Freq CC    Freq LC    Freq ctrls     P    value CC     P    value LC    OR (95% CI) CC    OR (95% CI) LC  

 A*0101  0.23  0.14  0.15  2.1×10 −3   0.81  1.68 (1.21–2.33)  0.95 (0.64–1.42) 

 B*0801  0.25  0.16  0.12  6.1×10 −8   0.12  2.48 (1.78–3.44)  1.34 (0.93–1.95) 

 C*0701  0.26  0.18  0.15  5.2×10 −6   0.26  2.11 (1.53–2.91)  1.23 (0.86–1.75) 

 DQA1*0501  0.34  0.25  0.22  1.5×10 −7   0.10  2.19 (1.37–2.94)  1.31 (0.95–1.80) 

 DQB1*0201  0.24  0.16  0.13  6.3×10 −7   0.30  2.31 (1.66–3.20)  1.22 (0.83–1.79) 

 DRB1*0301  0.24  0.16  0.13  4.7×10 −7   0.29  2.33 (1.68–2.23)  1.23 (0.84–1.80) 

 CC, collagenous colitis; CI, confi dence interval; ctrls, controls; Freq, frequency; LC, lymphocytic colitis; OR, odds ratio. 

 Note: For adequate comparisons, only Swedish CC patients ( n =160) from the previous study ( 3 ) were included here together with Swedish LC cases ( n =116) and 

Swedish controls ( n =1,195). 
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 Figure 1 .     SNP effect concordance analysis 

(SECA) between CC, LC, and other gastrointestinal 

diseases. The pie charts show proportion (%) 

of concordant single-nucleotide polymorphism 

(SNP) risk effects for CC and LC, respectively, at 

Immunochip risk loci from CD, UC, and CelD (see 

 Supplementary Methods ).  P  values adjusted for 

the number of comparisons ( n =6) are also 

reported for each analysis. CC, collagenous 

colitis; CD, Crohn’s disease; CelD, celiac disease; 

LC, lymphocytic colitis; UC, ulcerative colitis.
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scopy that showed one benign polyp. CT 

of the abdomen with intravenous contrast 

carried out for a presumed gastrointes tinal 

bleed workup revealed a heterogene-

ous mass in the pancreatic tail extending 

superiorly to involve the adjacent wall of the 

gastric body with irregular thickening 

within the omentum, highly suspicious 

for pancreatic carcinoma ( Figure 1a ). 

CA-19-9 and carcinoembryonic antigen 

levels were normal. Because of concern for 

carcinoma EUS-guided biopsy was per-

formed, which showed a mass measuring 

5 by 2 cm with internal fl ow surrounded by 

blood vessels. Only one biopsy sample was 

attained because of the proximity of the gas-

tric vessels, and pathology showed benign 

glandular epithelium. MRI of the abdo-

men with 7.9 ml of intravenous gadobutrol 

(Gadavist) was subsequently performed to 

better characterize the mass, presumed to 

be a tumor. Diagnostic concern was raised 

because the patient denied pain and there 

were no hepatic or regional lymph node 

metastases, unusual with large pancreatic 

carcinomas. Th e MRI revealed a 4-cm pseu-

doaneurysm at the distal body and head 

of the pancreas ( Figure 1b ). Angioembo-

lization of a distal branch of the left  gastric 

artery that arose directly from the aorta was 

      To the Editor:  Pseudoaneurysms are a rare 

complication of chronic pancreatitis and 

can be easily mistaken for pancreatic pseu-

docysts or masses on computerized tomog-

raphy (CT) scan or abdominal ultrasound 

(US). Early diagnosis is essential as there is 

nearly a 40% mortality rate in patients with 

ruptured pseudoaneurysms ( 1 ). CT scan 

with intravenous contrast and abdominal 

US are the most common screening tools 

for pseudoaneurysms, but the gold stand-

ard for diagnosis remains angiography ( 2 ). 

Th e use of magnetic resonance imaging 

(MRI) for diagnosis of pseudoaneurysms 

is rarely, if ever, mentioned in literature, 

but should be considered as a less inva-

sive imaging modality in cases where the 

diagnosis is unclear. We report a case of 

a rare left  gastric artery pseudoaneurysm 

previously overlooked on US, CT, and an 

endoscopic US (EUS)-guided biopsy but 

detected with MRI during a workup for 

presumed pancreatic carcinoma.

  A 72-year-old man with a history of 

resolved pancreatic pseudocysts due to 

alcohol-induced pancreatitis was found to 

be anemic with hemoglobin 7.1 g/dl and 

hematocrit 23%. He underwent an esoph-

agogastroduodenoscopy, which revealed 

non-bleeding gastric varices, and a colono-
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 Figure 1 .     Initial CT abdomen with contrast imaging ( a ) showing a pancreatic mass (white arrow) 

involving the distal body and tail of the pancreas, as well as extending into the lesser sac (not 

pictured). A follow-up MRI of the abdomen with intravenous gadobutrol contrast ( b ) showing a 

well-defi ned pseudoaneurysm (white arrow) that is partially thrombosed corresponding to the mass 

seen on the CT scan. IR guided vessel embolization ( c ) localized the pseudoaneurysm (black arrow) 

originating from the left gastric artery which in this case arose from the aorta. The left gastric artery 

was successfully embolized with thrombin ( d ), with no contrast noted in the pseudoaneurysm (black 

arrow). A full color version of this fi gure is available at the  American College of Gastroenterology  

journal online.        




