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Role of Serum autotaxin in causation of pruritisin
cholestatic liver disease (J Pediatr Gastroenterol Nutr.
2016;62:530-5).

Pruritusisacommon symptom of cholestatic liver disordersbut
not all cholestatic conditions (with similar bilirubin levels) are
associated withintenseitching, indicating roleof someextraneous
factor influencingitscausation and severity. Thisstudy eval uated
autotaxin (ATX), alysophospholipase, asapotential causefor
pruritusin pediatric chol estatic diseases. The study group of 45
children comprised of 14 with pruritic liver disease, 9withnon
pruritic cholestasisand 22 healthy controls. SerumATX activity
wassignificantly increased in pruritic children with cholestatic
syndromesin comparison to nonpruritic chol estatic diseasesand
healthy controls. Authors concluded that the serum AT X activity
is associated with itch intensity in children with cholestatic
diseases, and that the AT X inhibitors may be useful antipruritic
agentsin pediatric cholestatic disorders.

Probiotics for reducing the risk of necrotizing
enter ocolitisand sepsisin preterms(Lancet. 2016;387:
649-60)

Inthismulticentric, randomized controlled phase-3 study, 1315
preterm infants (gestational age 23-30 wk) were randomly
assignedtoreceiveprobiotic (B. breve BBG-001) mixedindilute
elemental infant formulaor diluteinfant formulaa one, within 48
hoursof birth. Sixty-oneinfants(9%) in the probiotic group had
necrotizing enterocolitis compared with 66 (10%) in the control
group (adjusted RR 0-93; 95% CI 0-68, 1-27). Seventy-three
(11%) infantsin the probiotic group had sepsiscompared with
77 (12%) inthe control group (adjusted RR 0-97; 95% Cl 0-73,
1.-29); 54 (8%) deaths occurred before dischargeintheprobiotic
group compared with 56 (9%) in the placebo group (RR 0-93;
95% Cl 0-67, 1-30). Thiswell-controlled study withlargesample
sizesuggeststhat thereisevidence of no benefit of routineuse
of thisprobiotic (B. breve BBG-00) for prevention of necrotizing
enterocolitisand sepsisinvery preterminfants.

Can wedo away with duodenal biopsy for diagnosing
celiacdisease? (Arch DisChild. 2016; 101:172-6)

Cdliac disease is now defined as a genetically predisposed
autoimmune systemic condition characteri zed by the presence of
avariable combination of gluten-dependent enteropathy, other
clinical manifestations, and specific antibodiessuch asserum anti-
transglutaminasegA (anti tTG-1gA) and anti-endomysiumI1gA
(AEA). Until very recently, biopsy demonstration of villous
atrophy wasconsidered essentia for diagnosing celiac disease. In

2012, the European Society of Paediatric Gastroenterology,
Hepatology and Nutrition (ESPGHAN) proposed a new
algorithm that allows diagnosis of celiac disease without a
duodend biopsy in selected, highly symptomatic caseswith high
titersof serum anti tTG-1gA antibodies, positivity for AEA and
for human leucocyte antigen (HLA) DQ2 or DQ8. In this
prospective study, children diagnosed with celiac diseasewithout
aduodena biopsy (group 1; n=51), following these guidelines,
and children diagnosed with aduodenal biopsy, matched for sex,
ageandyear of diagnosis(group 2; n=92), wereenrolled over a3-
year period. All patientswere put on agluten-freediet (GFD),
and were followed up for clinical conditions and laboratory
testing at 6 monthsevery year sincediagnosis(medianfollow up:
1.9 years). At the end of follow-up, the two groups were
statistically comparable in terms of clinical and nutritional
status, anti-transglutaminase | gA antibody titers, qudity of life,
adherence to a GFD, and number of supplementary medical
consultations. It appearsthat diagnosisof celiac diseasewithout
aduodenal biopsy hasno negative consequences, at least duringa
medium-termfollow-up.

Ursodeoxycholic acid for treatment of indirect
hyper bilirubinemiain infants(J Pediatr Gastroenterol
Nutr. 2016 62: 97-100)

Hyperbilirubinemiaisacommon probleminneonatda period and
phototherapy isaproven effective modality of itstherapy. The
authorsinvestigated therole of oral ursodeoxycholic acid asan
adjunct to phototherapy in neonatal hyperbilirubinemia. Eighty
neonateswererandomized toreceveeither oral ursodeoxycholic
acid (10 mg/kg/d in 2 divided doses; n=40) in addition to
phototherapy or only phototherapy (n=40). Total serum
bilirubinlevelswere estimated every 12 hours, till it wasbelow
10mg/dL). Thetwo groupswerethen compared with regardto
bilirubin levels at different time points and duration of
phototherapy using the generalized estimating equation (GEE)
test. Themean (SD) of total bilirubinintheintervention group
was12 (1.6),10 9(1.1),and9.8(0.2) mg/dL 12,24, and 48 hours
after the beginning of phototherapy, respectively. On the
contrary, these measureswere 14.4 (1.3), 12.5(1.4), and 10.1
(1.2) mg/dL inthe control group, respectively (P < 0.05). The
mean (SD) time required for phototherapy to decrease the
bilirubinlevel to<10mg/dL was15.5(6) and 44.6 (13.3) hoursin
thecaseand thecontrol group, respectively (P =0.001). Authors
concluded that ursodeoxycholic acid hasan additive effect with
phototherapy in neonateswith indirect hyperbilirubinemia.
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