B 5 UshRigs 2024 4 1 23 %5 188 J Clin Ped Sur, January 2024, Vol.23, No.1 - 61 -

FRrpy L T8 A% I TR 2% B Il R a5
B N AE 5 0 M

Refascdg' A AR BRSO Bas s ER R

PRSI E SR EILE EREALERA, K 410007; ° KT 4 4R R OL
#, ki 410007

BASVE A AR 4o, Email :364875977@ qq. com

(FZE] B# HFIJLHBHE M BAR 4 (hereditary pancreatitis, HP) {411 PRAF 45 5 FE H A8 S FFAE
FiE AR EBERFST, L) 2019 4E 1 A 2 2022 4F 10 J 154 L3 BB IA 0 7 038 5 1 s

G B IL BTG WA L —MEERE IR R LS5 R AR R W5 we k., &R 7T BIEILh
F 4], 4 345 AR (7. 84 £3.27) & FIUGERAEHS, 1 G4 i e s, 6 Fle B ik N, ik
PRI -7 IR NG, LA DG R TR o = 5 0o X i 6 4] 5 TE— 9G44SR R I R 7 461
SRS LTSS T O A I L DR TE A WA TH R 3 A5 A Lo 7 BISE ARG I 45 SR 4 )k : PRSST JE DRI 5845 1 3]
SPINKI + CFTR B4 LK 2875 1 5] SPINKI JePH 58748 5 5], FRFIHTEER R 7 B8 )L R XGE T
JBERR AT L o T B TR A RHMR SEIRYT, Forh 1 AT N R AT I 1 (endoscopic retrograde
cholangiopancreatogram , ERCP) + BRASHCA TIPS SAARYT . &5k Wil RAER X L3 HP 534t
ZEIRN TR 98 S 1A g VR , %o R At 28 A DG B BRI 24 7 DU ) 1 LIS W s SPINKT PR 5848 T30 )L 3 HP
EAS SRS

(K]  BUETEBEAR R ; FPRRW,; JLE

ESWE W E A AR 4 (2023]]60277)

DOI:10.3760/cma. j. cn101785-202303017-012

Clinical characteristics and genetic variations of hereditary pancreatitis in children at a single center
Ouyang Hongjuan' | Liu Li' , Zhou Juan' |Li Jun’ ,Duan Jiaqi' ,You Jieyu' ,Zhao Hongmei'
" Department of Gastroenterology & Nutrition , The Affiliated Children’s hospital of Xiangya School of Medicine,
Central South University, Changsha 410007, China; ° Department of Pediatrics, Changsha Maternal &
Children’s Health Center ,Changsha 410007 ,China
Corresponding author : Zhao Hongmei ,Email :364875977 @ qq. com

[ Abstract] Objective To explore the clinical characteristics and genetic variations of hereditary pancre-
atitis (HP) in children. Methods A retrospective analysis was conducted for general profiles, clinical mani-
festations, genetic results and family backgrounds of 7 HP children from January 2019 to October 2022. The rel-
evant literature items of HP were retrieved from the database of PubMed. Results There were 4 boys and 3
girls with an onset age of (7.84 £3.27) years. At an initial onset,one child once consumed greasy food while
the remainders had no obvious cause. There were upper abdomen & periumbilical pains (n =7) and malignant
vomiting (n =6). None of them had abdominal distension,fever,jaundice or complication. Blood amylase, lipase
and urinary amylase spiked by over 3 folds. Gene mutations of PRSS1 (n =1),SPINKI + CFTR (n=1) and
SPINK1 (n=5) were detected. The results of family lineage indicated that none of immediate parents had a
history of pancreatitis. Conventional conservative measures were offered. One child underwent endoscopic retro-
grade cholangiopancreatogram ( ERCP) plus pancreatic duct lithotomy and pancreatic duct stenting. Conclu-
sions It is rather difficult to distinguish pediatric HP from other types of pancreatitis based upon clinical symp-
toms. Testing pancreatitis related genes is beneficial for making an early diagnosis. Mutated SPINK1 gene cau-
sing pediatric HP deserves further researches.
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Table 1 7 General data and clinical manifestations of 7 children with HP
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