5516 3 1 B RIUH & Vol.16 X023
2014 4E3 A Chin J Contemp Pediatr Mar. 2014

doi: 10.7499/j.issn.1008-8830.2014.03.003

R Srn R -

BRI TARFT B 7 436 £ R Bk SR
SBOLWRU 5B

Rbeg ' Fan' ARUED RV RREK

(1. EREARFEINFTILEERELAF, & EI 518026;
2. FREHAKRFWEILEERRFTIELZA, A 400014)

[FZE] BB SWRERE SRR (Hp) A7 bk 2% (HSP) BULWUG M. ik 153 4
HSP (L4308 Hp BEYURITA (22 61 ), FEH HUIEYT IR LA 1A« =167 MR Hp 05 2834975 Hp JBYLxt a4 (21
1) Ke Hp AL FAVELH (11061 ) , 928 T MIG)T . BETh 3 4L LU0, R AITHAERFE N 86%(19/22 ),
X REAIAG 50 R 90% ( 19/21 ), WIPELL A RLEE R 85% (94/110 ) , 3 4L LA R 2L S T4 2 L (P>0.05) .
JAYTLH HSP SR % 14% (3/22) , MM K%K 24% (5121) , FIPEHE K%K 31% (34/110) , 3 HEIL
38 R A RIS 75 L (P>0.05 ) o FIEZH ( 36%, 40/110 ) FIXT BRZH H L (33%, 7/21 ) 2957 5 46 ( HSPN )
KA S TIRITAH (5%, 1/22) (¥ P<0.05) , ikt B 5 BAPELA ] HSPN &A= R b 4s 24 57 G040
X (P>0.05) . #5it X Hp Bt HSP LT 1A “ =17 MRBR Hp 483677, nTREA B TI%AIK HSPN 1)k %

[ MEL/RILRIZE, 2014, 16 (3) : 234-237]
(oA ] bt WAl JIBATRE; MRBRIAYT; BiE; JLE

Prognostic analysis of children with Henoch-Schonlein purpura treated by
Helicobacter pylori eradication therapy

CAI Hua-Bo, LI Yong-Bai, ZHAO Hui, ZHOU Shao-Ming, ZHAO Xiao-Dong. Department of Gastroenterology, Shenzhen
Children's Hospital, Chongqing Medical University, Shenzhen, Guangdong 518026, China (Li Y-B, Email: liyongbai@

sina.com)

Abstract: Objective  To investigate the effect of Helicobacter pylori (Hp) eradication therapy on prognosis in
children with Henoch-Schonlein purpura (HSP). Methods A total of 153 children with HSP were divided into Hp
infection treatment group (n=22), Hp infection control group (#=21), and Hp infection-negative group (n=110). The Hp
infection treatment group received one-week triple therapy for Hp eradication in addition to conventional treatment,
while the Hp infection control group and Hp infection-negative group received conventional treatment. All patients were
followed up for prognostic evaluation. Results The response rates of the Hp infection treatment, control, and negative
groups were 86% (19/22), 90% (19/21) and 85% (94/110), respectively (P>0.05). The recurrence rates of HSP in the Hp
infection treatment, control, and negative groups were 14% (3/22), 24% (5/21) and 31% (34/110), respectively (P>0.05).
The incidence of Henoch-Schonlein purpura nephritis (HSPN) in the Hp infection-negative group (36%, 40/110) and
control group (33%, 7/21) was significantly higher than that in the Hp infection treatment group (5%, 1/22) (P<0.05 for
both), but no significant difference in the incidence of HSPN was found between the control and negative groups (P>0.05).
Conclusions  One-week triple therapy for Hp eradication may be useful to reduce the incidence of HSPN in children
with HSP infected with Hp. [Chin J Contemp Pediatr, 2014, 16(3): 234-237]
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