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Impact of primary duodenogastric reflux and Helicobacter pylori infection on
gastritis and antibiotic resistance in children

WANG Xu-Yang, LIN Qiong. Department of Gastroenterology, Wuxi Children's Hospital, Wuxi, Jiangsu 214000, China
(Lin Q, Email: lingiong76@163.com)

Abstract: Objective To investigate the risk factors for Helicobacter pylori (HP) infection in children with
primary duodenogastric reflux (DGR) and its impact on gastritis and antibiotic resistance. Methods A retrospective
analysis was performed on the clinical data of 2 190 children who underwent upper gastrointestinal endoscopy in Wuxi
Children's Hospital from January 2019 to February 2022, among whom 308 children were diagnosed with primary DGR.
According to the presence or absence of HP infection, the children were classified to HP infection group (53 children)
and non-HP infection group (255 children). The risk factors for HP infection and its impact on the incidence rate and
severity of gastritis were analyzed. According to the presence or absence of primary DGR, 331 children with HP
infection were classified to primary DGR group (29 children) and non-primary DGR group (302 children), and then the
impact of primary DGR with HP infection on antibiotic resistance was analyzed. Results The HP infection group had a
significantly higher age than the non-HP infection group (P<0.05), and there was a significant difference in the age
distribution between the two groups (P<0.05), while there were no significant differences in the incidence rate and
severity of gastritis between the two groups (P>0.05). The multivariate logistic regression analysis showed that older age
was a risk factor for HP infection in children with DGR (P<0.05). Drug sensitivity test showed that there were no
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significant differences in the single and combined resistance rates of metronidazole, clarithromycin, and levofloxacin

between the primary DGR group and the non-primary DGR group (P>0.05). Conclusions

Older age is closely

associated with HP infection in children with DGR. Primary DGR with HP infection has no significant impact on

gastritis and antibiotic resistance in children.

[Chinese Journal of Contemporary Pediatrics, 2024, 26(5): 493-498]

Key words: Primary duodenogastric reflux; Gastritis; Helicobacter pylori; Drug resistance; Child

+ 38 E K (duodenogastric reflux, DGR)
SRR A MIEHEG RN T RN EY (FE2
JEYT) A B WiitTiash . 322 DGR #IA N2 IE
WG AT G, AT L, SR,
it B DGR Rl 208 JEA T, T A8 1 AE |
BEKE . Btdm . HREE RN, 2R
DGR TENHBEVIBRA | WA T O AR E #53 DIBR AR
JRECH W, SR, BFSEIESE DGR W A A FE AR %
Zid BT ARB N, SR SR o I &
PEDGR. DGR 1952 2% g R A1 A Jog ML il v AN 35 4
A e 5 o 1B AT 2 B R A 28 I ZE LA G
AR B R Bon B A KE T BB
59 LLBUEERE Y, MEA B . O KRR
REL, WRZWDGR 7, J5UZME DGR KA R
B (Helicobacter pylori, HP) &Y A7 | P& #B
ZH5E R EL, BFHZEPYEER M AV
JUE M DGR £ HP B A R AH DG 14 fes b PR 2R A
FR o WA 98 A AR 2 )5 & P DGR £ HP
YL R fE R R, EAR SR SO L E R K&
PrAERM R, I, AR B 7R E
RAEDGR B ILHY, HPEL LA i e &R Sont
R R T2 520

1 #ZRS5HE
1.1 MRS E5HA

o] B 23 BT 2019 4F- 1 H —2022 42 H PRI 9
oty MK THARE i TN BRI Ak GE
FER S T I8 L B B AL R T2 19 2 190
BIEILIGIR TR, ARRIE: (1) 4F#22~18%;
(2) i TEERE; (3) BT EERAR, W
PNEITHE R E A . HEbrbadE: (1) #zZHmF
B BT A T 4 AT HPARBRIGIT L5 (2) drk4F
WA FIHGEFAR . BEER . W RK L ahkes:
BAE . IBTE A 5w A e AR s i B
BEFEARE; 3) IEESMHAGKRAE; (4) &
IR . BIREA 2% 2 B S MR 1Y
L,

308 il LB 45 Tt B PN AR il AR [ ¢

MR HEM Y, 2 W 8 F &P DGR, RIEEGIEA
HP JB&Ye 7 R JF &M DGR A HP Y4l (53 4]) Al
APEHPEG A (25541) . 33141 8L HP 43 B B 5%
PHIE, 2Wrh HP B, MR A A & 1 DGR
I3 HP YL R ME DGR 24 (29 491]) FIAPEIE &
PEDGRAL (302 ) . AFHFE AT I8 i JL 2 = B
HZE R 2HAL (WXCH2023-07-047-02), Ff-3Kk45
A WP N B A A
1.2 HLREFER

2 190 I B LIATHLF Bk dr, NBE T UEE
JHEREE . B, T IR EIBERE KRR,
FFERE B 1] 3~5 em AL 1R T 52N K 15 AR RS
MR AR 1 /B B B SUSOR BRLH 21440 A7, B
FWRELIEIE SV A A B O o AR i etk 19 2 e
SAAETEAR H AR A R E R AR Y Ak,
R i PR B0 0 0 B ) 2 S 3R G X 9 1 AT o
b o G055 6 T T2 N AR A 240 L T2 1) ) e
ToRIE (090), FERAE (190, PERIE (2
90) FTERGE 390). HRMEEE S AR
. hEEAIE R,
1.3 HPHBIZHENAEIRE

TEE BN MR 5 em PYEUE B IRARAS
P RAE () BURAIF S IS I S A T 5 5% i 2
4 o | T P o i WA OF =R 9 6 2
W =S54 (5% 0,. 10% CO,. 85% N,)
9%, 96~120 h Je WA HRTVE ARG L . 7T BETRI V%
WhH AR, R R RHIERTR, BAR
SR BCHE R AR (4 TR AR Sy HP B 5 R & AT B
EYE, BRI K TR 7 d, 25 B E R
BRI A S HP FEE

TG B 1 A N P FHPE B AR B e A R 24
PR BT BT A Z A 24 M I S a5 A AR
TR R 1 pg/mL, BTBPEAR2 we/ml, K MR e ]
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