tE AR E M F R E 02048 H19 B S

* 946 - Journal of Pathogen Biology Aug. 2024, Vol.19,No. 8
2
DOT. 10. 13350/j. cipb. 240816 o G IRWFFE -

iR i P S e S AR H IR LKA T TR AT
G fﬁﬁ&ﬂﬁffﬁf 2l

G b4 L BE B . db A K E 050031)

BH HEHTIE S o 8Pk 5O (anaphylactoid purpura. HSP) 45 I 11 16 3 t i £ )L B4 1198 AF 7 (Hp) S 5 50 K2
mﬁf’a"r o A BEBUTILA JLEER SN 58 P A HSP & I 1 4k i L & 58 il R K AR T Ak I i s LN
WX 4, SRAEPTALE LA R Bk i . 647 Hp B 5> BUA I, AR 42 Hp@l’.&‘fﬁ‘&ﬂ%@?ﬂ HSP & I 4618 i B LSS N
Hp FHE A5 B P2 6 Lo P9 4L L I35 58 5 A0 B PR 7K 7 S s T e e B 6 R R 8L, IO B HSP & Jf 3 1L 3E 1 il
Hp MBI E AL 04T Hp 53R S e 2h fiksh . &R 58 BifE M HSP A JF kil b m & JL b, Hp Ry R
7963 79% (37/58) ,58 il A K A A AL IE i 28 AR LA Hp S e 30 43,1096 (25/58) , 4 8 )L Hp B R 2% R A 1t
FE(X*=4.989,P<C0.05), {§ALIE M MR ILr, T 8 Hp Y%y 51.72% (30/58), T #1 Hp &P Fh 6. 90% (4/
58), Hr[E] 7 Hp &Y RN 5.17%(3/58) . K &AM & LA, 1 A Hp BRYL RN 29, 31%(17/58), 11 7 Hp ki
R 3.45%(2/58) Al B Hp SR F N 10.34%(6/58) . MALBILAY T 8 Hp BYLREFH G 2E B X (X° =6. 045,
P<C0.05), I % Hp, (a1 % Hp B RER LI FE L (X" =0.703,1. 084, P>>0.05), Hp B % HSP 441k
TH AR LM 11-6 \1L-8 .\ TNF-a /K F- 3 8 2% F Hp PAMEIE A HSP & 3% 0k i 8 L. Hp B E A HSP 4 3
TH AL L CD3 ' .CDA™ .CD4™ /CD8 ™ 7K VAR T Hp B E & HSP &I I5 4L 18 1 m & L. Hp BE4#EIE B HSP &9
T8 Ak s LS B T AR W B 5 He o 67.57%(25/37) , Hp FAPENE B HSP & 374 b 1l 8 L B 85 F 26 I ik
AR S 33.33%(7/21), 37 45 Hp FHYENIE R HSP & I 08 4k i i 8L, 2e 4 il 37 Bk Hp, 7 gk U Fh bt 5 24
WU 12 Bk g B — T 2 T 25 R g WA T 25 5 10 MO L G T 2, R O R e+ e B 28 Bl
ZHEP Y G, R PR BTSRRI E E . &ie ME HSP AR fkEE & B LAY Hp BRI L H
P LAY I 2 A0 I IR T /K 7 A B2 T R K2R B 2 RIOAE . Hp b PR e 7% T 247 3R 282 v o o AT 5 W R 1 i 2 3 A A1
P 3o A 0 A ) I ) SRR O T 24
[CQNADE A 1673-5234(2024)08-0946-04

[Journal of Pathogen Biology. 2024 Aug. ;19(8):946-949,954, ]

Analysis of Helicobacter pylori infection and drug resistance in children with abdominal type allergic
purpura complicated with gastrointestinal bleeding

SHI Weina, LI Haihua,JIA Xiaoyun, LI Guigui, CHENG Lijuan (Children’s Hospital of Hebei Province ,
Shijiazhuang050031,China) * ™

Objective To explore Helicobacter pylori infection and drug resistance in children with abdominal type
allergic purpura complicated with gastrointestinal bleeding. Methods 58 children with abdominal type allergic purpura
complicated with gastrointestinal bleeding and 58 children without gastrointestinal bleeding who were treated at Hebei
Children’s Hospital were selected as the study subjects. Peripheral venous blood were collected from two groups of
pediatric patients for typing detection of H. pylori. According to the prevalence of H. pylori infection, children with
abdominal type allergic purpura complicated with gastrointestinal bleeding were divided into a H. pylori positive group
and a negative group. The serum inflammatory cytokine levels,immune function,and endoscopic manifestations of the two
groups of children were compared. The gastric mucosal tissue of a child with abdominal type allergic purpura complicated
with gastrointestinal bleeding and H. pylori positive were taken for H. pylori culture identification and drug sensitivity
testing. Results Among 58 children with abdominal type allergic purpura complicated with gastrointestinal bleeding,
the H. pylori infection rate was 63. 79% (37/58). Among the 58 children without gastrointestinal bleeding, the H.
pylori infection rate was 43. 10% (25/58). The difference in H. pylori infection rates between the two groups of
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children had statistical significance (X*=4. 989, P <C0. 05). Among children with gastrointestinal bleeding, the infection
rate of type 1 H. pylori was 51. 72% (30/58), type 11 H. pylori was 6. 90% (4/58), and the infection rate of
intermediate H. pylori was 5. 17% (3/58). Among children who did not experience gastrointestinal bleeding, the
infection rate of type I H. pylori was 29.31% (17/58) ,type 1l H. pylori was 3.45% (2/58) ,and the infection rate of
intermediate H. pylori was 10.34% (6/58). The difference in the infection rates of type I H. pylori between the two
groups of children was statistically significant(X* =6. 045, P <C0. 05) , while the difference in infection rates of type II and
intermediate H. pylori was not statistically significant (X* =0. 703, 1. 084, P >>0. 05). The serum levels of 1L-6,1L-8,
and TNF-a in children with H. pylori positive abdominal type allergic purpura complicated with gastrointestinal bleeding
were significantly higher than those in children with H. pylori negative abdominal type allergic purpura complicated with
gastrointestinal bleeding, and the difference was statistically significant. The levels of CD3",CD4", CD4" /CD8" in
children with H. pylori positive abdominal type allergic purpura complicated with gastrointestinal bleeding were lower
than those in children with H. pylori negative abdominal type allergic purpura complicated with gastrointestinal
bleeding,and the difference was statistically significant (P<C0.05). 67.57% (25/37) of children with H. pylori positive
abdominal type allergic purpura complicated with gastrointestinal bleeding showed significant mucosal changes under
gastroscopyswhile 33. 33% (7/21) of children with H. pylori negative abdominal type allergic purpura complicated with
gastrointestinal bleeding showed significant mucosal changes under gastroscopy. A total of 37 strains of H. pylori were
detected in 37 children with abdominal type allergic purpura and gastrointestinal bleeding who were positive for H.
pylori. 7 strains were sensitive to all four antibiotics; 12 strains were resistant to single antibiotics, mainly metronidazole;
10 strains were resistant to dual antibiotics, mainly metronidazole + clarithromycin; 8 strains were resistant to triple
antibiotics , mainly metronidazole+amoxicillin+ clarithromycin.  Conclusion The infection rate of H. pylori in children
with abdominal type allergic purpura combined with gastrointestinal bleeding increases, and the serum inflammatory
cytokine levels and immune function of positive children undergo significant changes. H. pylori had a higher resistance

rate to metronidazole and a lower resistance rate to amoxicillin.
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