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Abstract : Objective To investigate the changes and clinical significance of pyroptosis and inflammation in
children with acute lymphoblastic leukemia after chemotherapy. Methods A retrospective analysis was con-
ducted on the clinical data of 98 children with acute lymphoblastic leukemia who received chemotherapy in the
pediatrics and hematology and oncology departments of the hospital from May 2023 to August 2024. Accord-
ing to the results of blood culture, the selected children were divided into the Gram-positive bacteria group,the
Gram-negative bacteria group,the fungal group and the non-bloodstream infection group,and drug sensitivity
tests were conducted. After chemotherapy, the children were divided into the granulocytosis group and the
non-granulocytosis group according to the granulocyte level. The relevant indicators were detected and com-
pared by methods such as blood routine, flow microsphere array technology, enzyme-linked immunosorbent
assay (ELISA).and Western blot. Results After chemotherapy, the pyroptosis related indicators caspase-1,
caspase-4,caspase-5,caspase-11,interleukin (IL) -1B,11.-18,the proportion of pyroptosis cells and the relative
expression level of GSDMD protein in children of each infection type were significantly increased compared
with those before chemotherapy (P<C0. 05). After chemotherapy,the levels of 11.-4,11.-6,11.-10 and interfer-
on-Y (IFN-7) in the granulocytosis group were significantly higher than those in the non-granulocytosis group

(P<C0.05) ,and the granulocyte level was negatively correlated with the levels of 1L.-4,11.-6,11.-10 and IFN-Yy
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(P<C0.05). There were statistically significant differences in the levels of 11.-4,11.-6,11.-10 and IFN-7 in dif-

ferent infection states after chemotherapy (P<C0. 05). Conclusion The number of granulocytes and the levels

of serum cytokines can serve as potential indicators of infection in children with leukemia. The regulation of

pyroptosis may provide new strategies for the treatment of childhood leukemia.
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Correlation between HMGB1 and inflammation, insulin resistance and placental
vascular density in patients with gestational diabetes mellitus”
FENG Guohui LI Xiaorui s HUANG Ying”"
Department of Obstetrics s Xinjiang Uygur Autonomous Region People’s Hospital
Urumgqi » Xinjiang 830000,China

Abstract: Objective To explore the level characteristics of high mobility group protein Bl (HMGB1) in
patients with gestational diabetes mellitus (GDM) and its correlations with inflammation.,insulin resistance,
and placental vascular density. Methods A total of 70 patients with GDM who were hospitalized and delivered
in the department of obstetrics of this hospital from August 2021 to May 2024 were selected as the study
group,and another 70 healthy pregnant women during the same period were selected as the control group. The
general clinical data, fasting plasma glucose (FPG), insulin resistance-related indicators [ fasting insulin
(FINS) , homeostasis model assessment of insulin resistance (HOMA-IR) ], serum inflammatory factors [ C
reactive protein (CRP),tumor necrosis factor-a (TNF-a) ,interleukin-6 (IL-6)],the levels of HMGBI in pla-
cental tissues and peripheral blood, and the placental microvascular density were compared between the two
groups. Pearson correlation analysis was used to evaluate the correlations between the levels of HMGBI in se-
rum and placental tissues and insulin resistance, inflammatory factors, and placental vascular density.
Results The levels of FPG, FINS, HOMA-IR, CRP, TNF-a, IL.-6, the average integrated optical density
(IOD) value of HMGBI1 in serum and placental tissues, and the percentage of HMGBI1-positive cells in the
study group were all higher than those in the control group (P<C0. 05),while the placental microvascular den-
sity was lower than that in the control group (P<C0. 05). Pearson correlation analysis showed that the serum

HMGRBI level, the average 10D value of HMGBI in placental tissues,and the percentage of HMGBI1-positive
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