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PRI ; 2 AT DR BEE NLIRB AT A I sh KoK EERE AL AR LTS HMGB1 NETs 5 IMT KA L8 BR B & 5 43 B 5% i IR 3 AE
M BT AR R AE MR . R S koA AE k4l HMGB1 [ (8.94+2.33) pg/L Lk (6.2121.16) pg/L] . NETs
[(416.82+45.61) pg/L H(194.58+20.23) pg/L | IMT , =t Hth B0 [ | LDL-C /K P B AR =5 31 s kol AR 1L 4, HDL-C 7K
AR T AR B fik s BE A AL 2 (P<0.05) o R ¥ I35 BT A 5 201 ik o A A A6 5 A Il T HMGB1 5 NETs &£ 1E A ¢ (r=0.54, P<
0.001) ; bREFAE ML B AT IESh BKOHRERE L5 AL HMGB1 NETs 55 IMT , = Bt 3l  BUIH [ % LDL-C £ 1EA ¢, 5 HDL-C %
A (P<0.05) . HMGB1 NETs J& 52 Wi JR 225 M 2 AT A I & s Kok LAk i il ST fa B PR 3R (P<0.05) . #5188 FF & 8hfik



+ 572 - # % & 25 Anhui Medical and Pharmaceutical Journal 2023 Mar,27(3)

95 A B A 1) PR T I 02 AT A LTS HMGB1  NETs 323k 7K P T, 3% %F F900 PR 52 1 I 9 325 A g A 50 Jok ok A S8 A A7 o 22

%;»S(o
KR RTAE;  MBENT; SERREEABL;  PYORSNAEI Sk

Relationship between atherosclerosis in uremic hemodialysis patients
and serum high mobility group protein box-1, neutrophil extracellular traps
HU Haifeng",ZHANG Xian®,WANG Shuili"
Author Affiliations:"Department of Nephrology, ""Department of Nephrology, Shanghai Yangsi Hospital, Shanghai
200126, China; *Department of Nephrology, Ningxia Fifih People's Hospital, Shizuishan,
Ningxia Hui Autonomous Region 753000, China

Abstract: Objective To investigate the relationship between atherosclerosis in uremic hemodialysis patients and the expression
levels of serum high mobility group protein box-1 (HMGB1) and neutrophil extracellular traps (NETs).Methods A total of 225 cases
of uremic hemodialysis patients in Shanghai Yangsi Hospital from January 2019 to January 2020 were selected as the research objects,
and they were divided into non atherosclerotic group (119 cases) and atherosclerotic group (106 cases) according to whether they were
complicated with atherosclerosis. The level of serum HMGB1 was detected by enzyme-linked immunosorbent assay (ELISA), the level
of serum NETs was detected by fluorescence staining, the intima-media thickness (IMT) was measured by color Doppler ultrasound, the
levels of calcium, phosphorus, triglyceride, total cholesterol, low density lipoprotein cholesterol (LDL-C) and high density lipoprotein
cholesterol (HDL-C) were detected by automatic biochemical analyzer, and the calcium phosphorus product was calculated; To analyze
the correlation between serum HMGB1, NETs, IMT and biochemical indexes in uremic hemodialysis patients with atherosclerosis; To
analyze the influencing factors of atherosclerosis in uremic hemodialysis patients.Results The levels of HMGB1 [(8.94+2.33) pg/L vs.
(6.21+1.16) pg/L], NETs [(416.82+45.61) pe/L vs. (194.58+20.23) pg/L], IMT, triglyceride, total cholesterol, LDL-C and age in athero-
sclerosis group were higher than those in non atherosclerosis group, and the level of HDL-C was lower than that in non atherosclerosis
group (P < 0.05). There was a positive correlation between HMGB1 and NETSs in uremic hemodialysis patients with atherosclerosis (r =
0.54, P < 0.001); serum HMGB1 and NETs were positively correlated with IMT, triglyceride, total cholesterol and LDL-C, and negative-
ly correlated with HDL-C in uremic hemodialysis patients with atherosclerosis (P < 0.05). HMGB1 and NETs were independent risk
factors of atherosclerosis in uremic hemodialysis patients (P < 0.05).Conclusion The expression levels of HMGB1 and NETs in ure-
mic hemodialysis patients with atherosclerosis are increased, which are of great significance for the prediction of atherosclerosis in ure-
mic hemodialysis patients.

Key words: Uremia; Hemodialysis; High mobility group protein box-1;  Neutrophil extracellular traps; ~ Atherosclerosis
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