Acta Universitatis Medicinalis Anhui 2020 Aug; 55( 8) ° 1265 -

12020 -7 -159:02 *https: / /kns. enki. net/kems/detail /34. 1065. R. 20200713. 1200. 023. html

IL -6

12 3 4 4 13 13
6( 1L-6) (P<0.01) .
. 1L40 (P>
121 : ( SIRS) 0.05) . L6 L6 hs—
(95 19 56 CRP.PCT  IL40 (P <0.01) PBNs CD11b
20 ). (26 ) 20 CD64 (P<0.01) IL6
. L2114 IL6. 1110+ L6 (P<0.01).
( IFN) =+ ( TNF) -+ (PCT) . L6
C- ( hs-CRP) ( WBC) ; L6
( PBNs) ( CD) 62L. CDG64 L1
CD11b . SIRS IL6 CD64  CD11b. L6
IL40 (P<0.01) 1L-6
(P<0.01) . IL-6 (P <0.01) . .
IL-6; IL40; CD64; CD11b; CD62L;
2020 -04 - 15 R 631.3
: ( :81973983) A 1000 — 1492( 2020) 08 — 1265 - 06

doi: 10. 19405 /j. enki. issn1000 - 1492.2020. 08. 023
230032
2 238000

230022

E-mail: zheng—

o

Fomail: shen— ( white blood cell WBC) . C
jilong53@ 126. com ( high-sensitivity C-reactive protein hs-CRP)

mjzh@ 163. com

group 106 cases) and CTO group without old myocardial infarction ( non MI CTO group 86 cases) . The repolar—
ization indexes before and after revascularization and NYHA grading after six months were compared . Results A-
mong the ecg indexes of the two groups the preoperative T-wave amplitude of the inferior wall leads and the Tp-
Te indexes of the inferior wall leads and the anterior wall leads were significantly different ( P <0. 05) . There was
statistically significant difference in Tp-Te of lead | and III after revascularization ( P <0.05). In the MI CTO
group both the T-wave amplitude and Tp-Te indexs of postoperative repolarization showed statistically significant
difference compared with the preoperation( P <0. 05) . After revascultation in the non-MI CTO group there were
statistically significant differences in Tp-Te of the seven leads ( [ lead 1l lead AVR lead AVF lead V4 lead
V5 lead and V6 lead) (P <0.05). Follow-up for 6 months showed no statistically significant difference in NYHA
grading between the groups but there was statistically significant difference in NYHA grading within the groups ( P
<0.05) . Conclusion Both repolarization index and cardiac function are improved after revascularization. CTO
patients without old myocardial infarction are caused by Tp-Te improvement while CTO patients with old myocardi—
al infarction are caused by improvement of T wave amplitude and Tp-Te .
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for the early diagnosis of sepsis in neonates? A systematic review

The diagnostic value of serum interleukin — 6 in relation to neutrophil

phenotypes and phagocytosis in clinical staging of patients with sepsis
Dong Xiaoyu' > Ma Qingging’  Yin Jun® et al
( 'Dept of Microbiology and Parasitology the Key Laboratory of Pathogen Biology
Anhui ( Anhui Medical University) — Heifei 230032; °Clinical Laboratory of Chaohu Hospital
Anhui Medical University Chaohu 238000; *Dept of Clinical Laboratory
*Dept of Infectious Diseases The First Affiliated Hospital of Anhui Medical University Heifei 230022)

Abstract  Objective To study the serum interleukin-6 concentration and phenotypes and phagocytosis of neutro—
phils for the diagnosis and staging of sepsis. Methods A total of 121 patients were collected between January 2018
and June 2019. The patients were divided into two groups: the group of systemic inflammatory response syndrome
( SIRS 95 cases including 19 cases of non-sepsis 56 cases of sepsis and 20 cases of septic shock) the group of
local infection ( 26 cases) . Meanwhile 20 cases of healthy volunteers were selected as the control group. Cyto—
kines (IL2 IL4 IL6 ILH0 IFN-y TNF-w) PCT hsCRP and WBC counts were measured and the phe—
notypes ( CD64 CD11b and CD62L) of peripheral blood neutrophils ( PBNs) and their phagocytic function were
determined. Results  The levels of serum IL-6 and ILH0 were found to be highest in the patients of SIRS group( P
<0.01) followed by those of the local infection group and the control( P <0.01) . The patients of septic shock
had the highest level of serum IL-6( P <0.01) followed by those of septic group and non-septic group( P <
0.01) but no significant difference of IL40 levels was noted between the groups of septic shock and sepsis( P >
0.05) . Compared with those of low IL-6 concentration in the groups patients with high serum IL-6 level simultane—
ously presented elevated levels of hs-CRP PCT and ILH40( P <0.01) accompanied by increased expressions of
CD11b and CD64( P <0.01) . Additionally the PBNs phagocytosis was found to be enhanced in the patients of
high IL-6 level when compared with those of low IL-6 level( P <0.01) . Conclusion  The serum level of IL-6 in
the patients with sepsis gradually increased as the disease progresses and the highest level of serum IL-6 may be
noted in the patients with sepsis shock followed by those of sepsis and non-sepsis consecutively. An elevated level
of serum IL-6 was frequently accompanied by enhanced neutrophil phagocytosis and high expressions of CD64 and
CD11b in the patients with sepsis. Taken together examination of serum IL-6 which is closely associated with
clinical stages of sepsis is quite valuable for diagnosis of the disease. Thus tracking and monitoring of serum 1L-6
may provide a reference for the clinical diagnosis and progress of sepsis worth being promoted practically.
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