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Study on the relationship between the expression of miR-223 and HMGBI1 in peripheral blood of patients
with viral myocarditis

LIU Yan-wen', WANG Kan®, ZHANG Jun-xian', LIU Shui-qing' (1. Jiangsu Vocational Institute of

Commerce s Nanjing 211168 ,China ;2. Department of Rehabilitation s Nanjing Sport Institute)

Objective  To investigate the expression changesof peripheral blood microRNA (miRNA)-223 and high
mobility protein Bl (HMGB1) in viral myocarditis patients.  Methods A total of 100 patients with viral myocarditis
who were treated in this hospital were assigned as the myocarditis group, meanwhile,85 healthy people who received phys-
ical examination were set as the control group. The expression levels of peripheral blood miR-223 were detected by qRT-
PCR. The HMGBI level was detected by enzyme-linked immunosorbent assay kit. The expression levels of miR-223 and
HMGBI1 were compared between the myocarditis group and the control group and among the patients of the myocarditis
groupbefore and after the treatment,and the influence of the expression levels of miR-223 and HMGBI on the outcome of
patients was analyzed. Pearson method was used to analyze the correlation between the expression levels of miR-223 and
HMGBI in peripheral blood of patients before and after treatment.  Results The relative expression levels of miR-223
was 0.57%0. 13, HMGBI was (3. 69%0.52) ng/mlin the myocarditis group were significantly different from those in the
control group [[1.16=£0. 20 and (0. 7440, 15) ng/ml] (all P<C0. 05) ;the expression level of miR-223 of the myocarditis
group was higher after the treatment than before the treatment,and the expression level of HMGBI1 was lower after the
treatment than before treatment (all P<C0. 05) ;the expression levels of miR-223 and HMGBI1 were negatively correlated
both before and after treatment (1 =—0. 675 and —0. 637, respectively,both P<C0. 01) ; the incidence rates of arrhythmia
and deferment recovery of the patients with high expression of miR-223 was lower than those of the patients with low ex-
pression,and cure rate of the patients with high expression of miR-223 was higher than that of the patients with low ex-

pression (all P<C0. 05) ;the incidence rates of arrhythmia and deferment recovery of the patients with high HMGBI ex-
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pression was higher than those of the patients with low expression.and the cure rate of the patients with high expression

of miR-223 was lower than that of the patients with low expression (all P<C0. 05).

Conclusion The expression of miR-

223 in peripheral blood of patients with viral myocarditis is down-regulated,and the expression of HMGBI is up-regula-

ted. MiR-223 was negatively correlatedwith HMGBI. Patients with high expression of miR-223 and low expression of

HMGBI have better outcomes, which suggests that changes in the expression levels of miR-223 and HMGBI have a cer-

tain value in predicting the prognosis.
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Table 3 Comparison of miR-223 and HMGBI1 expression levels among the patients with different prognosis
miR-223 HMGB1
~ 11 % IR . N .
B Case Fi ek ESTE Rk ik ESTS ; »
Prognosis (n=100) High expression Low expression High expression Low expression
(n=59) (n=41) (n=145) (n=155)

P A 69 48(81.36) 21(51.22) 10.271  <<0.01 24(53.33) 45(81.82) 9.388  <<0.01
Pk 5 3F 3 15 5(8.47) 10(24. 39) 4.806  <C0.05 11(24. 44) 4(7.27) 5.724  <<€0.05
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