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Plasma miR-499 Predicts for Sepsis with Myocardial Damage
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Abstract: [Objective] To assess the value of plasma miR-499 to predict sepsis with myocardial damage. [ Methods] The blood
specimens from 112 patients with sepsis were collected after admission. According to the occurrence of myocardial damage, they were
classified into sepsis with myocardial damage patients (45 cases) and sepsis without myocardial damage patients (67cases). A total of
20 healthy subjects were enrolled as control group. Plasma miR-499 was assessed using real-time polymerase chain reaction. [Results ]
In plasma from sepsis with myocardial damage patients, cardiac myocyte-associated miR-499 was highly elevated, as compared with
sepsis without myocardial damage patients and control subjects (P < 0.01). Receiver operating characteristic curve analysis revealed
an area under the curve of 0.889 for miR-499. [ Conclusion] Cardiac damage initiates the detectable release of cardiomyocyte-specific
miR-499 into the circulation. Plasma miR-499 can be markers for the diagnosis of myocardial damage after sepsis.
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Table 1 Clinical characteristic of the patients
NC group(n = 20) A group(n =45) B group(n = 67) P value

Male 12(60.0%)" 29(64.4%) 38(56.7%) 0.514
Age 65 + 19V 68 + 23 64 + 21 0.326
Source of infection
Lung(n) 0 23(51.1%) 34(50.8%) 0.732

Abdomen(n) 0 14(31.1%) 20(29.8%) 0.531

Blood(n) 0 5(11.1%)¥ 8(11.9%) 0.767

Others(n) 0 3(6.7%)% 5(7.5%) 0.384
APACHE II score 1.7+0.8 23.95 + 8.93% 22.05 + 6.52 0.532
CRP(mg/L) 8+3 154 + 549 149 + 43 0.432
PCT(ng/mlL) 0.05 +0.02 14.85 +2.95% 16.12 + 4.51 0.243
WBC (x 10°/L) 5.67 £2.14 14.98 + 3.94% 12.28 + 4.21 0.487
Sepsis status

Sepsis(n) 15(33.4%)% 23(34.3%) 0.629

Severe sepsis(n) 19(42.2%)> 28(41.8%) 0.798

Sepsis shock (n) 11(24.4%)% 16(23.9%) 0.564
Co-morbid conditions

CHD(n) 3(15.0%)" 6(13.3%) 11(16.4%) 0.134

COPD(n) 3(15.0%)" 8(17.8%) 10(14.9%) 0.324

Diabetes (n) 1(5.0%)" 3(6.7%) 5(7.5%) 0.450

Cancer(n) 2(10.0%)" 5(11.1%) 6(8.9%) 0.246
28-day mortality (%) 0 24(53.3%)? 23(34.3%) <0.01
NT-proBNP(ng/L) 125 £ 81.5 2382.9 + 104.3? 396.4 + 78.3 <0.01
c¢Tnl(pg/L) <0.01 1.7 £ 0.6% <0.01 <0.01
LVEF(%) 64.6 £ 18.4 453 +12.1? 59.2 +8.6 <0.01

30%<LVEF < 50% 0 31(68.9%) - -

LVEF < 30% 0 14(31.1%) - -

NC group: Healthy controls; A group: sepsis with myocardial damage ; B group : sepsis without myocardial damage ; NC group VS A group and B

group: 1)P>0.05 ; A group VS B group:2)P < 0.01; 3)P > 0.05.
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Fig.1 Comparison of serum miR-499 between different
groups

NC group: Healthy controls; Al group: sepsis with
severe myocardial damage (LVEF<30% ); A2 group: sepsis
with mild myocardial damage (30% <LVEF<50% ) ;B group:
sepsis without myocardial damage

Compared to NC group,1)P > 0.05;Compared to NC
group and B group,2)P < 0.01 ; Compared to A2 group,3)P <
0.05.
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