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[ ABSTRACT ] Aim To explore changes of serum resistin, serum high-sensitivity cardiac troponin T (hs-¢TnT) and
their correlation with left heart parameters in maintenance hemodialysis ( MHD) patients. Methods 60 MHD pa-
tients, 45 chronic renal failure paitients with non-hemodialysis (non-HD) and 40 healthy controls were selected.  Resis-
tin, hs-cTnT and C-reactive protein (CRP) were determined. Left heart function parameters were measured. Results
Resistin, hs-¢TnT and CRP were significantly higher in MHD patients and non-HD patients compared to healthy controls
(all P<0.01). Left ventricular end-diastolic dimension (LVEDD) , left ventricular mass index ( LVMI) and left atrial
diameter (LAD) were significantly higher in MHD patients compared to healthy controls (all P <0.01). Left ventricular
ejection fraction (LVEF) , left ventricular fractional shortening (LVFS) and E/A were significantly lower in MHD patients
compared to healthy controls (all P <0.01). LVEDD, LVMI and LAD were significantly higher in non-HD patients com-
pared to healthy controls (all P<0.01). LVEF (P<0.05), LVFS (P <0.05) and E/A (P <0.01) were significantly
lower in non-HD patients compared to healthy controls.  Resistin, hs-¢TnT, CRP, LVEDD and LVMI were significantly
higher in MHD patients compared to non-HD patients (all P <0.01). Resistin was positively related with hs-¢TnT, CRP
(all P<0.05) in MHD patients.  Resistin, hs-cTnT were positively related with LVEDD, LVMI (all P <0.05), and
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negatively related with LVEF, LVFS (all P <0.05) in MHD patients.

were increasing significantly in MHD patients and non-HD patients.

function parameters in MHD patients.

status and cardiovascular diseases.
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* 1. 3 AIHLE hs-cTnT & CRP LLE

Conclusions Resistin, hs-cTnT and CRP

There were correlation of hs-¢TnT with left heart

The higher level of resistin in MHD patients may relate to their microinflammatory
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Table 1. Comparison of resistin, hs-cTnT and CRP in the three groups

4y n MARITR (/L) hs-cTnT(ng/L) CRP(mg/L)
MHD £ 60 55.68 £6.98" 56.35 +18.62" 6.81 +4.19"
non-HD £1 45 49.79 +5.85" 41.12 £12.27* 4.27 £3.16"
TR XTI 40 11.96 +4.78 5.33 +1.64 2.06 +0.76

a§ P<0.01,51EH X B4 LH ;b A P <0.01,5 non-HD 4H L4,
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Table 2. Comparison of left heart parameters in the three groups

i n  LVEDD(mm) LVEF LVFS LVMI(g/m?) E/A LAD(mm)
MHD £ 60 51.9+5.9™  58.2% +13.4%" 30.0% +7.6%" 118.9+45.7"  0.93+0.48" 42.7+7.6"
non-HD £ 45 48.9+4.8"  59.6% +£7.5%" 32.2% +6.5%"  98.7+27.2" 0.96+0.36" 41.8+8.7"
IERXTHEA 40 45.6+3.0  64.8% +4.8%  35.3% +3.7% 75.7 +£20.1 1.37+0.20  33.6+3.9

a P<0.05,b >k P<0.01, 5IEH X B LI ;¢ o~ P<0.01,5 non-HD 4 FLE,
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