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[ ABSTRACT ] Aim To explore association of epicardial adipose tissue (EAT) with coronary artery calcification and
chemerin in maintenance hemodialysis (MHD) patients. Methods 90 MHD patients in Tianjin Fifth Central Hospital
were included in the study. MHD patients were divided into low-risk (<10% ), mid-risk (10% ~20% ) and high-risk
group (>20%) according to Framingham risk score (FRS). 60 normal subjects were selected as control group. Serum
chemerin, C-reactive protein (CRP) , blood routine and biochemistry were determined, multi-slice spinal CT examination
were underwent.  The EAT volume and coronary artery calcium score ( CACS) were calculated with the Philips
workstation.  The relationship of EAT volume with CACS, serum chemerin, CRP, FRS were analyzed. Results  Ser-
um chemerin, CRP and neutrophil to lymphocyte ratio were significantly higher in MHD group compared to control group

(all P<0.01). EAT volume, CACS and serum chemerin were significantly higher in high-risk group and in mid-risk group
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compared to those in low-risk group (P<0.05 or P<0.01) , EAT volume, serum chemerin were significantly higher in high-

risk group compared to those in mid-risk group (all P<0.05).
CACS, serum chemerin, CRP, FRS were the influencing factors of EAT(P<0.05 or P<0.01).

Serum chemerin, CRP and neutrophil to lymphocyte ratio were significantly higher in MHD patients.

flammation in MHD patients.

risk group were both higher than those in low-risk group.

The multivariate linear stepwise regression showed that
Conclusion

There was microin-

In MHD patients, EAT volume, CACS and serum chemerin in high-risk group and in mid-

CACS, serum chemerin, FRS were correlated with EAT volume.

EAT might be used as predictors of cardiovascular risk in MHD patients.
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Table 1. Comparison of serum chemerin, CRP and neutrophil to lymphocyte ratio and general information between MHD

group and control group

i H MHD £H (n=90) XFHEZH (n=60) P
Mm#Ak=R(pg/L) 100.92( 66.75,146.49) 11.55(9.03,61.50) 0.000
CRP(mg/L) 5.72+2.61 2.01+0.72 0.000
IR (S) 52.1£14.2 50.2+5.9 0.322
52 (B 50/40 35/25 0.737
IR FFE %L (kg/m?) 23.2+3.9 23.7£1.9 0.306
ETR(H) 27.5(17.0,53.4) —
400 (x10°/L) 6.14x1.74 6.45+1.74 0.302
rhed 20 M 4 L 66.0%+8.4% 55.3%+8.3% 0.000
iR v il RS RN G ] o 3.27+1.56 1.79+0.78 0.000
LA (x107 /L) 3.37+0.54 4.83+0.49 0.000
MELEH (/L) 102.0+17.2 150.8+13.4 0.000
MM/ (x10° /1) 169.6+58.6 215.2£54.0 0.000
JRZE (mmol/L) 26.1£6.5 4.7£1.3 0.000
WLEF ( wmol/L) 919.42304.0 70.3£13.6 0.000
23 W I A% ( mmol /L) 6.07+2.82 5.21+0.42 0.006
il =7k (mmol/L) 1.66+1.27 1.27+0.42 0.011
S JIE R B (mmol /L) 4.64+1.37 4.94+0.84 0.103
HDLC( mmol/L) 0.960.39 1.31+0.39 0.000
TRYT RN

FEHTIR (R 2.70.3 —

Bk FE 24 2 (i) 2.6+1.3 —

fRLT A R (%) 99.8 —

HL=EE(%) 54.3 —

TRTRES (%) 452 —
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145.75(1.58,505.90) ,MHD & :DIRBIKES 1L & F N
75.5%., MHD e fadl 14 14](15.5%) e 25 1)
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& FRS(r=0.575,P<0.001) £ 1IEM ., UL EAT M)
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Table 2. Comparison of EAT, CACS, chemerin in different FRS groups

il n EAT(cm?) CACS m#Af=E (pe/L)

i fedl 51 59.78+21.28 23.10(0.00,350.20) 85.30(41.84,113.69)
el 25 72.33+21.96" 218.40(74.35,619.15)" 122.16(95.87,143.64)*
w el 14 89.96+19.64™ 517.42(314.03,1355.50)" 184.44(138.31,273.69) "

a N P<0.05,b N P<0.01, 5G4 AT ;¢ i P<0.05, 5 fad ik,
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Figure 1. Classic coronary artery calcification images in the three groups( Arrows showed coronary artery calcification )

R 3. %M EAT B & & EE FH EF 517
Table 3. Multivariate linear stepwise regression of EAT in
MHD patients

g B SE ¢ P
fige 9.881 11.365 0.869 0.387
CACS 4.506 2.013 2.238 0.028
JELI 13.292 6.338 2.097 0.039
CRP 2.148 0.744 2.887 0.005
FRS 0.984 0.329 2.990 0.004
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