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Abstract

Objective To observe the microinflammation state and its related factors, and to explore its effect on aortic arch calcifi-

cation in peritoneal dialysis (PD) patients. Methods The clinical data of 153 PD patients in Renmin’s Hospital of Wuhan University
were retrospectively analyzed. The aortic arch calcification state was evaluated by chest X —ray. According to the presence or absence of
aortic arch calcification, the patients were divided into two groups: non calcification group (n =111) and calcification group (n =42).
According to the level of high sensitivity C - reactive protein (hsCRP) , the patients were divided into normal group (n =94) and microin-
flammation group (n =59). The clinical data of the two groups were compared. Results The incidence of aortic arch calcification was
27.45% (42/153). HsCRP in calcification group was significantly higher than that in non - calcification group. Logistic regression analy-
sis shows that age and hsCRP were independent risk factors for aortic arch calcification. 38.56% (59/153) of the patients were accompa-
nied with microinflammation state. The proportion of aortic arch calcification was higher in microinflammation group (37.29% vs
21.27% , P <0.05). Correlation analysis showed that hsCRP was positively correlated with aortic arch calcification, Logistic regression a-
nalysis shows that age and platelets were independent risk factors for hsCRP. Conclusion The incidence of microinflammation and aortic
arch calcification is higher in peritoneal dialysis patients. Microinflammation is a risk factor for aortic arch calcification. Monitoring and
improving the microinflammation state of PD patients may help to reduce the occurrence of aortic arch calcification.
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Wi H A (n=111) FALLL (n =42) 7 P
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Hb(g/L) 95.38 +21.80 96.05 +20.47 -0.172 0.863
PLT( x10°/L) 180.0(133.0,221.0) 209.5(147.0,266.0) -1.889 0.059
ALP(U/L) 72.80(57.85,97.45) 85.00(59.00,116.30) -1.638 0.102
ALB(g/L) 34.38 +4.32 33.30 +4.31 1.376 0.171
Cr( wmol/L) 973.79 +£308.32 801.10 +306.70 3.096 0.002
Ca(mmol/L) 2.07 £0.20 2.06 £0.23 0.357 0.722
Ca(adj) (mmol/L) 2.21£0.18 2.23 £0.20 -0.392 0.695
Mg( mmol/L) 0.85£0.13 0.83 £0.14 0.802 0.424
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LDL( mmol/L) 2.01(1.62,2.40) 2.32(1.70,2.92) -1.944 0.052
hsCRP( mg/L) 1.01(0.24,5.42) 3.52(0.71,16.65) -3.211 0.001
eGFR(ml/min) 4.34(3.58,6.20) 5.18(3.92,6.48) -1.737 0.082
PTH( pg/ml) 403.80(204.20,687.30) 327.90(171.60,594.70) -1.101 0.271
D/PCr 0.67 +0.12 0.66 £0.13 0.295 0.769
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T4 WREAEEEH—MBERREULIEBRER [ n(% ) ,x£5, M(Q1,Q3) ]

i H IEH A (n=94) URAELH (n =59) /X7 P
(%) 44.53 £13.07 56.00 +11.42 -5.538 0.000
W5 PRI 9(9.57) 11(18.64) 2.624 0.105
7o IR 86(91.49) 55(93.22) 0.006 0.937
B 53(56.38) 34(57.62) 0.023 0.880
Atk D RELY 38(40.42) 25(42.37) 0.057 0.812
UL 59 5(5.32) 2(3.39) 0.025 0.874
LS AR 15(15.96) 9(15.25) 0.014 0.907
EHTE(H) 14.0(7.0,25.0) 19.0(12.0,31.5) -1.835 0.066
FE kS 1L 20(21.27) 22(37.29) 4.666 0.031
Wi 45 i (mmHg) 149.17 +21.57 143.42 +26.29 1.473 0.143
#F5KJE (mmHg) 89.45 + 14.40 85.81 +13.55 1.554 0.122
Jik JE (mmHg) 59.72 £17.72 57.61 +£19.10 0.769 0.443
Hb(g/L) 95.07 +21.09 96.34 +21.99 -0.355 0.723
PLT( x10°/L) 173.5(118.0,215.0) 216.0(158.0,253.0) -3.660 0. 000
ALP(U/L) 71.9(56.6,99.2) 83.9(64.1,105.3) -1.811 0. 066
ALB(g/L) 34.19 £3.97 33.92 £4.89 0.377 0.707
Cr( wmol/L) 934.85 +310.08 912.90 +328.59 0.417 0.678
Ca(mmol/L) 2.10 £0.20 2.02 £0.22 2.576 0.011
Ca(adj) (mmol/L) 2.25£0.18 2.17 £0.18 2.645 0. 009
Mg( mmol/L) 0.86 0. 14 0.83 £0.12 0.965 0.336
IP( mmol/L) 1.84 £0.46 1.77 £0.50 0.848 0.398
Ca(adj) x IP 4.13 £1.07 3.84 +1.10 1.604 0.111
TCh( mmol/L) 4.22+1.02 4.47 £1.09 -1.401 0.163
TG ( mmol/L) 1.26(0.92,1.88) 1.38(0.96,1.83) -0.358 0.720
HDL( mmol/L) 1.02 £0.28 0.98 £0.28 0.906 0.366
LDL( mmol/L) 1.99 £0.68 2.39 £0.80 -3.321 0.001
hsCRP( mg/L) 0.44(0.14,1.07) 10.16(5.67,17.14) -10.395 0.000
eGFR(ml/min) 4.66(3.64,6.33) 4.32(3.66,6.16) -0.536 0.592
PTH ( pg/ml) 418.2(204.2,673.2) 306.8(171.6,606.5) -1.058 0.290
D/PCr 0.66 £0.11 0.68 £0.13 -1.190 0.236
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