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[ ABSTRACT ] Aim  To explore the value of neutrophil/lymphocyte ratio (NLR) in predicting CAC by analyzing
the risk factors of coronary artery calcification (CAC) in dialysis patients. Methods 163 dialysis patients (inclu-
ding 102 hemodialysis patients and 61 peritoneal dialysis patients) were retrospectively studied using a cross-sectional
survey method. Based on the Agatston’ s coronary calcification score ( CACS), the patients were divided into two
groups : non-calcification group (CACS 0 ~10), and calcification group (CACS=11). NLR, age, dialysis history,
levels of high sensitivity C-reactive protein (hs-CRP) , calcium, phosphorus, total parathyroid hormone (iPTH) , albu-

min (Alb), hemoglobin, and serum creatinine were calculated and compared between the two groups.  Spearman corre-
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lation was used to analyze the factors related to CAC, binary Logistic regression analysis was used to evaluate the risk fac-
tors of CAC, and the receiver operating characteristic (ROC) curve was used to explore the predictive value of NLR for
CAC. Results

The total detection rate of CAC in 163 dialysis patients was 63. 8% . NLR was higher in calcifica-

tion group (n=104) than that in non-calcification group (n=359) (P<0.001). Patients with calcification were
divided into mild calcification group( CACS 11 ~400) and severe calcification group (CACS>400) , there was no differ-
ence in NLR between the two subgroups.
correlated with CAC (r=0.403, P<0.001). Binary Logistic regression analysis showed that age (OR=1.069, P<
0.001), dialysis age (OR=1.024, P<0.001), diabetes (OR=15.871, P=0.012) and NLR (OR=1.720, P=
0.001) were risk factors for CAC.  ROC curve analysis results showed that when using the combined index of NLR and
age to predict CAC in dialysis patients, the area under the curve was 0.810 (95% CI 0.739 ~0.880, P<0.001),

which was significantly higher than NLR (0. 742, 95% CI 0. 666 ~0. 818, P<0.001) and age (0.754, 95% CI 0. 674

Spearman correlation analysis showed that the NLR was significantly

~0.834, P<0.001) when analyzed separately under the curve. Conclusion Dialysis patients with advanced age

and high levels of NLR have a higher risk of CAC, and the combination of NLR and age has a better predictive value for

the occurrence of CAC.
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Table 1. The general information and laboratory parameters of calcified group and non-calcified group

gt T (n=59) FEALZH (n=104) N P
SEW/ % 45(34,54) 55(49,65) -5.383 <0.001
BT H 25(12,66) 72(21,108) -3.414 0.001
B/ [ % ) ] 42(71.2) 73(70.2) 0.018 0.894
R/ [ % ) ] 53(89.8) 87(83.7) 2.422 0.120
BERRIRE/ [ (% ) ] 1(1.7) 23(22.1) 12.502 <0.001
BMI/ (kg/m*) 22.5+3.7 22.7£3.2 -0.426 0.671
MABEHT/ [ H1(% ) ] 32(54.2) 70(67.3) 2.746 0.097
I g/ [ (% ) ]
Pk AR 34(57.6) 56(53.8) - -
1R I 14(23.7) 13(12.5) - -
5 R B e 0(0) 20(19.2) - -
EZ 121 4(6.8) 4(3.8) - -
PR B 95 0(0) 2(1.9) - -
A8 B e 0(0) 2(1.9) - -
Bt P B 0(0) 2(1.9) - -
JE PRI R 1(1.7) 11(10.6) - -
Hb/(g/L) 98.1+21.5 106.8+21.8 -2.466 0.015
hs-CRP/ (mg/L) 2.4(1.0,5.0) 3.9(1.2,10.0) -2.050 0.040
NLR 2.6(2.1,3.1) 3.6(2.7,5.1) -5.132 <0.001
PLR 103.6(81.3,132.0) 134.4(101.3,184.4) -3.899 <0.001
Pet/(pg/L) 0.2(0.1,0.3) 0.3(0.2,0.5) -3.087 0.002
e TEAS/ (mmol/1) 2.2(2.1,2.3) 2.3(2.1,2.5) -1.602 0.109
1L/ ( mmol/L) 1.7(1.4,2.2) 1.7(1.4,2.3) -0.698 0.485
1ML WLEF/ ( wmol/L) 852(716,1192) 817(644,1049) -1.321 0.187
HEMA/ (g/L) 35.0+5.4 34.7£5.5 0.347 0.729
TC/( mmol/L) 4.0£0.9 4.0+1.1 0.193 0.847
TG/ ( mmol/L) 1.1(0.9,1.4) 1.2(0.9,1.6) -1.243 0.214
SRR/ ( wmol/L) 381.2+90.5 355.9295. 4 1.656 0.100
iPTH/ (ng/L) 266(154,649) 617(194,1148) -1.820 0.069
WL FNRIT/ [ H1(% ) ] 8(13.6) 19(18.3) 0. 604 0.437

& 2. CAC SliaRistrtAXES

Table 2. Analysis of the correlation between CAC and clini-

cal indexes

£ 3. CAC gl E =T Logistic EJ3 454

Table 3. The Logistic regression analysis on the risk factors

for CAC in patients

FSE r P{H K% P1H OR 95% CI
R 0.423 <0. 001 o <0.001 1.069 1.031 ~1.109
EHTIE 0.248 0.001 BEHTIE <0.001 1.024 1.013 ~1.035
Wi PR 0.269 0.001 Wl PR 0.012 15.871  1.829 ~137.724
Hb 0.188 0.016 NLR 0.001 1.720 1.242 ~2.382
hs-CRP 0.161 0. 040

Pet 0.243 0.002 . .

NLR 0. 403 <0. 001 3 W ®

PLR 0.306 <0. 001 AKE WA I A X 163 9113 ATT B 35 R Bk ik
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Figure 1. The ROC curve of NLR and age in CAC of dialy-

sis patients
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FOMANAE . HALH AT Re A - O bk 48 B A Sy —Fh
TR, 25 T MR P 2% 1Y 2 6E F1 90328 B2 0 3]
FEALA g O 0 HR A R AR 20 e A e R B
ik ok B BEBL P SR 4 I 43 I A et ) S P TR T TR st i
SR H 3, MR R S K 4R
MR E AL T2 Pk SRS, o Mbr 40 B 7E RAEIRZS
TR AR S Bk RE AL @ik L 41 A S ML
B g3 N 25 T R 0 T B2 B AY , TEALIAR SRS T
JhA E2L 40 L A e 5 AV b L 4 I 3 IL-6,
TNF-o S 5AEA B~ AN, DA b 38 R A ot n]
RS ST s 1B | e I LB RN RS 2Rl E

s DR 2 A L )/ A o ot e ok i A A5 AL
1, At 20 B T v AR 2 40 B K S R 2 A
— B EhREY] fie PR UL T 245 Bk R I A S
TR Z BT, RSB 5E S B T T T 5, vk A
NLR 5 CAC Z[a) () R SR 4596, i X 86 By 8 3 ik
TR BB, T i — 2574 NLR 22485 CAC
HRZEMLR,

ARG R AW BT B IRE JE CAC K4
kST FE R N 2, X 5 BE AR A 9T 45 SR — 3L, CAC )
FE R B AR 1) 38 T 3G, LR P AT e R
AR I AT L2001 o A0 200 e 3 R 5 Ak 5 i)
FEREACI MR AL BT AN, B BT
W ARG BT R E TR UL A PR 2 g AL fk
N LCERAR FREHETINEMERE, —
Tkt 5 AE R ZE ) o i B AL I 2T 2 K F RE
BTN CAC WITE B, FATT A B 92 A, 3% BB PR 95 R
CAC MfE R R 2, WAL I 2T 25 AR R il e Ak 4 7=
¥ (advanced glycation end products, AGE) , ZIIfi PR
NIz R AR GORG I E L i A (AR A S R R
WA EAER G , 2it—4 SEUMAY N B iE [+
GRS I L T A (11 e 1K T A A

FAT R B 5T 2 W5 1k 2 5 045 1k 21 i B 2%
iPTH T4 122 25 5, 76 5 Ja B9 A1 23 BT 82 7R hs-
CRP Pct AFJE CAC fER &R X 5 HALTF5E 1)
S AR—EC) R AT RS T A ST R AR i
/b, H BT TP R L 54, iFoe Xt
G BEi O vk 22 5 SO R 25 (W4 A 500 S
A = B2 ) B0t 2 b 48 S = A i, BEAE ARG
R MBGBE N RE B Ky VO IR 3 ks 1k
FEE R BRI R AR R A KV 1885, Tk
U Kv/'V 255 CAC Z A7 Rk,

zi FARR B CAC K H R NLR B Hr
1% AFIE 5 CAC RIFEASE, IFXT CAC BAETER &
TR BN, H NLR 5458 A9 B A F8 bR 5T CAC
AN B K, 5 TL-6 \ TNF-o 2545 58 () 48 S 15
PrAH L, NLR BE25 5 3R B 5 bR 2l ik is 5 | ek 50
ik CTA 26 T BOM He, NLR BB 455 0B &4
M, HEG BE IR A8 PR 4T CAC HA B
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