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Correlation between TG/HDL - C Ratio and All - cause Death in Hemodialysis Patients.
et al. The Second Affiliated Hospital of Kunming Medical University ,Kunming 650101 , China

Dong Yunping, Jiang Hongying, Ll Yufeng,

Abstract Objective To investigate the relationship between the hemodialysis (HD) mortality and the hemodialysis ratio of triglyc-
erides/HDL - C. Methods In this study, 195 patients who received HD treatment in the second affiliated nephrology department of kun-
ming medical university for 3 months or more on May 31, 2015 were included in 1 solstice in June 2014 and followed up for 4 years. The
TG/HDL - C ratio was divided into N1 group (TG/TG/HDL - C<0.99), N2 group (TG/HDL - C:1.00 —1.74) and N3 group (TG/
HDL - C >1.74) according to the trimester. Kaplan — meier survival curve was used to compare the survival rate of patients in the three
groups. COX regression model was used to analyze the risk factors of all — cause death and cardiovascular event (CVD) death in HD pa-
tients. Results  Kaplan — Meier survival curve showed that the survival rate of patients in group N3 was significantly higher than that of pa-
tients in group N1 and N2 (P <0.05). COX proportional hazard regression model analysis showed that, taking N1 group as the reference,
N3 group was a protective factor for all — cause death (HR =0.226,95% CI.0.086 —0.595,P =0.003) in HD patients, but was not as-
sociated with DEATH from CVD (HR =0.405,95% CI.0.115-1.426,P =0.159). Conclusion High TG/HDL - C ratio is an inde-
pendent protective factor for all causes of death in hemodialysis patients, but has no significant correlation with cardiovascular event death.
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ZAET2 B, 15 36.93% BT 18 AN H o R
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2.2 W] BB N1 4 N2 41 K& N3 4147 % BMI,
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*x1 {HATG/HDL -C LbE—BEMEE[n(% ) ,x+s,M(Q1,Q3) ]

WH N1 4 (n =65) N2 4 (n =64) N3 4 (n =66) P
FEARRAE
I (%) 58.08 +13.94 53.13 £17.15 51.21 £16.79 0.043
M/ 34/31 42/22 47/19 0.071
BMI(kg/m?) 21.39(19.65,23.54) 21.47(19.46,23.77) 23.33(21.19,25.35) 0.004
i 45 FE (mmHg* ) 147.71 £26.23 150.16 +26. 84 144.20 £29.67 0.467
&K (mmHg) 86.72 £15.23 88.72 £17.50 89.03 +19.24 0.714
R K5 25 4 17(26.15) 16(25.00) 15(22.73) 0.898
T I JE S S 45(69.23) 52(81.25) 47(71.21) 0.250
W R 97 14(21.54) 17(26.56) 16(24.24) 0.801
CVD & H4E 13(20.00) 7(10.94) 4(6.06) 0.048
SIS E AR bR

40 % ( x 10° /L) 6.50(5.20,7.89) 6.68(5.59,8.80) 7.36(5.43,9.70) 0.119
M H (g/L) 75.5(68.0,94.8) 88.0(74.3,102.0) 83.0(71.5,104.0) 0.090
MM (/L) 32.67 £5.05 32.07 £5.94 33.41 £6.33 0.419
JRZ (mmol/L) 21.81(13.10,28.46) 21.93(17.78,28.98) 23.41(15.91,34.00) 0.277
PR ( umol ) 441.0(298.5,511.5) 473.0(369.5,545.8) 454.5(394.8,587.0) 0.062
JULEF ( pumol ) 700.0(502.0,1020.5) 746.0(546.3,1034.0) 846.0(608.8,1227.8) 0.038
L JIE [ % ( mmol /1) 4.04(3.35,4.79) 4.06(3.40,4.95) 4.12(3.25,4.66) 0.819
H i = g ( mmol /L) 0.89(0.69,1.13) 1.40(1.14,1.69) 1.94(1.71,2.43) 0.000
HDL - C( mmol/L) 1.35(1.07,1.49) 1.08(0.87,1.24) 0.85(0.74,0.98) 0.000
LDL - C(mmol/L) 2.27(1.74,2.81) 2.45(1.95,3.15) 2.68(1.90,3.06) 0.145
Non HDL - C( mmol/L) 2.76(2.11,3.20) 3.05(2.38,3.79) 3.32(2.45,3.79) 0.010
f& % 1 a(mg/dl) 29.05(17.93,54.13) 19.10(11.35,34.60) 22.35(13.23,44.10) 0.058
HNGHEE Al (g/L) 1.31(1.12,1.46) 1.17(0.96,1.33) 1.01(0.91,1.11) 0.000
#HNGHE 1 B(g/L) 0.76(0.59,0.90) 0.83(0.67,1.00) 0.85(0.66,1.05) 0.024
IfiL # ( mmol/L) 1.62(1.25,2.10) 1.65(1.34,2.29) 1.92(1.48,2.58) 0.006
1L 5% ( mmol/L) 1.96 +0.22 1.92 +£0.22 1.95 +0.26 0.499
Ifit % ( mmol/L) 0.86(0.77,0.98) 0.87(0.78,1.01) 0.91(0.79,1.02) 0.367
25 - OHD(ng/ml) 14.60(10.30,19.80) 13.45(9.04,18.70) 15.50(10.23,20.23) 0.622
CRP(mg/L) 10.90(2.11,27.10) 9.23(1.62,40.65) 8.50(2.15,15.38) 0.707
iPTH ( pg/ml) 251.8(172.2,455.5) 242.5(123.3,359.1) 248.9(153.0,395.0) 0.617
eGFR[ ml/(min - 1.73m?) ] 5.30(3.53,7.11) 4.84(3.25,6.49) 4.13(2.86,5.85) 0.051

BMI. & 15 % HDL — C. v % BE IS 3 (A AH [ B 5 LDL — C. IR %% B2 /i3 25 19 BEL 51 8% 5 Non HDL — C. Jf i % B2 UG 2 14 B[] 8% 525 — OHD. 25 2L 4 A=
% D;CRP. C JZ i 4 [ ;iPTH. HUAR 35 1880 K 5 eGFR. F/NERJE T 25 * ImmHg = 0. 133kPa
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WE AT B & AT W sk Sz R P E (HR =
0.226,95% CI1:0.086 ~0.595,P =0.003,% 2) ,Ti
5o i 4 5 4 6T J6AH & (HR =0.405,95% ClI:
0.115 ~1.426,P =0.159,% 3) .

®2 HHATG/HDL-CLLES£ERTHESEER COX E13

N2 41 N3 4

i
B HR(95% Cl) P HR(95% Cl) P

HRMKIE 0.602(0.307 ~1.182) 0.140 0.243(0.105 ~0.562) 0.001
Bi%I 1 0.617(0.309 ~1.230) 0.170 0.241(0.103 ~0.565) 0.001
HEFI 2 0.884(0.419 ~1.867) 0.747 0.304(0.121 ~0.762) 0.011
A3 1.248(0.560 ~2.781) 0.589 0.226(0.086 ~0.595) 0.003

HR. KUK b ;95% CL95% AJ {5 X 1] ; N2 2045 N3 413 1L N1 28 4k
KNS WG 1. TG/HDL - C B IE AR (PR B 2 . 45780 1 A% IE BMIT,
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po

HR(95% CI) P HR(95% CI) P

FIEIE  0.798(0.325 ~1.958) 0.622 0.240(0.075 ~0.766) 0.016
B 1 0.800(0.320 ~2.001) 0.633 0.241(0.074 ~0.780) 0.018
A2 1.202(0.443 ~3.262) 0.717 0.405(0.115 ~1.426) 0.159
HEA 3 0.820(0.321 ~2.095) 0.678 0.226(0.069 ~0.745) 0.015
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M OE B BRI A E R L5 TN L (B (PDWLR) | il /M 55 itk B 40 g LU {6 (PLR) X 2k ST Bedfy v B0

MAEFE (STEMI) i 547 48 B S R B kA ABIF R (PCH R B AT E W TN . Fix  EEREH BB IR E 24 STEMI
T H ¥ PCLAY B 284 ], R HT I & PDWLR PLR, 4K i AR o TIMI i 3 43 9%, 4% f8 5 43 O T 5% I 3 41 (186 5] ) i1 JC 52 ¥t 4 (98
Bl) . LR K Z N F Logistie [ 43 H7 PDWLR \PLR 5 Ji B % &, 2] ROC i 2k K it B i & T im0 # PDWLR |
PLR I EE R MM MM, SR EWM A M I E %4 PDWLR 4> 5 2 8.99 £3.97 F1 17. 66 £5. 83, PLR 4y 5| & 131.22 =
50. 90 F1217.89 +88.17(P ¥ <0.05) ., M KL HE Logistic [ J7 4507 75 PDWLR \PLR ¥ 2 55 3 & 4 1 fa 6 I 2 (OR =
1.98,95% C1:1.17 ~3.32,P <0.05;0R =0.94,95% CI1:0.86 ~0.95,P <0.05), PDWLR . PLR Tl J¢ &2 % %) #h 8 °F 1 B 40 9] 2
0.902 F1 0. 870, {435k 79. 6% F1 63.3% R 54> Bk 90.3% #1 89.8% , #5i 4 STEMI 3% PCI AR HjE PDWLR,
PLR 7K P 5% AR o T A — & T A f , PDWLR T A {5 AH 0 52 55
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A KER
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Relationship between PDWLR ,PLR and no - reflow in Acute STEMI Patients before PCI.
Medical University ,Affiliated Hospital of Xuzhou Medical Universtiy, Jiangsu 221004 , China
Abstract

Li Binbin,Wu Qt,Liv Qiaozhi,et al. Xuzhou
Objective To investigate the relationship between platelet distribution width to lymphocyte ratio (PDWLR)) , platelet to
lymphocyte ratio (PLR) and no - reflow in patients with acute ST segment elevation myocardial infarction( STEMI). Methods Totally
284 patients were selected from our hospital to receive PCI due to acute STTMI. PDWLR and PLR were measured before PCI. According
to TIMI blood flow grading during PCI, patients were divided into normal blood flow group (186 cases) and no — reflow group (98 cases).
The relationship between PDWLR,PLR and no — reflow was evaluated by multiple Logistic regression analysis. According to the ROC curve
drawn by PDWLR and PLR,the area under the curve (AUC) was calutated, and the predictive value of PDWLR and PLR to no — reflow

phenomena was analyzed. Results PDWLR and PLR were 8.99 +3.97,17.66 +£5.83,131.22 +50.90 and 217.89 +88. 17 ,respective-
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