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ABSTRACT Objective: To investigate the association of serum soluble tumor necrosis factor-like weak inducer of apoptosis
(STWEAK) to coronary artery calcification (CAC) in maintenance hemodialysis (HD) patients. Methods: Sixty HD patients and thirty
healthy volunteers were involved in the study. The levels of STWEAK were determined by ELISA. Coronary artery calcification score
(CACs) was evaluated by multislice computed tomography scans. The levels of sSTWEAK and CACs in two groups were compared.
Spearman analysis was used to assess correlations of STWEAK levels with CACs and other variables. The stepwise regression analysis
was used to study the predictive factors for CAC. Results: The levels of serum STWEAK in HD patients were significantly lower than
those in healthy controls [186.23 (148.35, 220.74)pg/mL and 265.13 (210.91, 298.22)pg/mL, respectively P<0.01]. The levels of serum
sTWEAK increased significantly in patients with CACs>400 than those in patients with CACs< 400 [220.73(189.70, 251.67)pg/mL and
146.07 (138.43, 180.11)pg/mL, respectively P<0.01]. sSTWEAK level showed an positive correlation with CACs (r=0.482, P <0.01).
Multiple stepwise regression analysis showed that independent risk factors associated with severe CAC were levels of sSTWEAK, age,
time on hemodialysis and diabetes (P<0.05). Conclusions: The levels of serum sSTWEAK are decreased in maintenance HD patients.
However, within the HD patients' range, higher sSTWEAK was associated with severe CAC. Serum sTWEAK may be involved in the
pathogenesis of CAC in HD patients.
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Table 1 Comparison of the baseline clinical and biochemical index, serum sSTWEAK level and average CACs between two groups

HD patients Controls

Male/Female) 60(30/30) 30(14/16)
Age(year) 63.53% 14.18 65.20% 7.75
BMI(kg/m?) 23.75+ 3.73 25.13% 3.39
Alb(g/L) 38.48+ 2.6244 43.94+ 236
TC(mmol/L) 3.90+ 1.0544 4.55+ 1.07
TG(mmol/L) 1.34% 0.71% 1.79+ 0.87
HDL-C(mmol/L) 1.03+ 0.29 1.18+ 0.21
LDL-C(mmol/L) 2.46% 0.8144 2.95+ 0.86

FPG(mmol/L) 6.1+ 1.2 5.8 0.9
hs-CRP(mg/dL) 4.3(0.9~5.4)~4 1.33(1.0~2.0)
Calcium(mmol/L) 2.3+ 0.19 2.17+ 0.10
Phosphorus(mmol/L) 1.53+ 0.3944 1.03+ 0.12

STWEAK (pg/mL)

CACs

186.23(148.35,220.74)%

655+ 85344

265.13(210.91,298.22)

126+ 200

Note: FPG: fasting blood glucose; Compared with the controls, A P<0.05,/A AP<0.01.
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i) CACs. Il hs-CRP 7K -3 i 2 15 F IE & % R4, 17
sSTWEAK Alb  TC . TG .LDL-C 7K -3 i AR (32 1),
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CACs W #F# Ak (U3 2). Spearman #H 5 73 #7 7 I 5
sSTWEAK JK-5 U (4R B M \hs-CRP ¥ 5 5 25 6 A ¢
(r 431K -0.243,-0.256,-0.310,P< 0.01), 5 CACs 5 I &} 1IE A
X (r=0.482,P <0.01), 5 Ifi. 45 . B . £0 40 g =X | 17 ALB,
HDL-C ,LDL-C . HAR S IR /K - 1 TE (P>0.05)

& 2 RE sSTWEAK /K B E&E M — MR IER G R R SE0 E i b

Table 2 Comparison of the baseline characteristics, clinic and laboratory index of patients with different STWEAK levels

sTWEAKS 186.23 pg/mL

STWEAK >186.23 pg/mL

Male/Female 31(15/16) 29(15/14)
Age(year) 67.01% 11.70%4 59.21% 15.32
Time on HD (months) 69.13+ 10.54%4 54.21% 9.66
BMI(kg/m?) 24.61% 321° 22.99% 2.76
SBP(mm/Hg) 158.6+ 30.8% 149.8+ 294
Het(%) 3042+ 3.94 31.65% 3.34
Alb(g/L) 3831+ 2.11 38.56x 2.58
TC(mmol/L) 4.10% 1.01% 3.79+ 0.99
TG(mmol/L) 1.42+ 0.79% 1.29+ 0.66
HDL-C(mmol/L) 1.03+ 0.18 1.03+ 0.26
LDL-C(mmol/L) 242+ 0.79 2.48+ 0.88
hs-CRP 6.1(1.4 ~7.8)*4 3.2(0.5~4.3)
Calcium(mmol/L) 2.3+ 0.58 2.3+ 0.12
Phosphorus(mmol/L) 1.53% 0.31 1.53% 0.46
iPTH(pg/mL) 369(28~1820) 378(38~2035)
CACs 533t 61244 798+ 600

Note: Compared with the STWEAK> 186.23pg/ml group, A P<0.05, A AP<0.01.

24 MBENMEBLEEEONESHUEREZNSEEZSEIT  LDL-CmES B 07E ALB HURSHIRER S R IE R {485, i

R

FT 2 R ZRB AL A 34T, 205 R S 7 s e L 025 A8 25 o B A

K CACs SR T 400 1E R AR 1 4R8P GBHTIS . F54L(CACs >400)H) 1 [ P Z AL FHAEES BT W PR M I i

M3 sTWEAK, JEHEME . & RHG hs-CRP TC. TG,  sTWEAK /KF(ILFE 3).

FRIMFEREEEENESUEXRENSERZSEADH
Table 3 The stepwise regression analysis of the independent predictors of SEVERE CAC(CACs >400)

B P
Age 0.299 0.014
Diabetes 0.352 0.021
Time on HD 0.441 0.001
sTWEAK 0.547 0.001

3 g Jih 983 IR0 R B R T 1559175 5 7 (necrosis factor-like weak
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inducer of apoptosis, TWEAK)Z i1 4F & LAY IR PR AL IR T8 %
WERE N B 2 — , ) ik MR 2h 6 TWEAK (membrane-bound
TWEAK,mTWEAK), £ & [ #ifE 5 K fiE i sTWEAK Y,
sSTWEAK 5 mTWEAK HAG 25l A: 220, 5 HRe %2
TR LT 4 4 o A K R F -14(fibroblast growth factor 14, Fnl4)%%
A LABOE 2 R F -kB (NF-«B) MAPK %5{5 55 3: 545
SIS A LAY L2317 o P R Ve O s ) [ L
K LAl REER o B 3 B4 TR B AR A LS S At
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TIEE X IR, X 5 ZAPEE TR 545 R — 3>, H i
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FEARMAR , (BAEZ B LIPS R o Py e B B %
LU 0] WLF Fnld A8 0% B B, 18 1 B s A
H A REFFEAFAE Fnld Byad ik , TWEAK K5 iR Fnld
AHEE G P 23 TWEAK JEAEH £, 5L sTWEAK 7K
ST, I, A2 AT I STWEAK K- Fesbr o2&
Xf Fnld i 3550 S0 RIVE R AR LR v, sesh A B
FEFRM, TEAR R TR A5 I s 7E 42 1 B DR R I
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5 TWEAK (454, sk M i B4 - F WA iy P FE SR A A
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ATREEA AR IFE) sSTWEAK 253 [
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STWEAK 7K AR B AT 4 E DRI 15 2 5% T 10325 BT S8 3
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FEAV IR ST G R I 25, BT Carrero JJ 28R HIFSY & 90, 76 1ML
BITRESLEN, MIH sSTWEAK /K 55 0 B O L4 5
TR KERET-RRET S, 55 IL-6 K5I RMIETH
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MR £ B TR sh RS Ak 7™ 5, 111 el PR sl ik 0 £ 7™ 2 11 A8
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