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Positive rate of PF4/H antibody. its risk factors and association with thrombosis in maintenance hemodialysis

patients
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[Abstract] Objective To study the positive rate of PF4/H antibodies in maintenance hemodialysis patients, and to
analyze its risk factor and association with thrombosis. Methods A total of 157 maintenance hemodialysis patients were
recruited in the present study. A cross-sectional and a longitude study were designed, and statistical analysis was used to
analyze the risk factors of PF4/H antibody level and its association with thrombosis event. Results We found that 40. 8 % (64/
157) of the patients were positive for PF4/H antibody. Past-thrombosis events, heparin types, duration and weekly dialysis
hours were significantly different between antibody-positive group and antibody-negative group (P <C 0. 05). Incidence of
thrombosis event in antibody-positive group was significantly lower than that in the antibody-negative group(P<C0. 05). The
risk ratio of antibody positivity for thrombosis event was 2. 349. The incidence of thrombotic event in antibody-positive patients
who took anti-platelet agents was lower than that in those who did not take. Conclusion The positive rate of PF4/H antibody
has been found to be 40. 8% in the present group. Thrombosis events, heparin types, duration and weekly dialysis hours are the
risk factors of PF4/H antibody level. PF4/H antibody can serve as a marker for thrombotic events, and anti-platelet agents are
effective for preventing from thrombotic events in PF4/H antibody positive patients.
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Tab 1 Comparison of clinical data between PF4/H antibody positive and negative groups

Characteristics Positive (N=64) Negative (N=93) P value
Age (year) 56.23418. 66 56.43417. 88 0.947
Male/female (n/n) 34/30 47/46 0.438
Body weight m/kg 63,03+ 14, 22 6194411, 42 0.611
Systolic pressure p/mmHg 130.55418. 27 135.76419. 09 0. 089
Diastolic pressure p/mmHg 79.09414, 22 79.06411. 42 0.987
Duration of dialysis® ¢/month 39.09(37.65) 47.68(35.01) 0. 001
Dialysis hours per week ¢/h 12.19+1.76 8.63+2.06 0.001
UFH/LMWH (n/n) 41/23 40/53 0. 007
Kt/V 1.4340. 37 1.4240.27 0.8819
TACurea pp/(mg * L™ H 538.54291.8 588.64319.2 0. 684
PCR (g kg !+ d™D) 1.0640. 51 1.0240. 48 0.714
Cr cp/(mmol « L™1) 891.42+274. 66 908. 87+280. 16 0.701
ALB pg/(g+ L7™H 40.88+4.19 41,1144, 84 0.793
PLT (10° « L™ 1) 167.25464. 69 164, 82457. 37 0. 367
D-dimer pp/(pg * ml™ 1) 1.1140.78 0.76+0.61 0.001

2, The dialysis duration did not follow a normal distribution, so median and quartile (Qu— Q) were used to express the data, and rank sum

test was used for analysis. 1 mmHg=0. 133 kPa. UFH/LMWH. Unfractionated heparin/low molecular weight heparin; TACurea: Time-

averaged concentration of blood urea nitrogen; PCR: Protein catabolic rate; Cr: Creatinine; ALB: Albumin; PLT. Platelet
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Tab 2 Comparison of thrombotic events

between PF4/H antibody positive and negative groups

Positive  Negative
Event (N=64, (N=93, P

A alxD
Myocardial infarction 6(9.4) 3(3.2) 0.101
Cerebral infarction 3(4.7) 2(2. D 0.329
Deep venous thromboembolism 1(1. 5 0¢0.0) 0.408
Arteriovenous fistula embolism 6(9. 4) 4(4.3) 0.172
Dialyzing catheter embolism 6(9.4) 6(6.5) 0. 365
Total 22(34.4) 15(16.1) 0.007

Thrombosis survival (%)
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Fig 1 Survival curve of thrombosis
(serum antibody assays)
PF4/H antibody(+) vs PF4/H antibody(—),P=0.001 5

2.4 #) A Logistic ¥ )3 ik 47 e deAb K F 4 £ T
A& Lh12 A H N KA ny i fe ke 28 5 1 o
B (RAE=1, K KEE=0), UPL-PF4/H HTHAL M

SEALCBHME =1, B = 0) B T it/ AR 25 9 (i
H=1,KMRH=0) WLt Ef B E L4 =
LNKRZAE=0)F D-ZRAAKF S [ A8
FIH =432 Logistic MIH B RAHTLL L 4 AMHEE
MR ER, WX 3, @b, ATk H
W28 kI A AR JE S F HT-PFA/H SR BRME R
JIR FH AT AR e 1M /N B 25 9 B e KO- 1 D- 3R R Sk 2
GHEH R MR ERENEREE,

100
90 f
S
= 80 |
2
5
- 70
2
E
8 60
=
=
50
4
0 1 1 'l 'l 'l '}

2 4 6 8 10 12

Time #/month

B2 £FHESN(MFRERQN+HRML/MMIZEY)
Fig 2 Survival curve for thrombosis
(serum antibody assays— anti-platelet agents)
Groupl-3: Antibody negative; Group 4-6: Antibody positive; Group
1,4. No anti-platelet agents treatment; Group 2,5: Aspirin treat-
ment; Group 3,6: Clopidogrel treatment. Group 5 and 6 vs group 4:

P<C0.05
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Tab 3 Logistic regression analysis of thrombosis event risk factors

B P RR(95%CD
Past-thrombosis(yes=1, no=0) 1.510 0.000 1 4.525(1.952-6.491)
GTI®-PF4/H antibody(positive=1, negative=0) 0.753 0.004 3 2.123(1.107-4.971)
Anti-platelet agents treatment (yes=1, no=0) —0.471 0. 046 0.530(0. 334-0. 945)
D-dimer baseline 0.505 0.023 1.657(1.071-2. 564)
Constant —2.415 0.000 1 —
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