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Association of thrombin activatable fibrinolysis inhibitor with nephrotic syndrome”
DAI Haiying , XUE Xiaojie WANG Hongliang”

(Department of Clinical Laboratory, Huangshi Central Hospital , Huangshi, Hubei 435000, China)

Abstract: Objective To study the relationship between thrombin activatable fibrinolysis inhibitor antigen
(TAFI:Ag),TAFIa,prothrombin time(PT) ,activated partial thromboplastin time(APTT) ,fibrinogen (FIB),
cystatin C(Cyc-C) and nephrotic syndrome and its thrombotic complications. Methods Sixty-five patients
with nephrotic syndrome (observation group) were divided into two groups: A group of 45 patients without
thrombotic complications,B group of 20 patients with thrombotic complications. 43 healthy controls (control
group) entered the analysis procedure. The level of TAFI antigen (TAFI: Ag) was tested by the method of
ELISA. The level of TAFIla were tested by chromogenic substrate method. The levels of Cys-C,24 h TP were
tested by the method of Electrochemical luminescence. PT,APTT,FIB were detected by the method of nephe-
lometry. Observed the changes in nephrotic syndrome and its thrombotic complications. Results In the patho-
logic type of nephrotic syndrome, there was the highest incidence of thromboembolism in membranous ne-
phropathy. TAFI:Ag, TAFIa,Cys-C,low-density lipoprotein cholesterol (LDL-C) were significantly higher in
the observation group than those in control group,while PT, APTT, high-density lipoproteincholesterol (HDIL.-
C)were significantly lower than those in control group,the difference was statistically significant (P<Z0. 05).
The difference of SBP,Cys-C, TAFI: Ag, TAFIa, LDL-C in group A and B were statistically significant (P <C
0. 05). Logistic regression analysis showed that TAFI:Ag and TAFIa entered the regression equation. TAFIa
diagnostic sensitivity and specificity were higher than TAFI:Ag. Conclusion LDL-C,Cys-C and TAFTI are in-
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volved in renal damage and thromboembolism of Nephrotic syndrome patients. TAFI: Ag and TAFIa are inde-

pendent risk factors for thrombosis in patients with nephrotic syndrome. TAFIa is of better value in the diag-

nosis of nephrotic syndrome complicated with thrombosis.
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FRE () 41.34414.77 41.754+14.81 0.716 0.475
RIS /L (n/n)] 46/19 27/16 3.850 0. 050
BMI(kg/m?) 20.3243.50 21.99+2.44 1.079 0. 546
SBP(mm Hg) 136.75418.96132. 394+19.22 1.533 0.127
DBP(mm Hg) 82.16410.99 81.48412.34 0.394 0. 694
PT(s) 11.78+3.42 15.404+0.64 15.524 0.003
APTT(s) 25.26+1.73 32.4343.85 1.164 0.026
FIB(mmol/L) 4.74+0.96 4.,03£0.89 0.153 0. 747
Cys-C(mmol/L) 3.49+2.60 0.774+0.51 8.323 0. 000
HDL-C(mmol/L) 1.31+0. 34 1.33+0.34 3.369 0.535
LDL-C(mmol/L) 4.8440.96 2.80+0.89 4.746 0. 000

TAFI:Ag(pg/mL)  32.60+8.70 16.50£6.20 2.778  0.000

TAFTa( %) 99.10425.10 76.30428.10 4.746  0.002
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LDL-C(Z+ s, mmol/L) 2.80=0. 89 4.7740. 80 5.0220. 91 2.336 0.020
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A 38 I RE 2H RN B £ G AR O IR A ZE 2 L BIF 5T
TR B MR R I R RE W W LR AR R E
TAFI: Ag . TAFla K ¥ i 2 & T Jo I & 0E B &
FEHEBR BT 55 R 25 M B 2 ) Bk ) LA i L BMIT 45 3R 2%
HZ RGBS A A IE I M AR 2E % TAFL.
Ag Fl TAFIa 58K 535 5 T X5 B L J2& B 9 255 AF i



Bt s E A 201847 A% 39 %% 141

Int J Lab Med,]July 2018, Vol. 39,No. 14

T A JE I 0 B S fa B L& . ROC il 2k 4 A
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