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Correlation between TAFI and blood fat and coagulation in the process of
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[ ABSTRACT] AIM: To investigate the relationship between the thrombin — activatable fibrinolysis inhibitor
(TAFT) level in plasma and atherosclerosis, the TAFI level in plasma and blood fat and blood clotting index. METHODS ;
Totally 40 healthy male Wistar rats were randomly divided into 4 groups (n =10), control group, high lipid group, high
lipid + vitamin D3 overload group, and high lipid + vitamin D3 + endothelium injure group by treating the animals with
normal diet, high lipid, high lipid + vitamin D overload, and high lipid + vitamin D overload + endothelium injury, respec-
tively, for inducing three stages of AS in rats. Then, the total cholesterol (TC) , total triglyeride (TG) , high density lipo-
protein (HDL), low density lipoprotein (LDL), and prothrombin time (PT), activated partial thromboplasin time
(APTT) , fibrinogen (Fib), the activity of TAFI were measured. RESULTS: TC, TG, LDL - C, Fib and the activity lev-
el of TAFI in plasma in three model groups increased gradually compared with the control (P <0.01). HDL - C, PT and
APTT in plasma of three model groups decreased gradually compared with the control (P <0.01 or P <0.05). The activity
of TAFT in plasma had positive correlation with TG, TC and Fib. CONCLUSION: The activity of TAFI increases in the
progress of atherosclerosis. The activity of TAFI in plasma has a correlation with blood fat and coagulation, which indicates

that TAFI might participate in the process of atherosclerosis, and TAFI is one of etiological factors of atherosclerosis.
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Fig1 Histology of aorta in control group ( HE staining, x400).
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Fig 2 Histology of aorta in high lipid group (HE staining, X

400).
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Fig3 Histology of aorta in high lipid + vitamin D3 group ( HE
staining, X400).
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Fig4 Histology of aorta in high lipid + vitamin D3 + endothe-
lium injury group ( HE staining, x400).
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M2 TILVEH, 5IE 0 A M, SR
KBS TC. TG LDL - C 7K 08 8.5 F 1E % %t
HRA(P<0.01), ANEIRE B F R D3 4, )5 & 2
PR A R 1R , DA P BB 4 4 Ry B v 5 TV ML
HDL - C /K- FEEFIEH XHRHA (P <0.01), EE
D3 ZH PN B #3405 4 B9 a3 TC . TG.LDL - C /K3
BB & TR ie4, i HDL - C /KEH BT &4
(P<0.01 3 P<0.05), 5IEHXI B4 L, 5
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Tab 1  Blood clotting and TAFI activity in different groups
(x £5.n=10)

Group TAF] (mg/L) PI(s) APTI(s) Fib(mg/dl)

Control 29.50£1.67 18.20£0.85 7.0+218 2.770.16

1 3L163.87%  16.88:L04%F  U8:1354F  2.97:0.09%

HC+D3 BI£0.UF  15.983:0.90%C DWLL5FC 3034007

HC+D3+B1  36.8244.57% % 1575107 .41 3. U™*®* 3.33:0.0%¢*

4P <0.05, *P <0.01 vs control group;® P <0.05, *P <
0.01 ws HC group; *P <0.05, *P <0.01 »s HC + D3 group.
HC :high lipid; HC + D3 :high lipid + vitamin D3 overload. HC +
D3 + BI: High Lipid + vitamin D3 overload + endothelium injury.
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1 Fib /K23 2 IEM K (r 73312 0.447,0.369 1
0.508,P <0.01 5, P <0.05) ,55 LDL -C, PT .APTT
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x2 AEABMAEIEFRR TAFI EER LS
Tab 2 Blood fat and TAFI activity in different groups(x +s. n =10)

Group TAFI (mg/L) TC(mmol/L) TG (mmol/L) HDL - C (mmol/L) LDL - C(mmol/L)
Control 29.50 +1.67 1.23 £0.13 1.00 £0.12 0.86 +0.06 0.28 £0.05
HC 31.16 £3.87% 2.07 £0.28% 1.09 £0.204 0.74 £0.06* 0.69 +0.11%
HC +D3 33.91 £0.94* 2.30 £0.32%° 1.67 £0.47%* 0.66 £0.08** 0.75 £0.18%
HC +D3 +BI 36.82 £4.57%** 2.25 +0.18%* 1.40 £0.19%°* 0.62 £0.02%° 0.53 £0.17%°*

4P <0.05, *P <0.01 s control group; °P <0.05, *P <0. 01 vs HC group; *P <0.05, *P <0.01 vs HC + D3 group. HC :high
lipid; HC + D3 :high lipid + vitamin D3 overload; HC + D3 + BI: high lipid + vitamin D3 overload + endothelium injury.
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