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Abstract: Objective To study the changes of blood fibrinopeptide A (FPA) and fibrinopeptide B(FPB)
before and after percutaneous coronary intervention (PCI), and to find out the relationship between them and
the phenomenon of slow flow and no-reflow in coronary arteries. Methods Patients admitted to the First Af-
filiated Hospital of Jiamusi University for elective PCI surgery due to acute coronary syndrome from December
2017 to December 2018 were selected. Eighteen patients with slow coronary blood flow and no-reflow were se-
lected as the experiment group, and 39 cases with normal blood flow were selected as the control group. Blood

FPA and FPB values before and after PCI were determined for analysis. Results (O There was no statistically

significant difference between preoperative and postoperative blood FPA and FPB in the control group ( P >
0.05). The preoperative blood FPA and FPB levels were statistically different from the postoperative ones in
the experiment group ( P <{0. 001). There was no statistically significant difference in preoperative FPA and
FPB between the two groups ( P >>0. 05), while there was statistically significant difference in postoperative
blood FPA and FPB between the two groups ( P <{0.05). Conclusion Postoperative blood FPA and FPB
were significantly increased in patients in the experimental group, and it is considered that FPA and FPB might

be involved in the activation of the coagulation system during the operation, causing the formation of micro-
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thrombus, which is involved in the occurrence of slow blood flow and no-reflow phenomenon.
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HERRHE 1996 4F Gibson 48 #2 W A9 A% IE TIMI i %
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PRI R 75 WA R SRR OB PR I AR A 25 S bR
TG4 P =>0.05) H P4 34 2 18] 1 [7] 77 2
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R (e ts5, %) 60.8048.57 61.402410. 60 0. 664 0.518
BB /2 Cn) 13/26 8/10 0.653 0.419
WM Cn %) 10(25. 64) 6(33.33) 0.361 0.548
BRI Cn s Y0 14(35.90) 11¢61.11D) 3. 180 0.075
NLR(z=+s) 2.0540. 60 3.2941.96 —2.379 0. 034
TG(x=+s, mmol/L) 1.8641.07 2.3441.21 —1.150 0.271
CHOL(x=s,mmol/L) 4.3741.60 4.25+1.21 —0.215 0. 834
HDL-C(x=+s,mmol/L) 1.3340.52 1.2340. 34 1.074 0. 303
LDL-C(x+s,mmol/L) 2.40+1.37 2.04+0.70 0.475 0.643
sdLLDL-C(x %5, mmol/L) 0. 804-0. 42 0.88+0.52 0.167 0. 870
HCY(z+s,pmol/L) 16.8745. 81 23.24415. 40 2. 389 0.033
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0.05), WL 2,

X2 WMABREFABEML FPA.FPBEE (r+s,ng/mb
FPA FPB
21 51 n - ¢ P - ¢ P
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