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Coagulation ,D-Dimer and Blood Lipid Levels in Patients with
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[ Abstract] Objective To investigate the coagulation, D-dimer and blood lipid levels in patients with progressive
cerebral infarction and their clinical significance. Methods  Ninety-four patients with cerebral infarction were divided into
progressive cerebral infraction group(43 cases) and completely cerebral infraction group (51 cases) according to the treatment
course ,and 45 healthy cases in the same period were selected as control group. Enzyme-linked immunosorbent assay ( ELISA)
was used to detect prothrombin time (PT) ,thrombin time (TT),activated partial thromboplastin time (APTT) and fibrinogen
(Fib). The D-dimer level was detected by colloidal gold method. The levels of TC,TG,HDL-C and LDL-C were tested by
Architect automatic biochemistry analyzer. Results The levels of PT,TT and APTT in the progressive cerebral infraction
eroup were significantly lower than those in the completely cerebral infraction group and control group(P <0.05) ,the levels
of Fib and D-dimer were significantly higher than those in the completely cerebral infraction group and control group
(P <0.05). There was no significant difference in the levels of PT,TT, APTT, Fib and D-dimer between completely
cerebral infraction group and control group (P >0.05). The levels of TC,TG and LDL-C in the progressive cerebral
infraction group were higher than those in the completely cerebral infraction group and control group (P <0.05) ,while
the HDL-C level showed no statistically significant difference in contrast with that in the completely cerebral infarction
group or control group (P >0.05). The levels of TC,TG and LDL-C in the completely cerebral infarction group were
higher than those in the control group(P <0.05) ,while the HDL-C level showed no statistically significant difference in
contrast with that in the control group( P >0.05). Conclusion The dynamic changes in the coagulation, D-dimer and
blood lipid levels are closely associated with the severity of the disease,and it is valuable in the assessment of the
prognosis of progressive cerebral infarction.

[ Key words] Cerebral infarction ; Coagulation ; D-dimer; Blood lipid

VEF TR BOHEAE (1967 ~ ) B AR IR BRI WFFE 5 18] B BRI W BIRTT o



T HES 201457 AF36E5TH

R TR R A 2 S P M 9 Hp A5 AL i 7 T
Al PRI 2, S SR R N IR B 4 A= I Jay B i gt 1T
52 D REGI AR S I AE PR IR, L B ™
B IR B T, 5 5 4 B R AR SEAR L, HCH
AR EILR G EIR R ARICE R 2R R K
REBE R B8 I T BB D-— B A5 it g K V- s i ) 2
SC, Sy ik FETU IR AL I R T 5 -5 367 P I 2 2% ik dle

| ARSI

1.1 B vEHC2011 4F 9 A FE 2013 4 12 H
KFRBE SR IL 10 2V Bk A AT 8 3 94 I A IF IR 42, iR
B2 CT sl He PR AR UE S, 735 Il 1 58 12 Wi
FRUED o RS Ay A R A B N 58 4 L XA A
Pt afin 6 b P RIS 2 v 06 3 S 4 R i A AT AR
F i & AE 6 h JE IS AIE AT I Sy e A
WrAEAE R o AN AL e B AE AE, 43 461] ( 2F J 7Y i A o
2H) , Bk 23 ], 22 20 5], AF 1 48 ~83(62.5 +8.1) %
NABRIEN . 2 VEIRRE & 6 ~48 h N, R ITIA
% 96 h ML Y)BREATUE IR B TN, BRI
%2 53,1881l F IR REAK 3 4. SE R AE &
51 B (R INEEFEAL ) , Hirr 554 28 5], 2 23 il
A% 49 ~84(63.9 £9.2) % HEBRXFGE < MizK b ki il
AR R PRGBSy R
KIRBEAKG AR E 45 A1 H 6 R, Hirp 55 24 {51, &
21 f41] AFU 47 ~81(63.1 £7.8) %, 3 AL BHAFENE M5
R, Z2RTHEITFE L (P>0.05), HA ] [b
{8

937

1.2 ik

1.2.1  BRASRAEE : I AE 3 T2 B RN, 1E 5 X
SR ZH ARG B 25 JE R AL o P34 O T A ik i 4 ml |
TR R BT e R 1 4,2 000 rpm 5.0 15 min
J& B , & T - 20°C vKAEARAE

1.2.2 KT (1) BEMARSCFEAR : SRR IE L
EEER 2 W B A3 A 0 i i D R ( PT) € i 7
BF B CTT) G Ak 50-EaE 1 ST (1] ( APTT) 5 274k 25 11 i
(Fib) ,i{F 32 E ABS AR ™, e it S isi i
Pl E, (2)D-Z 2R 1A R A NycoCard Reader 1T {¥
JREAAR Gk 2 M D- 23R4 R &b I 1A
ARAFEE, (3) MIR/KT SRS EffER: AEROSET 42
A sh A=A AT I 1LE R RS (TC) CHl =R (TG) |
e %% B JIRL 1 ( HDL-C ) 5509 B /IR T i ( LDL-C) K-
1.3 %itsob K SPSS 18.0 #4758 1%
ST AHREVORA (v £ 5) F05%, 2 4 ) B LA
D200, L P <0.05 NEFAH G FE X,

2 # R

2.1 3amhdhredasnls D-ZRkag KT i
JRAINATAEL 3 PT TT APTT 7K -S4 T 50 4= 1 kg
FEAELH 5 IEH X IR (P <0.05) ,Fib 5 D-R{A&IKF-
Wi T 58 RN A AL 5 1E 5 X IR (P <0.05) o 5¢
ERINAESELL PT TT APTT 7K J& Fib D R {AK/K-
SIEH X RAM L, 225 B IT2EE X (P >0.05) , UL
1,

£1 3 ARMIERS D-ZBEKELE (v 2s)

20 3] n PT(s) TT(s) APTT(s) Fib(g/L) D-—H{k(mg/L)
PRI 43 9.68 £2.48 10.05 £2.58 27.15 £3.68 4.95£1.58 0.39 +0.26
SEERINMAEA 51 11.53 +3.24 13.93 +4.36 33.74 £2.95 3.72+1.64 0.27 £0.20

TEH X IR 4 45 12.23+2.19 15.92 +2.75 35.39 £3.17 2.94 +0.38 0.23 +0.17

F A 8.342 9.359 12.486 5.982 4.285

P 0.028 0.019 0.011 0.032 0.041

2.2 34mfigR-Frdn  UEEARIINGAEICL B TS
TC TG LDL-C 7K -#4 15 F 56 4 B i A AL 4 5 1F 5 X

R AE P20 283 13 TC TG \LDL-C JK-F7R i F1E
XFHEZH (P <0.05) , HDL-C 7K 5 1F % % B 4 AH L,

BRZH (P <0.05) ,HDL-C /K- 5 5¢ 4= 7 fipg B 58 20 A2 1F ERTLGEIEL(P>0.05), WLE2,
WXTRAM I, 2R G IT2FE X (P>0.05), 584
*F2 3 HAMmMAEKFLEE (x +5, mmol/L)
2H 1) n TC TG HDL-C LDL-C
HE R TR A At 2H 43 5.92+£1.20 4.15+1.23 1.18 £0.56 3.93£0.61
5E 2 RUBKAT A2 51 4.53+1.25 2.87 £1.27 1.12 £0.24 2.89 +0.45
1EH X a2 45 4.27 £1.32 1.45+0.28 0.99 +0.35 2.67 +0.63
FAg 5.321 7.385 2.648 4.179
P A 0.037 0.030 0.057 0.045




938
3 % g

MRHEAT. 1 51 2 P SR8 1 2 0 R , 58
L SHAE LI , AT B8 1L 4k T 5 BRI A . PTLAPTT,
T Fib 2 5 WAL 4 105805 1 0 9 7 B9 b
PT SR AMIEHEE 1L 28 5 4 TG 075 ¥ 3 , 1] 2 5 B 1
S A Fib A AR F T LV VL
XK APTT Ay M L 6 638 P 0 ik e, 7
4 5 WA e o AP L PR T VI IX 5 X g
SR T B TR Fib (008 s 4 1
Wiz, Fib AT 19 SRR , A& 0 55
A LA 58 0 DBl 38 11, HK T A5 f R I S
S, SR Fib A B FFRSRE, 200 L WAL T
BRI . AR S BRI - PUBE RS A
IREAEA T B AW I 2 . AEARRSE 3 A g o
FERE 15 5% 4 R RETE 48 3 Bt 1A 24 I L, PT
TTAPTT #0 BIFAE (P <0.05) , T Fib e i 354
(P <0.05) 3R HLIE S EHERE, BI ML, 1T
AT IR I PR 7 DA o e M 1D 3 7K
A, H 7% 58 P G B £ 5 8 1 ) T 19 A5 A 7T
PR L.

D- SR AT L 4 R 1 7 £F VMR R 7 A
Fg— PR S P R A 400, I L e AR A 5 0k
SR RS RETL I, R LF I M WO U b 1 B
SRR WL P R 1115 2 5 0 30 25 P40 M 3
CFA TR 1 ST S T B LV 0 o B Sl
MR EF LR 1V AT R L 5 £ 9 1 B 25 P 4T
W, 3 P L1 3 , 2TV R SRR, P 4 1
WS = 0 B BN, I3 P D-— B o b T
57 AT, BUPIR IfL 5 2F Y 2 1 T e
D-— Sk A U A I . A BFSTH L  D-—
RIS RIS T CT A8, R T D-—
T A O R R B 1 RS B . AR o, i
TUNRERE G # D-—F i 4 (0.39 £0.26) mg/LL, 75
FAERKT (023 £0.17) mg/L, 511k D-— B ARS
TR P AR T B K K PR R A 1 ST LA T B
.

2 L SR A A 7 i e [ 2 2 — (B FL TS
S LT TC AP 5 W REIE % 53 51 X 3R 413 17 16 5 8L
S % K0 25 I T 2 L T il 5 20 B
RIEAL K6 S R ZE ) P P, (Ll 3 32 A
o L[] 105 5 50 K 9 B B 2 6] a2 4R T
R0 RS R , R IR AT 5 I3 TC
KT 2 T B R (P <0.05) . 75 TG INLE %
S B B M Y LA A % 0P, TG 5 1L 1
IRAS B UIA L TR TG R IR , 7T i
BRI TR T, W3R [ T {306 /1M
A, SRR . TE AL, 8 e 1 34 B £ %
TG KW G _E T, BRI TG K 554 B2

Guangxi Medical Journal,Jul. 2014 ,Vol. 36 ,No. 7

Ftk . HDL-C Bk A R RAESE I PR3P 8 o3, A B Ty
R M A B Y A K i o LDL-CREA | A Bz 6T 3k
RT3 1 B R T, R 58 B 4R IE 52, LDL-C 2 3
BRHREREAL A I 2% D8 7, LA L AT Ve A
TEAWT ST, 2 RN AESE 8 % LDL-C /K-F- B 2 v
TIER X (P <0.05) , #2718 LDL-C 7K-F- Tt 5 ik
HAEA W (P <0.05) .

25 L RTIR , 2t R RN RS B8 B BT S
P BEARAS , ML BB L4 AR D-— BB AR5 i i 7K - 1)
ENALAL GBI BRI VA O o %o il i v 5
ILFEAR \D- 2R S LA R T4 e R R B
TG , B L R R AR S ) e A PEAL FE S H
A HEEANE,

(1] ZRigls VPRIL, £ B, 55 BRAHSE A 58 i C- 2 i 2
F1 L D-ZRARFNLF 4L A K AR AT [ D] v S )
BEF),2013,40(7) .16 — 17.

[2] Khosa F,Otero HJ, Prevedello LM, et al. Imaging presenta-
tion of venous thrombosis in patients with cancer[ J]. AJR
Am J Roentgenol,2010,194(4) .1 099 -1 108.

(3] vl 2 2 5 10 i 4 [ G 10 4500 2 AR 2 1AL % T A 1f 7
PRSI S ()], h A2 N RL 25, 1996,29 (6) .
379.

(4] i, s aniil. otk Rt S8 R 73 20 o sy (]
[l 2R PR 248, 1998 ,24 (1) 163 - 64.

[5] Sanchez LD,McGillicuddy DC, Volz KA et al. Effect of two
different FDA-approved D-dimer assays on resource utiliza-
tion in the emergency department[J]. Acad Emerg Med,
2011,18(3) ;317 - 321.

(6] BRRT, XNHEHE. D- ZRAK I B R ALl S i C
B AR TR B AR S O UL 2 Wb g I [T
S BE 22 ,2010,26 (12) 12 153 =2 154.

[7] Tiedje V, Dunkler D, Ay C, et al. The role of fibrinogen
plasma levels,the —455G > A fibrinogen and the factor X
I A subunit(FXII-A) Val34Leu polymorphism in cancer-
associated venous thrombosis[ J]. Thromb Haemost, 2011,
106(5) :908 —913.

[8] Piko B,Kremer IM, Rahoty P,et al. Thoughts about throm-
boembolic events prophylaxis in cancer patients[ J]. Magy
Onkol ,2011,55(3) :164 - 169.

(91 R R, ¥ WIS, 22K, 55, 3K APTT FIB,D-— R {k
i hs-CRP A 7E AR AL 28 35 b i R SCLT ] v
fREEH: 2014,52(3) :65 - 67.

[10] TE2L00. 2Pk WA 76 25 345 1 2 ) 780 2 Jik 4 L D- 3R
MR C SO AR KA TS (] I BRAG 36 BB 22 A A
2012,33(1).110 - 111.

[11] 9R&F, T 5, 8,55 FBRENEIR G C R
EARIN Y o ST Tl N Ve 2 N PR A P
[J]. B A0E (B4 ,2013,14(2) :99 - 101.

(ki H199:2014 04 21 &I H 112014 -06 - 12)



