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[ Abstract] Objective

cerebral infarction. Methods

To investigate the change and clinical application value of plasma D-dimer in progressive
The plasma level of D-dimer was measured and compared in 47 patients with progres-
sive cerebral infarction and 162 patients with non-progressive cerebral infarction. The diagnostic performance of D-di-
mer for progressive cerebral infarction was assessed by ROC cure. Results Among many monitoring indicators in the
patients with cerebral infarction,the plasma level of D-dimer in the patients with progressing cerebral infarction was
significantly higher than that in the patients with non-progressive cerebral infarction (P<C0. 01) ; the difference of D-
dimer level at different time periods of 0,24,48,72 h had statistical differences between two groups (P<C0.01). The
arca under ROC curve of D-dimer for progressing cerebral infarction diagnosis was 0. 859(95% CI:0. 745~0. 973).
When the cut off value was 1 510 pg/L,the sensitivity and specificity for diagnosing progressive cerebral infarction
were 95. 2% and 65. 7% respectively. Conclusion The plasma level of D-dimer has an important clinical value for the
auxiliary diagnosis of progressive cerebral infarction.

[Key words] D-dimer; sensitivity; specificity

progressive cerebral infarction; diagnosis;

P JE I PE 2 I L Y — I RS T BAR IR R L 4 bl (AT 1995 458 DU i 4 [ IR 1 45 g 2 R 4

A58

[

-+

%— .

WAEIT W2

TR AT AR SE J A 1 S g o B AR ARSI A 2 AR, (2028 CT B MRI IS¢ g Jili B 3E . IF: HE Bk i 44 2€
DItk 6 h 2 2 SN a0 s B UK SR A R BRI mp A b L (30 I BRI 22 3 R B R AR BE ST 4 (NDS) 43 31 7E A

PR AE BB, B AN A SCMR RoGE. H R R 9. 6500 ~
37.00%, @Wﬁﬁﬁ‘ﬁ‘ﬁ%@lﬁ,,\kﬁ A ok A SE 2B 26 06 ~
A3001 KR 2 Ty RE 1 A T B FE R L BOR R K .
%ﬁﬁ?%ﬁi%mﬂc%f}ﬂl@llmf“éf}udﬂ&%llﬁ BRAE
TR, W) 48~T72 b BLAY IR ARAE IR AT BE A5 ik i
LA R A B S i A B AR O, T D- TR MR

YR H AR AN R T NI ST - PR 2TV B K BT 7 A Y
— PR S P A s R — TR S 4 S 2T U AE Y R B

i » € B AR N A7 76 35 A0 26 04 I AR T8 B 51 /S £F 4k 3R A R 0 0
. MzMﬁ%Lﬁ”kﬂﬂu‘#J%IHMWEWEH%MMMEEB%‘
I B D B AK A A8 AL BRAE L S 4R 5 D-— B K B 1 2 i ik

P 0 A5 BT I A IO FH A1 A1

1 #ER5H%

1.1 — %R EFE 201245 AF 2014 48 3 A FRUA A o
U S I 5L 12 4 B KB A8 H 3 209 M1 40 8 1 T 2 G A E 4132

*  EETH:EZK 863 I IRBE K R H (2011AA02A111)
EHE® N R EIF. & 4, 8 AT, E M F IR IR

Ko TAE .

Wit R kRS AT, A E KT 4 S K A R S
S 308 J P M AR T ARl 0 R M AR BT A 3 R M M AR SE AL 47
B, 5 29 ], 4 18 i), - Y AE WS (631 7) 2 5 A ik J 44 fii 41 4% 21
162 4, 55 98 il , 64 ] S 4FE IR (62290 & . THAL ) 5 Bk b #E
g G R 75 HE IR MR S0 0 1 e BEL S5 P A e il R g il A%
FE I K S A AR TR R T A 2l e K AR T B 2 R R IR
2.

1.2 ik FiEBREXYT ARG 0.24.48.72 h, 5 B R &£ 1
I A M R AR T BE (1 ¢ 9)2 mL, £ 3 500 r/min B> 10
min J5 43 8 ML AT D-Z R AR E . BT FALAR 9 36 [ Beck-
man AUS811 4 [ 3l A= A 73 B3, D-Z 58 44 JH e 7L 38 5 #9521
W IEATIE o WO TF 5 o G W i 6 A IR) (P | Ak 4
HE I 5 B A ) CAPTT)  £4F 48 25 H R (Fbg) | Il /M 4l 1T 4K

& BiIREE . E-mail: gaoyf06@126. com,



BB EF LK 201654 A% 1358 TH

Lab Med Clin, April 2016, Vol. 13,No. 7 + 869 -

(PLT) .25 i M (Glw) =Bt H il (TG) L0 E FE (TC) L% &
B 2 11 IR e (LDL-C) 7 % i 2 11 IR [ iz (HDL-C) il i
C J2 i % F Chs-CRP) K 75 %2 8}

1.3 Siil2hbsn 1 ] SPSS 18. 0 % {4 X 52 56 K08 4 47 5531
SO, SRR TETTREER P D- S RIK AR FIES T L
M(Py; o Prs ) e 878 . 4 1) B AR FHAE S 806 565 FH ROC il 2%
P D- R W RE. LU P<<0.05 % 5 H %t
2 % B

2.1 HWWDMIEARFE BT AL R SE St WAk 1. 7E A SE R
HNBEIG (0 h) AR 22 W WA b R M A BE A AR i 3
D B vk B fk 2 TR R i A SR A R A (P<C0. 01) 5
P IR R BE 20 8 I P he-CRP ¥ 2 25 T I 3k J 2k i A
FELL B (P=0.040<20. 05) . Hfth 46 I 415 47 9 20 1] 22 53 34 C

GiitF T L (P>0.05),
Tl EMMENIERAERARLERILR (P, Prs)

HeRlEiEg o HEREPEINAIAEA]L AR AESEA P

PT(s) 10.9€10. 6,11. 4) 10. 9€10. 4,11.0) 0. 164
APTT(s) 29.0(24.9,34. 1 31.9(25. 8,34.7) 0. 509
Fbg(g/L) 2.529(2.192,3.380)  2.263(2.035,2.669)  0.157
D-D(pg/L) 3830(2 426,5 280) 1 320(892,2 260)  <C0.01
PLT 14 (<10°) 221(192,248) 189(152,213) 0. 086
Glu(mmol/1.) 6. 84(5. 26,7. 24) 6.69(5.11,7.07) 0.762
TG(mmol/L) 2.06(1.56,3. 34) 2.12(1.61,3. 4D 0.407
TC(mmol/ 1) 6.79(4.76,7.98) 6. 34(4. 43,7.75) 0. 668
HDL-C(mmol/L) 1.18(0. 96,1. 46) 1.26(1.01,1.53) 0.513
LDL-C(mmol/L) 3.63(2.89,3. 8%) 3.59(2.78,3.72) 0.317

hs-CRP(mg/L)

9.5(6.6,10.9)

5.9(5.0,7.7)

0. 040

2.2 EARTEAT A B A ] D-Z AR B RS LA
Lo PRI BITEABE)E 0.24.48.72 h K 9 D-— K 4 12 1)
Fe A G F R L (P<C0.01), H ik RM:NAEIEH D-— R
M B R BT kR I SE A D- T SR Ak B AR AL A X

Fra
JUANEY
~ 7000
20000 —e— AT
o000 mee SR AESE
= 4000
£ 3000
2000
4 000 LB § Fooereenns i
0
Oh 24h 48 h 72h
BB

Bl AEMEERWEAEND B RENTHER

ROC %%

1455k
B2 DIZR&SE#REEKELN ROC H &S5

2.3 D RKH B2 Wk R A S ROC iR a8 L
Bl 2, Mg D-— RS W e IS 1 ROC fir 2k T E 2y
0.859(95%CI:0.745~0.973), LA 1510 ug/L N cut off {f,
I3 D- A4S W bk 2 i A9 56 1) SRR Sy 95. 290, 1R 7
Pk 65.7% .
3 4t e

G 458 AE 22 7 Bl Bk A Ak B Rty b & A=, SCHRLS T4 & - 30 Ik ok A
A58 b B B 2 5 B3l Ik I A R A s B . O AR B R
HEHRWEALEHE T (TE , B 7 330 TF 598 26 108 1
FE Ml WG B 1L R G2 51 R 2k A T B B 4 Bl ik A R
78 o BRZE 1A I AE T SR I VA U R L A L — 2D T A s
75 LB MR A BUR LB Y K. IGR LRI &)
R ETHE PRI A o 3 JR P i A6 38 )™ B 5% 0 S S L A R R
DA 28 0y g W Ak, 5 W R W 1 AL IR I R B SR 9T I
K,

D- SR AR RR % R 1 119 B W A P £ 3 0 M 1% 38 5 0 o M.
i A R 22 o b A MLAAR BE I RN 2TV R 45 04 L EE S0 6T It A4
TE BRI P 2 W R (. AR R B, SR
Jo M T A BE SR A LU HE R P A AT AR I 3R T D- R AR A
hs-CRP 2 W48 b7 W A &, S D-Z R AR BE (A i SE 28 2
#(P<C0.01), X 5 3CHRL10-13 4 il He A — 2, Wl WL, D-— 2%
PR 1 7 155 B8 2 e fii 1l B TP A I AR OE 7E T R B R A2 LA
AbF g BERAS o BB AT 43 B R 2 AL [ B ] B2 D-Z 3R 4R
P 1 A8 A e B S PR I A R AR A I P D- R R ok R R
I [A) A HERS 22 BT, B 8e Ak T8 /KPR 2 i 7 I e
PR B S5 D- SR AR B I I TR] R HE RS AR X L RRR E
HEFELAL TRARK o AT RS K 0 D-Z R IRTE e 1
B B 1M 2T 5 22 95 5 8 [ ) 3K ol 5 8 405 ol 00 i 458 3 1 3 e
M. B2 S AW 3% D-— B Rk BF AR LA B TR K
TEFE BE J , Xof 2 J M fii B2 A8 i P AR VR 9T A 48 5 B G, AT 4R x
T A BT S 1 7 U KT o Y R P M R B 1Y R

ROC £ 43 91 & B, D-— 2R K 12 W 3 Joe 1 i 45 5 45 = 1k
(65. 7 %) %A%, 7T fE 5 30 8 M M A1 B 1) 9 L A2 2 2 e
FREH K, M EA B M 8URE (95, 220, FIH D- %
AT 3 T o AT BE 95 1 1 TN B A R A 2 W RE S KT
D- SR AR AL I AR B8 S5 540 Bl 2 T BB AL L T B R R Ol i e
PR AT BB 1 — A TS 5, AT 5] I IR B A R F A B
ZY)RE AL A 0 — YR R ER L SR B R AR A T R S R
0905 1 HE L R R M DI RR I R,

W N0 i RE S e O T, AR AR A AR I, LR D-T 2R
AR B T 0 A0 A (5 R 45 A T BR L BB A A T e M o A
SE R A ST AR bR % T A WE T A KR L 3 75 AR R ] o —
L.

&k

[1] Birschel P, Ellul J, Barer D. Progressing stroke: towards
an internationally agreed definition[ ] ]. Cerebrovasc Dis,
2004,17(2/3) :242-252.

(2] EHRER, 25 4E. Bl o o P il A o 1) AH O i B M IR =
SrATLT ] oh S B AL 2% . 2011, 19(4) : 336-338.

[3] A B 00y, 7~ e 7 J A gl ol 4 Al 4 o 19 2 2R R M
A FG BB 43 T fy 56 &R [T . o [ 2 47 24 g% 3K, 2010, 30
(24) :365-367.

L4 4S5 DY i 580 6 2 R 2= 8L A5 vh B CR #6872 T



» 872

B E¥ 55K 2016 54 A% 1365 TH

Lab Med Clin, April 2016, Vol. 13,No. 7

Ji BE J7 0280 U Y W] BT AR BR CE-N & CE-IML TER ¥T
Bt 17 o R AR m TM A R R 800 . T B UL I O R B A
Pezs 5 i, H R A 3R ARk 39 %6 #1606 {H AT s it A Y
BN BT 1k 4y U B 2R . EMRGGST A HGD K&
BN BE ROR R A4r HEA — @ Z R R ROIF LM R L. ]
A P e b W LI 9 A AE

EMR {8 WBEiR YT BE #4705 ik, A 2 W 5 h )7 WE
HOR L BERRHURELE K . EMR O BUAR BN A B4 (0 4
fiy7 HGD MR 3 N R BOR B 2 5 2 WL X T A
HGD 1834 BHEE RN ACIEA RN 6 05 Bk H K
BEIR YT 18 B I R A X B EMR A 7R S 3 R AR ik .

A AR SCHA A SR BE AL R D, B AR AR DN BOKE
BABNWF TS A S 24 A b B EMR 7 BE X I PR BT 58 45
DR SCR A B I A R EF AT ST o b e ASCIA
SCHRBT RS 22 BB 2 R T SOk MR AN AE 2
1o OB R o AT A

S % Lk

(1] B #. Barrett 2GR LT] B Im W%, 2011, 16
(8):485-486.

[2] Ryan AM, Duong M, Healy L, et al. Obesity, metabolic
syndrome and esophageal adenocarcinoma: epidemiology,
etiology and new targets[J]. Cancer Epidemiol, 2011, 35
(4):309-319.

[3] Dixon MF. Gastrointestinal epithelial neoplasia: Vienna
revisited[ J]. Gut,2002,51(1) :130-131.

[4] Spechler SJ. Barrett esophagus and risk of esophageal cancer:
a clinical review[ J]. JAMA,2013,310(6) :627-636.

[5] Lim YC,Fitzgerald RC. Diagnosis and treatment of Barrett's
oesophagus[ J]. Br Med Bull,2013,107(10) :117-132.

[6] de Jonge PJ,van Blankenstein M, Grady WM, et al. Bar-
rett's oesophagus: epidemiology, cancer risk and implica-
tions for management[ ] ]. Gut,2014,63(1):191-202.

[7] Spechler SJ,Fitzgerald RC,Prasad GA,et al. History, mo-

(8]

[9]

[10]

[11]

[12]

[13]

[14]

lecular mechanisms,and endoscopic treatment of Barrett's
esophagus[J]. Gastroenterology,2010,138(3) ;:854-869.
Lightdale C]J. Radiofrequency ablation for nondysplastic
Barrett's esophagus: certainly not for all[J]. Gastrointest
Endosc,2014,80(5) :873-876.

Leggett CL, Prasad GA. High-grade dysplasia and in-
tramucosal adenocarcinoma in Barrett' s esophagus: the
role of endoscopic eradication therapy[J]. Curr Opin Gas-
troenterol,2012,28(4) :354-361.

van Vilsteren FG, Pouw RE, Seewald S, et al. Stepwise
radical endoscopic resection versus radiofrequency abla-
tion for Barrett's oesophagus with high-grade dysplasia
or early cancer:a multicentre randomised trial[ J]. Gut,
2011,60(6) :765-773.

Pouw RE, Peters FP, Sempoux C, et al. Stepwise radical
endoscopic resection for Barrett's esophagus with early
neoplasia: report on a Brussels’ cohort[ ]J]. Endoscopy,
2008,40(11) :892-898.

Peters FP,Kara MA,Rosmolen WD, et al. Stepwise radi-
cal endoscopic resection is effective for complete removal
of Barrett's esophagus with early neoplasia:a prospective
study[J]. Am J Gastroenterol,2006,101(7) :1449-1457.
Conio M, Repici A, Cestari R, et al. Endoscopic mucosal
resection for high-grade dysplasia and intramucosal carci-
noma in Barrett’s esophagus: an Italian experience[]].
World J Gastroenterol,2005,11(42) :6650-6655.
Kaimakliotis PZ, Falk GW. Radiofrequency ablation for
Barrett's esophagus[ ] ]. Curr Opin Gastroenterol, 2014,
30(4) :415-421.

Monkemuller K. Radiofrequency ablation for Barrett e-
sophagus with confirmed low-grade dysplasia[ J]. JA-
MA,2014,311(12):1205-1206.

s # H 7. 2015-09-25 & A #:2015-11-18)

(55 869 1O

& i PR i 22 2 BE BB R B VA0 AR UE (1995) [T . rh AR ph &2
B e 75,1996,29(6) : 382.

Breitenstein A, Tanner FC, Liischer TF. Tissue factor and
cardiovascular disease[ J]. Circ J,2010,74(1):3-12.
Sadanaga T, Sadanaga M, Ogawa S. Evidence that D-di-

mer levels predict subsequent thromboembolic and cardio-

(5]

[6]

vascular events in patients with atrial f{ibrillation during
oral anticoagulant therapy[J].J Am Coll Cardiol,2010,55
(20):2225-2231.
[7] Sadanaga T,Kohsaka S,Ogawa S. D-dimer levels in com-
bination with clinical risk factors can effectively predict
subsequent thromboembolic events in patients with atrial
fibrillation during oral anticoagulant therapy[ J]. Cardiolo-
gy,2010,117(1):31-36.
[8] Alvarez-Perez FJ, Castelo-Branco M, Alvarez-Sabin J, et
al. Usefulness of measurement of fibrinogen, D-dimer, D-
dimer/fibrinogen ratio,C reactive protein and erythrocyte
sedimentation rate to assess the pathophysiology and
mechanism of ischaemic stroke[ J]. ] Neurol Neurosurg

Psychiatry,2011,82(9) :986-992.

[9]

[10]

(11]

[12]

[13]

Mohamad A, Tanna S,Sharma G,et al. Utility and cost a-
nalysis of the D-dimer assay in diagnosis of pulmonary
embolism using computerized tomographic angiography in
the emergency department[J]. ] Am Coll Cardiol,2011,57
(14) :1540-1546.

Barber M, Langhorne P, Rumley A, et al. D-dimer pre-
dicts early clinical progression; Confirmation Using Rou-
tine Clinical Assays[]J]. Stroke,2006,37(4):1113-1115.
W RER B B CRMEAN D ZRESA
PRI BE 56 R B I R BF9E L) ], o [ 3R 2 2 3K, 2011,
8(21):986-989.

Di Napoli M, Elkind MS,Godoy DA, et al. Role of C-reac-
tive protein in cerebrovascular disease: a critical review
[J]. Expert Rev Cardiovasc Ther, 2011, 9 (12): 1565-
1584.

Matsumoto M, Sakaguchi M, Okazaki S, et al. Relation-
ship between plasma (D)-dimer level and cerebral infarc-
tion volume in patients with nonvalvular atrial f{ibrillation
[J]. Cerebrovasc Dis,2013,35(1) :64-72.

s # H #1:2015-07-02 &1 A #1:2015-12-05)



