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Contrastive study on changes of high sensitive C-reaction protein and D-dimer of patients with progressive
and non-progressive ischemic stroke L/ Li. Department of Neurology, Heze Muinicipal Hospital, Shandong
274031, China

[ Abstract] Objective To provide a scientific basis for prediction of progressive ischemic stroke through con-
trastive study on changes of high sensitive C-reaction protein and D-dimer of patients with progressive and patients
with non- progressive ischemic stroke. Methods Serum high sensitive C-reaction protein and D-dimer at different
corresponding time points in above-mentioned two groups of patients and controlled healthy people were detected by
immunonephelometric assay and enzyme-linked immunosorbentassay( ELISA) ,and the results were compared. The re-
sulting neurological deficit of patients with acute ischemic stroke were judged according to the Scandinavian Stroke
Scale (SSS). Results The order of D-dimer level in progressive ischemic stroke group was that 7d after the onset >
3 d after the onset > within 24 h after the onset > 14 d after the onset. D-dimer level in progressive ischemic stroke
group was significantly higher than non- progressive ischemic stroke group during 1 w after the onset(P <0.01). The
order of high sensitive C-reaction protein level in progressive ischemic stroke group was that 3 d after the onset >7 d
after the onset > within 24 h after the onset > 14 d after the onset. High sensitive C-reaction protein level in progres-
sive ischemic stroke group was significantly higher than non- progressive ischemic stroke group on 3 d and 7 d after
the onset (P <0.01). The return of the resulting neurological deficit of progressive ischemic stroke was worse than
non- progressive ischemic stroke group at the end of 3 w(P <0.01). Conclusion Elevated high sensitive C-reaction
protein and D-dimer levels are closely related to the occurrence of progressive ischemic stroke and could be a predic-
tion index of progressive ischemic stroke.
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TEBERIEE 7 14 21 K0 I8 4 V. ( Scandina-
vian) % (SSS) 4%, PIS B2 WikR D) . ABE S
25T RINBEWIEI AT PE S0 =0 | e
JRARIL 1B A BRI T B 2 9k 2 2% L) |, 8 SSS
SYTE T A T =3 4y IR 5 52 B P A RR AR
=2 4, AL CT HEBRBESE S i, & A 3
(AR BT AT B PR ™ o R R A O D REAN 22 TR
TR, PEH PIS 4l 40 4], Hrp 5 24 i, £t
16 5] 4E1% 38 ~78(56.2 +8.98) % ; B #L 35 B[] 1]
EBERAE PIS 43 50 61, 55 31 fl, 4 19 6], 4F ik
40 ~80(56.8 +8.54) % ; 7y e BUg HEXT R 2 40 44,
S IR B fil A A o, Feh B 23 #4440 17 44, 4F
#4539 ~79(57.1 +£9.32) %, BRAE TG i 1L W DRI |
A S A5 O i I A 9 S, LT TR K 2 E W
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PIS 2H 40 56.2 +£8.98 13.8 £3.6 24 16 13 26 13 12 17 31.6 £7.5
Ik PIS 24 50 56.8 £8.54 14.1 £3.9 31 20 16 32 16 15 21 30.8+£7.1
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T RG24 h N ABES 3.7 .14 21 KiG =, il Xt
TR FA Y B R A2 N ## BRI 1.8 ml, A
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G3HT, AR R b AR T I i PR R
Z KT 255301, BIERRI N LL SR g K236, i
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KERD T, S X BEALA L 25 52 8 ST # (P <
0.01) ,7E5% 3 RuFiA g 25 7 RETRERIEH . PIS
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IR (HER 7 I RG220 1E R K OF
PIS 41 3% D-dimer KF-AE &M 24 h N 5537 K



- 422 -

59k PIS B W& (P <0.01), PIS 41 M3 D-di-
mer /K H &% 24 h R B2 AT PE T & B9 ka2

Chinese Journal of New Clinical Medicine ,May 2011, Volume 4 , Number 5

TE T R iA R 2 14 R E R IEHR , UL
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k2 Z 4 hs-CRP & EMHE[ (X £s),pg/L]
45 1% 24 h K 53K 7R 514 K 21 K
PIS 21 40 10.02 +2.264 26.08 +6.06* % 20. 14 +5. 1844 4.15 +0.90 3.89 +0.79
JE PIS 4 50 9.58 +1.894 16.87 +3. 864% 4.17 £0.92 4.03 £0. 88 3.86 0. 82
X HE 2 40 3.98 +0.91 3.98 +£0.91 3.98 £0.91 3.98 +£0.91 3.98 +£0.91
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JEPISZH 50 30.8+7.1 32.5+7.8 38.9+8.7 42.9x9.2
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A AT IEH AT PIS Fgt J5 8 48 AE K2 AS Wil
M 58 22 (R I A T K, B8 5 850 A 7 i A5 P 1)
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[(HE] BB EHARIMEE SR B SME M K TR 400 (EPCs) 55 B 46 55 5T 40 i ( BMSCs ) 8% 5%
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P, BB AR B HE et E SR 32 BMSCs 1 EPCs A= K R JEREMSTE i 5 2040 i B 5 S 15 55 10
BMSCs FHIAYEGEETT . MTT faril 45 5 . & 2 A Mg ot 22 S RGeS (P > 0. 05) o B Bl R RS 1 A DU 45
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Influence of endothelial progenitor cells on osteogenic effects of autologous bone marrow stromal cells of rats
in vitro co-culture condition WEI Hui-ping ,PANG Fang-he. College of Stomatology, Guangxi Medical University,
Nanning 530021, China

[ Abstract] Objective To observe the influence of endothelial progenitor cells ( EPCs) on the osteogenic
effects of autologous bone marrow stromal cells (BMSCs) of rats in vitro co-culture of EPCs and BMSCs. Methods
BMSCs and EPCs were obtained from rat bone marrow and peripheral blood by density gradient centrifugation. The
cultured cells were divided into four groups:group A (BMSCs) ,group B ( EPCs osteogenic induction) , group C ( BM-
SCs osteogenic induction) and group D ( co-culture of induced BMSCs and EPCs). The EPCs were identified with im-
munocytochemistry staining. The cell proliferation and alkaline phosphatase ( ALP) activity were observed to deter-
mine the effects of the osteogenic potential and cellular compatibility in each group. Results The cells were able to
line up in the cord-like structure and showed CD31 vWF  positive in group B. There was good compatibility when
EPCs and induced BMSCs were co-cultured. The activity of ALP in the group C and D was higher than the other two
groups. Conclusion In direct co-culture system in vitro, the cellular compatibility is perfect. EPCs can improve
ALP activity of induced osteoblasts.
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