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[Abstract] Objective To study the clinical significance on the variations of hypersensitive C-reactive protein
(hs-CRP) ,serum homocysteine(Hcy) and platelet(PLT) parameters for diagnosing and treating patients with cere-
bral infarction. Methods A statistical analysis was performed on the results of monitoring hs-CRP, Hcy and platelet
parameters before and after treatment of patient with acute cerebral infarction and on healthy control group respec-
tively. Results Acute cerebral infarction group before treatment PLT was(173.1 +84. 2) X 10° /L., mean platelet vol-
ume(MPV) was(10. 93+ 1. 36) L, platelet distribution width(PDW) was 17. 34% 4 0. 86 % , Hey was(17. 49 &
4.10) pmol/L,hs-CRP was(10. 91 4. 86) mg/L. In comparison with healthy control group,PLT of acute cerebral
infarction group decreased significantly before treatment(P<Z0. 05) ,and MPV,PDW, Hcy and hs-CRP increased sig-
nificantly. After treatment.PLT increased, MPV,PDW,Hcy and hs-CRP decreased,compared with healthy controls,
showed no statistical significance(P~>0. 05). Conclusion The assays of analyzing serum HCY, hs-CRP levels and
PLT,MPV,PDW were important to learn the severity and outcome in patients with acute cerebral infarction, which
can show remarkable and practical values clinically.

[Key words]) serum homocysteine; platelet param-

cerebral infarction; hypersensitive C-reactive protein;

eters

% #5 3E (cerebral infarction, CD % 5 3h ik i RE 1 fL (AS)
WY I AR L A 2E MUK O HL B Y B R L O R DR E Y
M P S RE 2 . 7 R T B8 s i /AR (PLT) (4 3800 6
FAE 5 S e T S 4 1 D i 9 ) 2R 2 b 402 (Hey) nl B J2: 1 I
MRS IR FEE L) — N EEMEE, B8 CRNEA
(hs-CRP) J2& —Fi 2V ik A8 50 2 1 2 ML A& 52 3] J e =X 4 47
P Wk B TR . AR @ T M hs-CRP.PLT K&
HZHOP S M /MR TR (MPV) | L /MR 43 1 52 5 (PDW) L Hey
8 13 R E 8 v ) 325K 1 40N B RIS IR T SRR AR .
1 #R5HE
L1 — %R ArEMiMst4 k2008 48 9 A & 2009 4E 10
F WL R 25 B 2 B B R 56 — 5 e Rk N R R I8 4 42 N B 1Y
R BE 2 P BE 8 38 98 B, JLvh 5 54 A, 2 44 ], SF- #4F
451304 . WAEFE 12 Wi A4F & 4 1 5 DU J i 145 2 AR 25 10k

FE 56 T A 62 Wb v L 28 CT 8 MRT AIE 52 , HE B % 1 i
9o IR R A A o g R X R AT 108 ] I I 62 i
A6 ), AR (A6 £11) 2, Sy W A B8 g [R] 9 TG o0 B il 4
P95 11 {8 B IR Bk M B s A 4 s B 12 ~ 16 hifg ik
KM,

1.2 AR 55

1.2.1 g (DA E3EAS I {LCHITACHI 7600) ;(2)
4 A B A0 4 BT (4 18, ABBOT CELL-DYN 3700) ,
1.2.2 3 Hey 35 & i db 50 Ui A 9 28 742 44 s hs-CRP
WG A A Y TR ROy A R R R4 35 | ABBOT
CELL-DYN 3700 J5.3 3 [ 7 .

1.3 ¥ PLT % MPV.PDW fl ABBOT CELL-DYN
3700 IfiL 20 Bt B 2l 43 A7 A0 %€ s Hey R I8 ¥ i 12 . hs-CRP 2R
FH A2 7 5 Ho Mk B Sz 7600 4 [ B A4k S B AR



. 2272 - BREFHSER2012FIAFIEF 184

Lab Med Clin,September 2012, Vol. 9,No. 18

14 GEiteEab B SR SPSS13. 0 444 4 ifk 47 5503 4k B8, &5

ERRMEE IR L, T2 RoR. WA R LECR AR« ki,

DL P<C0.05 R EFHFEI ¥ L.

2 & ES

2.1 /MRS EIE AR AR SR IR

SVME R R E A0 VR T AT PLT 32> B g (P<<0. 05) ; MPV ,PDW

B B3 w5 (P<<0.01);3AY97 )5 PLT F . MPV K PDW T [,

55 R X B PR 22 R OC AT 2 R L (P>>0.05) , WLk 1,
%1 PLT.MPV.PDW Mifl& R (TLys)

215 n PLT(X10°/L) MPV({L) PDW( %)

A i A B 4

JRITHT 98 173.1£84.2 10.9341.36 17.3440. 86
T
R

98 215.2475.6 10.1641.25 15.3240. 81

108 226.2+76.4 9.76+1.42 14.934+0.77

2.2 Hecy }& hs-CRP # i &5 8 % B 20 A 2Pk i A o0 4 8
VEITH VG ML HCY Jhs-CRP A AS I 45 5 o #, W3k 2,
&K 2 Hey . hssCRP ML R (£ 5)

24 5 n Hey(pmol/L) hs-CRP(mg/L)

ATERFEZELAL  JAYTET 98 17.49+4, 10* 10,914, 862
VBITIE 98 8.532, 43 4, 4242, 15%

ke JE of BE 4 108 7.01+2.12 2.42+0.98

T 2 5 {d R B4 A L2 P<<0. 055 5 YR Y7 A He A . P<C0. 05,

3 a9t i

AR FE (4 K At 2 Bl R R 25 B ME R 45 21, e TR - 45
FR 110 52 W 05 0 7 R 40 A T ORI I/ 5 il AR R B L 2R
£ TV AN AR SE BEHR L I JE AR S BE R AL 1) JR3 3 ez L i
100785 40 6 ) A T BE BRI 97 AR T B 5 | B AT BT . i YE Hey
ST g A A R R AR R R BOW R Hey 1A 55 WG AR
FEBIARSET M Hey /AKCF T ol 42 4 4 1 3% Rt |
A& AR R 4000 T AE PN B 0 L R PN R AR 1 I A R R I
o P G 0 5 T T R i T B UL 40 M R e vk
A0 I 1 - DA 7 B DR RERE Tk R 2L & R AR AR Y.
MYE Hey I& a7l A (i # R B2 A BUS A, 42 25 i 4 be 46 F i /)N
MR AL I 105 L P B L I A R BUMARTE L. hs-CRP NI B 1A
N RARE N —Fh B R R AR IC Y B S 5 T 8k
WAL I Bt 2T

AT 5T 45 S Wow 5 fd e o BR AT B, i B B BB A 9T R
MPV.PDW BB T+ &, PLT $tH W, 2 R A g it B X
(P<C0.05), I /M H B4 B A% 48 B A6 B 35 A 51 8 i 46 35 )5
T AN P U W AR B A s L A FR A R PLT g R it
e T PRFI I I /AR 55 B8 22 W TR PR T LT e B B B 0R L 5
KA REW M A2 . BT L PLT ¥t H > T B 5 & % il st A7
FE IR I 5 A8 il PLT SR 4 L BRI RE 34 245 KT

PDW J2 J2 il ffil /N Al 1A R 25 53 A8 B 1 S 40 — it MPV 3 K,
PDW ik, #ME M PLT sl 45 M 51 A 5 6 B 2% 40 i
AR PLT AR PLT R K AT IBRE 21
SR (0 e S 2L W TG M ) T O AN B RO R AR R i i . )
I 20k I RE T 4 1 3% Hey  hs-CRP K EAEVRYFRTE W B & T
et FREXS B, DLW AG 2 13 Hey hs-CRP 7K X T i i 1
9 ) R R R S LT P A KT B I A Y
KA BE I E R bl ™ &, 5o — 85, Rk
PR B 4 TE YR T AR 5 I 10 38 43 % D& 4 B g 3k — f sz PR 2L
SR I O 25 7 BURIR T L B R S E R A R B R E . &
b G PR VA T I BT UG - S P IR A B VA YT R A M
1 Hey hs-CRP /K22 5 g it 25 8 L (P<<0. 05)

i Bk R I I W PR S 5 O T
i HCY . hs-CRP /K K Wi PLT % H Al MPV . PDW, J& T
i i R BT 15 ™ B AR % TG ) EE AR AR L A S I R i
M d

&% ik

[1] Z3CE. S XMW is k= A 0] AR R,
1996,29(6) :378-380.

(2] sZH:dd. IR 202 b 2 MR 7K 1 5 B A BE K 35 3 ik 58 £k 1
FKALT] o [ S 22 B 44 35, 2008, 11(5) : 73-75.

[3] XUE .= P, 55 5] 280 2 I 4 AR 5 00 I I 485 39 5
AHSCPEBF 58 ik & [T/CD . Hh AR I R B2 0 4% 5 L 7 it
2012,6(1):116-119.

[4] TFaraci FM, Lents SR, Hyperhomocysteinemia, oxidative
stress and cerebral vascular dysfunction [ J]. Stroke,
2004,35(1) :345-347.

[5] Kossi MM, Zakhary MM. Oxidative stress in the context
of acute cerebrovascular stroke [ ]J]. Stroke,2000,31(8):
1889-1892.

[6] Hashimoto H, Kitagawa K, Hougaku H, et al. Relation-
ship between C-reactive protein and progression of early
carotid atherosclerosis in hypertensive subjects [ ] ].
Stroke,2004,35(1) :1625-1630.

[7] Sherman DG. Antithrombotic and hypofibrinogenetic therapy
in acute ischemic stroke: what is the next step[ ] ]. Cerebro-
vasc Dis,2004,17 Suppl 1:138-143.

[8] EZize. KB M /MR A 5 2bk AR JE i A et L. o
[E 52 N B2 24 7 ,2000,20(7) :399-400.

L9 el b, i AL . 20 il A5 3 A 4 3R 7 Wi S 1L HCY F
hs-CRP 46 I 4 e R 2 SCLT 1. A B 98 2 A 35, 2007, 20
(5):458-460.

i B 3#7:2012-03-20)





