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[ ABSTRACT] Aim To explore the correlation of higlr sensitivity C-reative protein ( hs CRP), fibrinogen(Fg) and the ul-
trasound indexes of carotid atherosclerosis in acute cerebral infarction. Methods The blood concentration of hs CRP and Fg
were tested while the carotid arteries were examined by color Dopplle and B-ulirasound in 103 subjects which were divided nto the
following groups: acute cerebral infarction group (ACI, n= 33), old cerebral infarction group (OCI, n= 34), normal controls
(n= 36). Results The results showed that the carotid intimalmedia thickness (IMT) were significantly increased in all of
the diseased groups than those in controls( P all< 0.01). The total plaque score(TPS) was thicker in the group of OCI( 8. 65 &
5.76 mm) than in the group of ACT (4. 68 £2.98 mm) ( P< 0.01) and also in control(3.71 £1.35 mm) (P< 0.05). The in-
cidence rate of atherosclerous plaque of carotid artery was higher in group of ACI (72.72%) than those in group of OCI ( 70. 59
% )(P< 0.05) and control (16.67%) (P< 0.05). IMT, TPS and the incidence rate of atherosclerous plaque were different
between ACT group and OCI group.  The serum concentration of hs CRP in the groups of ACI (19. 54 £37. 96 mg/L) was higher
than that in the group of OCI (4. 01 £7.22 mg/ L) and also in control (1.66 X1, 17 mg/L) (all P< 0.01); there was no differ-
ence in the group OCI and control(P > 0.05). The 95% confident interval of plasma hs CRP was 1. 24~ 2. 08 mg/L; 4. 52~
34.56 mg/L; 1.42~ 6.62 mg/ L respectively in the ACI, OCI and control.  Plasma concentration of Fg was not different in the
three groups (P> 0.05).  Multiple regression stepwise analysis revealed that the serum concentration of hs CRP was positively
correlated with the plasma concentration of Fg and TPS; and it was negatively correlated with resistant index. ~ There was negative
correlation between the plasma concentration of Fg and higlr density lipoprotein cholesterol. Conclusions In the acute phase
of cerebral infarction, the change in the plasma of Fg was not sensitive.  The concentration of hs CRP elevated was not correlated

with IMT thickening, while closely correlated with the plasma Fg and the total plaque score.
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B C = B & [ (high-sensitivity C-reactive protein, hs-
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W5 H ANk P S5 M D BECUZ 5 hs CRP K Fg
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Bl, 166, TORMMERE, ZoERLINRL
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1.2 MiREEFIEFREINE

WAL 12h #fkm, BB MK, AEEN
w8 CX-4 B34 AT E & FE & B (total choles
terol, TC) «H & = B (triglyceride, TG) « & & E J§ &
¥l fE [ B (high density lipoprotein cholesterol, HDLC)
F{R % E 5 & & B2 & B (low density lipoprotein choles
terol, LDLC) & F. F%E % E CX-9 B3 41X
KA G ST A W B AL C R R G AT, i)
7 %= EORION =&, & F X B AFRME, 119
o MR ER A BT, B oL MK, Fl H AR SYSMEX-CAS0
A i BN 3% PR Clauss 3 M| = 1 3¢ 4F 4 & & JR A -F,
A 7| 4 # [E DADE BEHRING 7= &, i & & B + 34 2\
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f& il 3 [E AT L HDI 3000 2 % & #1488 & T 12 0,
HELIE 7.5~ 10 MHzo #9037 34 fik, B3R &
Zh fikcH 10 3% 20 mm A1 5 3 fik - X AL B3 10 mm 3
WEhfk. T 30 fik Ja BE 4E 31 3 A I B # 3h B 4 A 4
PR, BEFAR R A A RANEUR K E—F K
& Z (intima-media thickness, IMT) . E #1ll & H# 1T &
I 638 AR, L3 U 4E HA o U 4 18 | £F TR A i O 4
R EA A 55 BUE MR 5 5 5% it 4 4
IR 4K F Crouse 77 %, 3R K1t 4 Fa pE 3k & 4
T BOX AN A oh fk 4E
1.4 ZitZaeiE

J2 A SPSS10 %t # AT KB AL B, $IE L« £
R, AT HE MM A ESAAE S F T P
<0.05 HERBREFH.
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2.1 FEMEMMBEE—MERAILLE

X R AE RS FNPE N S ISR LA = R R R
PEo SV EIS 1 G AT AT 2H 0 4 s BT 9K R K 38
SEEHTHEBA(P< 0.01) . 2MEHS LS T 18
PR (P< 0.05) . IMAGAKF 3 4IA) 2 7 Jo W & 1
(%1, Table 1) .
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Table 1. Comparison of variables among age, blood pressure

and lipid in patients with cerebral infarction

& Xt R 41 Stk g

n 36 33 34
EA (years) 6618 68 +11 7017
e K (mm Hg) 13219 155 126° 153 £27°
F#F5KE (mm Hg) 78 6 90%£11° 84x11®
Jik . (mmol/ L) 54+8 66 120° 66 £20°
TC (mmol/L) 4.947+0.78 5.16 £1.25 5. 11%1. 16
TG (mmol/L) 1.4310.69 2.06£2.20 1.55%0.67
HDLC (mmol/L)  1.38%0.34 1.20%0. 35 1.2610.36
LDLC (mmol/L)  3.010.82 3.07£1. 19 3.11%0.91

a: P<0.01, 5XBAIELE; b: P< 0.05, 5EMEAHE.

2.2 FEEHCRNER. FHEERRKEMDE
Pk B AR L5 FNIh BE R 2L EE

SV IMIE hs CRP R B 00 B 2H A4S 1 28 1%
& (P< 0.01): @A AN S, HERTEE
P (P> 0.05) « BEAXIA Fg WZH BT 21E
Hrmerd H3HdmMER LR EMSE (P B>
0.05) o SPEFIEPENNFEIEA IMT LT HRZH3E (P
< 0.01); @MH MT KTatd, HERTEENH
(P> 0.05) . 12HHBEH R T KT 2 AR IR
H (P< 0.01); 2HEABEH LT BIAK T X HRA,
HESLEEYE (P> 0.05) . 75K A 1 i 75 5 78
X REZH | 2t AN M AR IR B A, A8 12 2H Eh X R 4
B (P< 0.05); M atEdl 5@t am =R LR
PE(P> 0.05) « 748 8AE X B St 2R 18
AR RIS, 18 A LT RS (P< 0.05); &
5L ZER(P> 0.05) (£ 2, Table 2) .
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R2 HEREREETNIBEELFNNERNTES CRE
EO FAEARMRENLE(x £5)

Table 2. Comparison of variables among hs CRP, Fg concemr
trations, and changes in the construction and function of

carotid atherosclerosis in patients with cerebral infarction

EE R X BH SR 18 H:4H
IMT( mm) 0.97%0.18 1.66%0.56" 1.78t0.77"
BEHLE T4 (mm) 3.71£1.35 4.68%2.98 8. 655, 76
BEPUR A % 16. 67% 72.72%" 70. 59%"
Vd (an/s) 18.6%5.1  16.8%8.4 14.9%5.0*
AR R 0.6410.06 0.68%0.10 0.70=0. 08"
hs CRP (mg/L) 1.66X1.17 19.54137.96" 4.01%7.22¢
hs CRP 95% T {535 1.24~ 2.08 4.52~ 34.56  1.41~ 6.62
Fg (g/L) 3.050.84 3.37x1.16  3.31%0.98

a: P< 0.05, b: P<0.01, 5XMHLLE; ¢ P<0.05 d: P<O.
01, 524,
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24 9 HIABLH hs CRP< 3mg/L, 6~ 8h hs
CRP ¥R FERIEIE N, 48~ 72 h I F| &%, Hodr 1 4
¢ hs CRP WK E 4 193. 2 mg/ L, ABilf hs CRP 2.
32 mg/ L, CT ESE A K HIAR IRE AL
2.4 B CRNEBMNAEEZEEERESIRKE
ESEES PR

53 Al AMLIE hs CRP (y1) 5 M3 Fg (y2) WRFEAE
R, DO Ik &F 7% k& TC TG HDLC.
LDLC.IMT.TPS.Vs M /jfa ¥ fE N B L & 1T 2
T A H M. 45 R K, M3 hs CRP 5 Fg #
TPS IEAHR, 5 /1 8 AH oG MK Fg WRE S
HDLC ¥ B 5 AHI( 55 3, Table 3) .
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Table 3. The multiple regression stepwise analysis of hs- CRP,

Fg concentrations withcorrelative factors

T HAR B{H I P A
Hs CRP EWAE R 0. 696 4.425 0. 000
(y1) fAYEAIE 0. 403 2.649 0.015
BEHL R4y 0. 342 2.191 0.042

Fe(y2) HDLC - 0.458 -2.4 0. 024
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AT SN 25 R R AL SR
18P he CRP 5 Fg IR LEXTHRA F- 51, S
HEBIEH hs CRP Z57H BE M, T Fg AU,
53CHR[ 4, 6] HOEARFF. 48 FATH 7969 hs CRP 3h)
AV, BEKIH 6~ 8 h hs CRP Ik & i3 18 jin, 48
~ T2 h kB E I, 5 hs CRP B M S F A 1 57
PER o STHR[ 7] $RIE, hse CRP & & 5 B 14 fivg A5
FEH R A R IEF % . CRP 784 /AR 3 ik i 5 IE 52
[P)3eE OSB3 P MLV 5 B R IR NI 2 £, 7RO UL
HEEE R IET AM 4 58, 2R IEA hs
CRP 95% W] {5 VL 7E 4. 52~ 34. 56 mg/ L, 1IE# {H7E
3mg/LULF. HHEBIANUWER hs CRP KB 3
me/ L, HEBR 5142 CRP 3 & 1 8 98 M, 1o B
AP IR T, B R S O i I R RE . E
T i U A U B A 1 H LA CRP 7E 3 ik 36 A
AHE I H BRI AN TR N, %o T A7 1E 3l ok 345 4 ff
I3, hs CRP K R EE G52 EA R TG
HIWT I B 474845 ° 1 . hs CRP & —Fh R AEFE bR, HiK
-5 AR B K il 3 ok A0 A FE 2 ik 5 1 B A PR A7 7E
0y 2 1A B R AR S

AR AR BBk FERE AL & MR SR IR T30
iR TR o SR B B ) ok A, ik R 8 PR AOE OB AY
S AT SN A o B A A
6T g, o3 A JEH 2 WF I8 2 S2 S 1 Pk
T 230 B P2 I8 2 1 5 S B TR 4% 98 R S I % B0 ik B A
TR 1) R AR 55 0 s 30 ok o A s 4 B e 1) 8 506 Rl
e, it A RER AR REN RS S.
ARG R I, S B A T £ 2 H R 40 461 LY hs
CRP RJEACT 3 mg/ L, M 7RG N IR TH . $om
hs CRP 4 iE 2 % £E 20 0 o ifnL 5 344 1 R A2 R
g BB AR . Torzewski 2510 %% B 5L A B0 ik o A
AL BE R AR A K E 0 CRP YRR, J ] WL K &= i A
KRN AP . CRP R LABE 2 8 i R MA BS
BR. HREEREER AU R TR TR
R, FEREBE 0 LA A CRP R 0E 44 1) S [7) 7%
8, MAEARSZ B IEH DL R X —B %M, Xi
L) i H i KRR B R B, FEAMA R S
o FHZGEE 225 v R FH W7 1A 380 AT Jisk 22 i 7K
Ji o EAITAT CRP £ i 26 1 R A HR AN — AN R IE
(A BE RS, T HL AT e e MRS & R A
W 5| EEBE R, 2 5 25 BT R 24 i 4R o
KA, W ) CRP AT RE -5 845 S A7 1 B s 45 A
NI 33— 20 0 = e afiL 5 o 1 3R A7 1) 98 RE R 47 o

AR R Y hs CRP 5 Fg. BEHLE 14> F1RH
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FH o P S 703 W R I i A 657 97 #5050 ok e A R P
5550 HRAH P800 B B 22 031, (R B R 9 IR o IR BE A 0
B S 388 K, B B kOB A R P O A M 2R A ) 32 R I
&, oo P G I P S BE B N R e 1 ) A
KB ST kB A e A 2 P T
U R B A FE Ak 2 R AR W S MU, T X 4 B8 R 3R
(AR T2/, 2B ik A I 7 30 B KRR B R —Fh )
RN . ALH BB K E A 22 1 0 A I E LA
fabr, &SRR VA FH A FREER T A A B3 2 7
hs- CRP 5 BH /3 ¥ Z0AH 5 1R 7T & 55 ifi 9 25 6L A0 1) BL
T BB (I Fa e g T

AW T i A8 2t 4 he CRP .2 T H 2 5)
AR, IMT 75 S EAFME A TG B W% 7, PEk
BB 2 Sk 4B 10, 3k — 2 4 B Bl
PERIREZE A AR ) E BRI R TR AR e, 5
IMT FIBEH T3 B R RIFEAE Y] hs CRP AR
SEMEBTERIAR IR Z — o ST BEHOAR TR & 1k P R A
PR IO G0 2T 248 M 7 JE P e AR RO B R i 5 H o (R
WisE, fE0E— EHAR W 3, A gk — B A 7 .
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HrHEN 12 % B H 7K fif 2 4t ( The Ubiquitin- Proteasome Proteolytic

System)
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Z & & G 85 K% & 4 (Ubiquitinr proteasome proteolytic system) / 4 #474¢ 52 ( Biochemistry) / B4 4m it

(Eukaryotes) / 2 It & #A( Cell cycle) / A& 14 5 #k ( Embryogenesis) / 48 AL B = ( Apoptosis) / 15 5 %% 5 ( Signal transduc-

tion) / & €1 Jf ( Protein) / A % 7% 7%( Human diseases)
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