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WME:. BN WEARLRHKEC-AEE?H (hs—CRP) 45 5#RERELG X EZ, Hix @R
2014 1 A —2016 5F 3 A M A BB HMARERKEH 136 4] &R & FE AR5, BRIBEIANR
B, A% 48 F2 72 h JG 09 hs—CRP K- P o ARSI S a e H St 54, HARE L5 L A RIS A
B BEE LA, VAR R LR RS R R TR, e RIEAR . NIRRT GG £ B B 5 T A A Z S A5 RE S (NHISS ),
KA BB E SR A, KA Logistics ®ASAT, ik & I hs—CRP # 4 A & 2t b foide 5
B RE, R OAFRBEF, 36.8%(50/136 ) HIBIEERRARIL, 34.6%(47/136) $HIL hs—CRP #F4:H
B HRMEE hs—CRP HEAHM R A EH 54.0%(27/50), & TFAESIELE 23.3%(20/86) (P <0.05), %
B % Logistic BIAS#LEREN, MEhmE . ZBHm . b mieit S A EH B h—CRP HEI 0% m
HZ& (P <0.05), =M A, NFE 9 NHISS 34, K. hs—CRP #3471 &2 & 4 I3t b I A% 58 69 %
s B & (P <0.05), %8 #HBEMEELS hs—CRP H4 I 5 H £, 2R MHIRARIL S H 0 o iF hs—CRP K-
&
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Correlation study between sustained increase of hs-CRP and
progressive cerebral infarction

Hong-ling Ouyang, Yao-yu Tian, Chun-xue Hao
(Department of Neurology, Qianxinan People’s Hospital, Xingyi, Guizhou 562400, China)

Abstract: Objective To investigate the correlation between sustained increase of hypersensitive C-reactive
protein (hs-CRP) and progressive cerebral infarction. Methods A total of 136 patients with acute cerebral
infarction from January 2014 to March 2016 were enrolled for the study and divided into sustained increase group
and non-sustained increase group according to the level of hs-CRP at admission, 48 and 72 hours after onset. And
they were divided into progressive group and non-progressive group according to whether progressive cerebral
infarction occurred. Baseline data, clinical indicators, National Institute of Health Stroke Scale (NIHSS) score at
admission, fever and carotid artery stenosis were compared among the groups. Multivariate logistic regression
analysis was performed to screen out the factors related to hs-CRP sustained growth and progressive cerebral
infarction. Results In all patients, progressive cerebral infarction occurred in 50 cases (36.8%) and hs-CRP
sustained growth occurred in 47 cases (34.6%). The incidence of hs-CRP sustained growth in the progressive group
was 54.0% (27/50), which was significantly higher than 23.3% (20/86) in the non-progressive group (P < 0.05).
Multivariate logistic regression analysis showed that the history of diabetes, triglyceride (TG) and blood WBC
count were the influencing factors for hs-CRP sustained growth (P < 0.05). Fasting plasma glucose, NHISS
score, fever and sustained growth of hs-CRP were the influencing factors for progressive cerebral infarction
(P < 0.05). Conclusions Progressive cerebral infarction is related to sustained increase of hs-CRP. The serum level
of hs-CRP is significantly increased in the patients with progressive cerebral infarction.
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A5 BT A JE] L 04 98 RE S 4 B 9 R 52 0y 7 3 g 1k
A58 BE (1 o ik B R EE AR Y G- O AR
( C—reactive protein, CRP ) SE— P HFIE A R Ak
PEA T, PR b 38 SR G 98 2 L s R A
BE - MEHA ( hypersensitive C—reactive protein,
hs—CRP ), & HAG I A AT SERRRE . i J 1k M A A E A2
HHY hs—CRP 2 W& Th, (EHAFE T} i i PR R A
FERD . ARG BFEHETT hs—CRP 5 3F Pk i 45 5T i
HHIRR SN R, WK IES ARG, Bk
STER/(1

1 #wBREFE
1.1 —HR&ER

PEHL 2014 45 1 H 2016 4F 3 H SN B 76 R M
N R B BEYIR I 136 51 20t i 1 58 £ 25 4 R T 5% %
%o Hrp, B 74 5], Lotk 62 fi, 4Fil 45 ~ 88 %7,
) (65.4+13.3) %, IARRE . OFFE 1996 44
T i L5 2 AR S WG 3 B A AT 2 Wb ', JF 2k
fiii CT 3% MRI S5 5245 AR AT UESE ; @06 20 h PIABE 3
QG IRGORL e 5 HEBRARME - ORETE K& 2B i 2tk
il Aer, 35 A T E LT RE B ; @ ABEE R
WEAE ; QFRITEMIF. B AR5
SURMEE ;@I 1A A IR s miln s &
FENGIRE | G498 A H AL 2 RGN . AT A E
SEARERAE RN, Bl PR RS HZS B S

1.2 Fik
121 S EiArfERA s SRR A s

AN AR ™, B R 72 h IR B 1A T
Wi g 4 A 2 A i R VY, AR E R A AR L
TNhGz 3, PAREBUKE . IRERE 8l b i 4 ] — 5
A= 24N, A/ 8 S 1B RER A = 3 4 i,
o AL T A R R RS . HE ok
Ve AR E A .

TEABERT . LWiJe 48 F1 72 h, A BE R
LA 5 SR8 L A A ML T hs—CRP, 5 &R J5 48 h
A1/ 8% 72 h () hs—CRP /KPR ABE I THi5 = 20%, W
R B hs—CRP H726 T, HOFREET R, HAR
B AR T R A
122 MEIEAE A BE AR REHLEN . 4
Y i L N LTS N £V R L 7 T A D O = (DA S

WER . TEDIR SRS RERE A O ( AR T FR GO
). DD ERE) (LUT PR ER ) SFRERIPOR S, A
Bk i) 5 = HH (total glycerol, TG ) A JHFEEE (total
cholesterol, TC ). %55 N&8 (A MH [FfEE ( high density
lipoprotein cholesterol, HDL-C ). RS R NS A 1 A [
(low density lipoprotein cholesterol, LDL-C ). a3 G e
( fasting plasma glucose, FPG ) FYEE AR ( fibrinogen,
Fib), hs-=CRP. Ifil 4 4il ffd (white blood cell, WBC)
THECAF 6 b B 26 1 [E] 37 A= B #2604 9T 43
( National Institutes of Health Stroke Scale, NIHSS ). £
TCH BT IR, . Sl O A5
1.3 HIEFE

Bl 430K SPSS 19.0 it A, THEBERIL
BB+ i (xxs) FoR, M REEE SN &
BT 2200 5 THPERERIATI 0 e (3R) o, H
X AR, SRAAERAFE D Logistic [FIAHTXF B H
I hs—CRP H725 ey i JR 1 i A5 5 1 52 il R 2% 404 7
fiiiik, P <0.05 2253 AT # R X

2 #R
21 HEASIEHBEMHEEEME hs-CRP KF
2%

E R 5 Ak R R A BT KBRS 48 I
72 h (LT hs—CRP 7K F- Lb e, R H &8 & W H it
225007, 455 . OF R4S AR AR INTE hs-
CRP /KA 25| (F=54.338, P=0.000), ifEHE
AE i R 21 1M1 hs—CRP 7K P55 5 @[] Bk [ A5 1fL ¥
hs—CRP /KA 2 5] (F =10912, P =0.001) ; @3 &
21 5 2 2H 19 I 7S hs—CRP 7K V728 4k #a 4o 22 1)
(F=11.320, P=0.001 ), W5 1.
22 WHEASHSIEFEASHMIGKEREE

PRI IR R RS, 2l x° KE, ZHA45

F1 #HRASIEHRAREEHESMTE hs—CRP 7kF
b (mg/l, x+s)

215 ABERT KT 48h  KJEJE 78 h

A (n=50) 5.55+2.82 7.96+4.88"  8.53+4.88"

JEHEA(n=86) 4.09+220°  4.10+233" 4052217

e 1) H5ABRRILES, P<0.05 5 2) SHFREALILE:, P <0.05

- 119 -



THEBURE R

$27%6

H2EE L (P <0.05), FFEeTada s, Bt
MAEFE L . R KRR TG, TC, FPG. APt
NHISS #F45 Ifi WBC i4m TAERREE A s 2 . W3 2.
23 #HRASFEHEAMNIEREMIELE

PRl R TR I8, Zrak xR, 25H
Gt L (P <0.05), #FJA & R s, b
PRI S, & hs—CRP £5 22 T+ i 19 & 4= % TG,
FPG. A Bt B} NHISS ¥ 4. 1L WBC it % & F
i 9 4, HDL-C K MK T Aok 4. 0 3E 3.
2.4 hs-CRP #F&F 5oy it B4 B 7E 5 0 El &
1% FZEJEEH Logistic BT

PUZ B hs—CRP 72 7Hm (1= TJhm, 0=15)

ot PRI RESE (1= UERE, O=EukE) N Y,
W22 2 A R R 17 2 I FE AR AT Logistic 1115
ST, SIARREN a<0.10, R G IR B L i vk
A, BIMFRER «>0.05, 45HFM, BERIE
BTG FEr . i WBC T R 2 B hs—CRP
PR THESEIN Z (P <0.05), ORfHIE2 ~ 4, &
5 W I, WBC %L [OR =4.007 (95/9%C1:1.528,10.510 )
P =0.005]. FPG JhiE . ABgHt NHISS ¥E43Thim . &,
hs—CRP RFEL T 2 R H I FR e M A A 1) 552 i A
% (P<0.05), ORfH7E 2.9 ~ 4.1, i} hs—CRP #
2% J+ 75 [OR =4.107 (95/%CI:1.554,10.857 ) P=0.004].
W% 4,

®2 FEASEHSEREASENIGRIRLE

FegiTtmdl (n=47) 22 (46.8) 66.0 = 10.6 16 (34.0) 13 (27.7) 33 (70.2) 23 (48.9) 7 (14.9)
T A (n=89) 52 (58.4) 65.1+12.7 33 (37.1) 27 (30.3) 71 (79.8) 24 (27.0) 7(7.9)
i/x’ 18 1.674 0.415 0.123 0.347 1.563 6.564 0.972
PH 0.196 0.679 0.726 0.556 0211 0.010 0.324

FegiTtmdl (n=47) 9 (19.1) 12 (25.5) 1.89+0.83 4.86 +0.92 333+1.05 1.06 +0.51
LT H(n=89) 14 (15.7) 10 (11.2) 1.46 = 0.66 447+ 1.11 3.06 £0.92 1.20£0.36
t/x 18 0.256 4.636 3.299 2.063 1.549 1.859
P 0.613 0.031 0.001 0.041 0.124 0.065

et mdl (n=47) 3.13+£0.90 7.56 +3.37 103+45 8.8+3.4 19 (40.4) 10 (21.3)
ARt m4l(n =89)  3.25+0.81 6.32+1.75 84+3.6 6.9+2.0 18 (20.2) 12 (13.5)
/x4 0.790 2.829 2.846 4.103 6.338 1.378
P 0.431 0.005 0.005 0.000 0.012 0.241

*3 HRASIFHEREANIRKIRLE

HERH (n=50) 25 (50.0) 673+11.3 15 (30.0) 12 (24.0) 33 (66.0) 24 (48.0) 8 (16.0)
R4 (n=86) 49 (57.0) 64.3+12.7 34 (39.5) 28 (32.6) 71 (82.6) 23 (26.7) 6(7.0)
tx A 0.620 1.414 1.247 1.115 4.818 6317 2.788
PH 0.431 0.160 0.264 0.291 0.028 0.012 0.095
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&R3

SR (n=50) 11 (22.0) 11 (22.0) 1.81+0.77 4.81+0.89 3.28 +0.98 1.04 £0.46 3.06 +0.85
b E41(n=86) 12 (14.0) 11 (12.8) 1.49 +0.81 449 +1.18 3.08 + 0.85 1.22+0.40 3.29 +0.93
X’ 8 1.457 1.978 2261 1.685 1252 2347 1.465
P1H 0.227 0.160 0.025 0.094 0213 0.020 0.145

HERL (n=50) 773 +£3.22 11.1+43 83+3.6 21 (42.0) 9 (18.0) 27 (54.0)
4] (n=86) 6.18 +2.01 7.9+3.4 71+18 16 (18.6) 13 (15.1) 20 (23.3)
tx M8 3.462 4741 2.536 8.738 0.194 13.214
P1H 0.000 0.000 0.012 0.003 0.660 0.000

x4 hs-CRP #FEFE i B IEMAEIL N E R £ ERIELKM logistic BASHTSE

hs-CRP HF2EF

BRI L 0.706 0.311 5.154 0.023 2.026 1.101 3.727
TG 1.137 0.430 6.986 0.008 3.116 1.341 7.238
IfiL WBC %t 1.388 0.492 7.959 0.005 4.007 1.528 10510

HE JE M AT E
FPG 1.084 0.436 6.180 0.013 2.956 1.258 6.948
ABERT NHISS B4 0.849 0.257 10.910 0.000 2337 1.412 3.867
KA 1.182 0.466 6.431 0.011 3.260 1.308 8.126
hs—CRP $§£L:T15 1.413 0.496 8.112 0.004 4.107 1.554 10.857

3 i BABERTTHE = 20% 5E X W hs—CRP $54: T, 2559

R, 34.6% SHERGREAE L 4 0] i3 hs-CRP £55:7F
E[ T{é%tﬂyﬁl%ﬁfim}a ﬁ]ﬂl?%t7kilzf%"$|§ﬁ%§ %o %%% LOgiStiC IEUH%*E%%E@ s %ﬁé%i\ TG ﬂ
SIS, R hs-CRP (9 BUSHE B e s s 0 L WO RO IR BEIIL b -CRP FEETH S
CRP KMk, EHARMHL S R iy 0 PR ZBITEIESE. haoCRP SRR

CRP JEHLIAR A — ARk . SR AR B iR

PR RESEA A D P 6 e f, 2 BEIRAG A AP AL RO RAE S
H TSI A CRP, TR e g i o NLH hs—CRP AP TRE; ™ ABRFEWAES:, &8
e L b CRP TS R G, Sk oy VR PEIREIE# LB hs-CRP FELETHR PR
FE 0, PEEME B A T B A 1. 3T EREIFHEM 2.026 fF, MIN 25 " H9E kK, 25
KA hs-CRP AT AR | 7655 14 Ky ORI TG AT, FNBRAASRAED], M T TG
G, FRABR 1 BN hs-CRP KAl MARRAEA TS, LA hs-CRP KT ba—PWV /K
S RPERRAE S # (BT . (AR TRIEADS, R BRI S Ik BEL 1 A
i hs—CRP $522 5 55 E VLA AL 1036 22 e Hopnyy FEAISRME ™ ARBFSEREL, SAEINEESE &2 1 TG K
Rz, FEEFHE Immol/L, hs—CRP 45T 25 RS T 57 3.116

GO 5 48 1/ 5072 h () hs—CRP AP o XBIEEYE " BFSCHRN], APERIATITE #6I0 CRP
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KEHT WBC B, B S A AR B
EWITEA X, B, b, TG /K F & WBC 4
R RIEA X, BUIEAEMBEEE hs—CRP /K-
B

AHFFEIRERT T 2F R PR A A K A B2 R 2
Z &K Logistic [MIH &5 £, FPG THiE . AP
F NHISS #F40 Fhim . &, hs—CRP #5227t 2 &
s ERHE PRI REAE s R R . H A R R AT
SRR IRHLEIR R 4, MR T o LIRS
T, ABEHTHY FPG K T 8k R A 58 & AR 11
MR ", 5AMIEE R HALH P BE I = 1
R AT SEK . BBEERR . M E8 T,
MR AR, MY RAAESEAL R, I HL o
SRR LTI AR, SRR YR, W
TSI RE R E . NHISS 20 K W T i
MHLINRER R T —, HIPPoH S R D BE bt
i, AR R R, TP EE AT
Bl (NHISS PF43 >10 43 ) 2 1 A8 S 9 Ji (1% 5% i
R AR, JEREAEE ABLR B NHISS PF4r
J(11.1243) 45, mTAEERAM (7.9+34) 47,
ABEET ) NHISS Wi, 588 kA i J o i A 4t
B IR B g, DRI o A s B R o 25 D i Bt
FIRKFESE R, T AT E AT R . AT &
U, &R A AR AT R B KU, 5 AR 4G AR
—E " RGN N R AR, £
A Z A ELAE S BURAESE 5 e BREAE , Hoh & 34
AN SRR EE, IR LERMERL, AT A e i 2
5 2 VA A 70s , ELARTR T = T S 80 SR T
o, PRI RS AT P 23 S5, PRGN BE T .
WAk, APIUHIE SRS Z AP, WESTENDORP
S VRIS FBH i SRR SR T R i A v (1 5 )
R, WO R I T BT v REAE B TR Sk Ak
FESE TS o (EAF R, A5 & hs—CRP £F
STt i A A T B AR BT A XU S A E P22 T v )
4.107 fi5. 2B N R 20PE I 58 28 5 Y B hs—CRP
FrekTh i, 4878 RORE SOV W 3, X ] fE ik
PEMA I K A= W B, (HASAIF 5T 1 TR hs—
CRP $F22 T e 2 b R M A A0 e A 1 B BUR I &R
YT CRP J& HAZE R KT, IS M FE S AE i B 22
B, BRI R,

i LAk, dERPERFESES hs—CRP A6, HHE
P N A B 58 3 14 1L hs—CRP 7KF- 155, i hs—CRP
IR ST e Dk P IR REAE & A A IR R 25
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