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[ Abstract ] Objective To observe the clinical effect of urinarykallid on acute cerebral infarction, to investigate the
impact on serum inflammatory cytokines levels and hemorheology. Methods A total of 106 patients with acute cerebral infarction
were selected in Hanyang Hospital of Wuhan from April 2013 to April 2015, and they were randomly divided into control group
and treatment group, each of 53 cases. Patients of control group received basic treatment, while patients of treatment group
received extra urinarykallid injection; both groups treated for 14 days. Clinical effect, ADL score, neural function defect score,
serum levels of hs-CRP, TNF-a and NT-proBNP, hemodynamic index (including plasma viscosity, haematocrit and whole high
— shear blood viscosity) before and after treatment were compared, and the incidence of adverse reactions was observed.
Results The clinical effect of treatment group was statistically significantly better than that of control group (u =2.932, P =
0.003). No statistically significant differences of ADL score or neural function defect score was found between the two groups
before treatment (P >0.05); after treatment, ADL score of treatment group was statistically significantly higher than that of
control group, while neural function defect score of treatment group was statistically significantly lower than that of control group

(P<0.05). No statistically significant differences of serum level of hs-CRP, TNF-a or NT-proBNP was found between the two
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groups before treatment (P >0.05), while serum levels of hs-CRP, TNF-a and NT-proBNP of treatment group were statistically

significantly lower than those of control group after treatment (P < 0.05). No statistically significant differences of plasma

viscosity, haematocrit or whole high — shear blood viscosity was found between the two groups before treatment (P >0.05),

while plasma viscosity, haematocrit and whole high — shear blood viscosity of treatment were statistically significantly lower than

those of control group after treatment (P <0.05). No one of the two group occurred any obvious adverse reactions during

treatment. Conclusion Urinarykallid has certain clinical effect in treating acute cerebral infarction, can effectively improve the

ability of daily living, neural function and hemodynamic index, reduce the serum levels of inflammatory cytokines

and NT-proBNP.
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Table I Comparison of general information between the two groups
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Brain infarction; Urokallikrein; Treatment outcome; Chemokines; Hemorheology
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Table 2 Comparison of clinical effect between the two groups
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Table 3  Comparison of ADL score and neural function defect score between

the two groups before and after treatment
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NT-proBNP between the two groups before and after treatment
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Table 5 Comparison of hemodynamic index between the two groups before
and after treatment
M (mPa - 5) LA (% ) 2 MEYIHE (mPa - 5)
v I ) W AR i R I
MBS 53 1.93:0.28 1.87:0.25 0.50£0.14 0.47£0.13 5.59:1.05 5.43¢1.13
BPA 53 197024 1.59+0.13* 0.54£0.12 0.35£0.10* 5.47£1.17 4.28+0.92*
tfif 0.790 7.234 1.579 5.326 0.556 5.745
P >0.05 <0.05 >0.05 <0.05 >0.05 <0.05

T SIRYTHTILEL, P <0.05

2.5 AR PABEIRTTIIEIR KAV A R
fi@@
3 3tig

VPR A i — b eEy UL R A A8, R A
TPERIREE S o BRI AE B sl kAl A R
H AL PR E , ERAEAE R B, BN ST L
o Jo Lt o~ Iy B PO IR B XA A, H L IR BE X
i 2 e S ke . HL PR RESE 4 ale O, RO > 5 A AT A N S
P 5 HAEIE M2 TT, (H H BT S0m: I e 28 14 i 1)
KRB i R 58 4 BT

JCH yEAR R —Fh 22 IR FUK AR, SO H AR
JIRIGEE ,  BE B HEE T Ik D e v 7 A ELA I TG AR
FEROTR ™ o T 8 A T 5 e 2 A 5 e TS5 T4 i 97
R - BRI M —E AL A - RBEIR R 1 S5 {5 5 i,
il & TIZ A AR N, e 22 T A {0 i 4 SR P
ARZSTR Ao G I 5 0 45 ke 362, E— 2B AR AP Bt il 41 41
JUHf ORI SR F o 5 1 DRV B IR ) 4 2 RS
HTR, PASEE NG, BETE I 3% oK fig Ik
J5, RO B AR TR BOIR, 5 B UK SZ (A
HEGIFROE Z M E S, NI 45 145 &7 46 )5 35 1
I, SV B, BRAE ST AT R
WoR, WRITHBF G AT R T X IR, R WU Hi ve bk
TRYT IAHEBE I I PRIT 20 V1. JRYT AT 2H 835 ADL ¥
I3 MR 2 D RESAS R BEPE AR R JC 22 5, 1Y e iR T 418
H ADL PEJ3 5 T X1 B2, P2 O R Sl 400 7 B PF 20 I T
XFRREH 3 $ 78 JU By ve MRAT A 008 R IR B S8 A 1 H 8 A
IHRET), WGE 2D REHRIE O

AlmROTIE s, RVEH 5 IS8 H & A K e J
Wijg X 2% ¢ i EME ( C-reactive protein ,
CRP) J&—Fh 2t A E, AL SZ 3L sl 2 2
AP AR BT, TNF-oo J&— i piy 155 0 200 it 2042 240
A A e AR T o g RS R SR A R R
SPERE B LI hs-CRP, TNF-a/KF- B 8 & T IE %
@4, Hipyrha | 85 E (A (| JC 25 5 o AWFSE
25K WOR, 6T I P 4L R LT hs-CRP . TNF-o
NT-proBNPZK - [i1] TG 22 S, VA 97 J5 167 4 1fiL 7 hs-CRP
TNF-o, NT-proBNP7K - 345 T % B4 3 3R WA JC i 58 Ak



- 28 - PJCCPVD  January 2016, Vol, 24 No. 1

http: //www. syxnf. net

AT R AV 2 i A 6 R 3 00 37 % P X F B NT-proBNP
KV, 5 EARBEREE R

BIGRAFFE B, I /NH SR | IV 20 8 2 48 i
0% 2 Jk oA AR S A L R i i 5 R 2 A A ) 2 5 30 2 41
RER AR BRAT | B R MV AN A2, DA AR 11
R, WASEAERMILH &AL . AU R T
N, RITHTPALR G MR BT . AN LA . A Yl
FHEE G2 5, IRIT R IRIT 4L MM B . 4 kb
25, Al YIS BE AR T X A AL s B0 I v RBE A K
FEAR SIS0 R I M2 R . A be 2 . 2l
VIZHEE, MOGERAZUNT, MIEGE R HE G . AR
BHYAREAEWH BRI, HEAVFEEARER /N, I7
R, TR Z5ie v R —E T, HEILA feit—2
WFFEUESE

ZELRTIR, JUEG s MTARYT 2O IR S R A I R
Y], BEASGERE N HFAETGRE ) . METEE X
MR AR 2EFe bR, FRAK IS % 1% 7 X NT-proBNP /K -,
THAR I R4

AEH TR R BAT SRt 5k, TR E &
BB L, RLFATLENF; PRFBFTLH ST
. AL KR BT REEA AT,

AXRA HF R,
5% 3k

[1] Nomura T, Kusaba T, Kodama N, et al. Clinical characteristics of
silent myocardial ischemia diagnosed with adenosine stress 99mTec —
tetrofosmin myocardial scintigraphy in Japanese patients with acute
cerebral infarction [J]. Heart Vessels, 2013, 28 (1). 27 -33.

[2] fhoker, JALLEE . HORRZiasr SPEEESEIR R4 (1], e
BE2y, 2012, 34 (12). 1854 —1855.

[3] B3, #ef, Wik, 5 SNBSS E LETgEE o,
D - “RAK G BRI BE SRR [T]. AR E

BE2pdeik, 2012, 11 (3): 266 -268.

(4] WetE, SR%4%E, MRE, . SO RIRT S ISE B35 1Y
PR e ()] PEEAE S ARE, 2012, 32 (19): 4137
-4139.

(5] Xun, XBEA, kPP, 5. 2MMEBEREITER [J]. PR
4RLEE, 2011, 14 (8) . 825 -829.

(6] rhAeEEF o 4 [ 5 DU NG I A 27 AR 22080 . 2% 2 I 58 2 0 12 1
O[], ImPRZEAE, 1988, 29 (8): 367 -368.

(7] BRIESE . M7 v 0 1 PRI 22 3 AR B 2 BE TP b B s R Y7 4K
WorbsuE (1995) [J]. spAEmaRle, 199, 29 (6): 381
-382.

[ 8] Tamareille S, Achour H, Amirian J, et al. Left ventricular
unloading before reperfusion reduces endothelin — 1 release and
calcium overload in porcine myocardial infarction [ J]. J Thorac
Cardiovasc Surg, 2008, 136 (2). 343 -351.

(9] Eze, ikip, #o, 5. JCHEAMIGYT 2 MIRESE Y I RYT800
g [J]. PEMERMPRIE, 2010, 36 (10): 627 -629.
[10] FWiEE, AR, XV, % JUsh e ARG 7 S I S8 Y i R
FROEAME [1]. IiREEZy, 2013, 53 (5): 79 -80.

(11] FLAERC . Jos s AR YT S bE AR SE 90 1) [J]. w250k,
2012, 21 (17); 92 -93.

[12] PR, SPERRESE A miE D - R R C - O
HAKPREM B RRE S (1] BiER, 2011, 26 (3): 202
-203.

[13] ZBHEED. ACI R H [ hs-CRP, L6, TL-8, TNF-a/K 3 & 43
#r [J]. WiZEEEZS, 2011, 51 (3): 83 -84.

(14] B, WRAEKE, KT, & SIS SR YT AT M
Hey Fiths-CRPAG I 1 R 75 SC [T, WSt g s 2% a5, 2007,
20 (5): 458 -460.

(15] ZEiEfm, AREM. b RO T 2 o A 58 8 2% I B0 8 27
RosZmg [J]. sEZ 5, 2010, 21 (4). 354 -356.

(ks H. 2015 -09 -23; &R HI. 2016 -01 - 10)
(AR SCHlE . B

( L5 19 51)

[15] Niccoli G, Kharbanda RK, Crea F, et al. No — reflow: again
prevention is better than treatment [ J]. Eur Heart J, 2010, 31
(20): 2449 -2455.

[16 ] Ahn SG, Choi HH, Lee JH, et al. The impact of initial and
residual thrombus burden on the no — reflow phenomenon in patients
with ST — segment elevation myocardial infarction [J]. Coron Artery
Dis, 2015, 26 (3). 245 -253.

[17] Boghdady A, Elbadry MIL Comparison of Successful Myocardial
Reperfusion and Adverse Events in Patients With ST — Elevation
Myocardial Infarction Who Underwent Rescue Percutaneous Coronary
Intervention After Failed Fibrinolytic Therapy With Versus Without
Manual Coronary Thrombus Aspiration [J]. Am J Cardiol, 2015,
26 (3): 245 -253.

[18] Zhou SS, Tian F, Chen YD, et al. Combination therapy reduces
the incidence of no — reflow after primary per — cutaneous coronary
intervention in patients with ST — segment elevation acute myocardial

infarction [J]. J Geriatr Cardiol, 2015, 12 (2). 135 -142.

[19] Toth PP, McCullough PA, Wegner MS, et al. Lipoprotein —
associated phospholipase A2: role in atherosclerosis and utility as a
cardiovascular biomarker [ J]. Expert Rev Cardiovasc Ther, 2010,
8 (3). 425 -438.

[20 ] Caslake MJ, Packard CJ, Suckling KE, et al. Lipoprotein —
associated phospholipase A (2 ), platelet — activating factor
acetylhydrolase: a potential new risk factor for coronary artery
disease [J]. Atherosclerosis, 2000, 150 (2): 413 -419.

[21] Maiolino G, Pedon L, Cesari M, et al. Lipoprotein — associated
phospholipase A2 activity predicts cardiovascular events in high risk
coronary artery disease patients [ J ]. PLoS One, 2012, 7
(10); e48171.

[22] Corsetti JP, Rainwater DL, Moss AJ, et al. High lipoprotein —
associated phospholipase A2 is a risk factor for recurrent coronary
events in postinfarction patients [ J]. Clin Chem, 2006, 52 (7):
1331 - 1338.

(ks H . 2015 -10 -23; &I H]. 2016 -01 -14)
(A% R IE)



