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Abstract: Objective: To explore whether transient ischemic attack (TIA) is significantly associated with subsequent
cerebral infarction. Methods: A total of 415 patients were enrolled in this study and were divided into TIA (n = 205)
and control group (n = 210), based on presence or absence of TIA before the ischemic cerebral infarction occurrence.
The cerebral infarct volume and Neurological deficit scores were compared between the two groups. Furthermore, mul-
tiple linear model analysis was conducted to evaluate the impact of TIA on the volume of infarction and Neurological
deficit scores in patients who had TIA before. Results: The volume of cerebral infarction and Neurological deficit
scores in patients with TIA were significantly lower than those of the control group (P < 0.05). TIA duration, TIA fre-
quency, level of Homocysteine and Hypersensitive C-reactive protein were significantly associated with the volume of
cerebral infarction and Neurological deficit scores (P < 0.05). Conclusion: Prior TIA may have a positive impact on the
cells of brain. The duration and frequency of TIA and level of Homocysteine and Hypersensitive C-reactive protein are
independent risk factors of the volume of cerebral infarction and Neurological deficit scores.

Keywords: Transient Ischemic Attacks; Cerebral Infarction; The Volume of Cerebral Infarction; Homocysteine;
Hypersensitive C-Reactive Protein
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W OE: Hi: SHiHEE MBI & 7F (transient ischemic attack, TIA) S NHEFEIE] A SCPE. Jrde: MR & X
FEFEHT A2 75 A A2 R TIA, CKEFT AR FX G908 TIA AR HEZE, % 2 20 NG RE ZEAAR R RIIG R #h £8 D) Re kb
FEEEVE AT LR RIS SR TIA 3 TIA RAEFRSNFIA] . R AE B S IR 2555 i B SR AR RRURT I PR A 2 Th g
fsEm . Z5%: oK TIA B RN RESE AR FIIG R A2 DR SR AT VT 7 35 B B K T X IR ZH(P < 0.05).  TIA RF4k
WFE] . RAERE. R RER . B C SO R 55 DR 3R 200t i A AL AR AR A PR A 42 D R SRA 1T 7 77 A il 3 5
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6 27 14 i UMLK A (transient ischemic attack, TIA)
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2. MREFE
21 MK

2005 4 3 H~2010 4 10 AR 2B 175 ERik
ZNEMERE G A TIA KAE 2 A SE(TIA 41)205
i, 55 108 45, 2 97 15, s 36~78 %, T35 62.8 +
26 % HIHE: WILE 182 1, KEEEIR 64 ],
i 45 . TG TIA RAE LN EEZEC R ZH)210 1, 55
113 11, 2297 B, s 34~75 %, P 62.1+£22 %,
GIHE: Ak 177 1, BERE 59 1, O IESE 43 .
TR 2EL 975 181 340 4% 5 e i 1 5995 91 962 4 w2 Wbl
PRAHLEAF WS . VERIANG FRIESE J7 T 6 225 (P > 0.05),
W 1.

2.2. NEtmEFHEER AR A

NAFRHER: 1) TIA A EEFE B2 Wi & o
MR BT IR R R IZ WiARAE s 2) il 8 5 38 1 ORI
B AAEAE, B >12h, ZRIARHA TIA K1E, %
BEERE N AR . HEBRbRAE: 1) BEAEARRIAME
IREAE R A s 2) 5185 22 PR AR KL B H AR5

2.3. M g2iEHR

1) WiFEIEARRR A B B TASE 72 h 5 E&
Sf CT, ##E Pullicino J77¥%, Bl JZEmKSH x
KEh < B x n/6, THEMREESE ST kAR,

Table 1. The baselines of the two groups (cases)
% 1. AEBEEZHRAGIR)

A Y AN FOFE
wg w N e BRSO
S s BERR AN
TIAZH 205 108 97 62.8+2.6 182 64 45
ML 210 113 97 62.1+22 177 59 43

2) PR DNREERAIVE 7 BT HT MRS 15d. 30d
SKRH 1995 474 [ o 0L 2 WO IS (AR il R pih
LR BARFEE L bnie) PIHET ML TR, 35
TG FEE 73 NERE(0 73~15 43) (16 43~30 43)F
(30 73~45 7). 18I IR TE A N E BT R IR
I 52 A i CT.

3) WK¥E TIA FFBfE]) 43 A= T4H: <10 min 4H
(71 #) 11~20 min ZH(92 f5)~ >20 min ZH(42 ). 1R
P TIA RAERE N 1 IR, 2~3 IRLAN>3 k4.

2.4, GiESW

THEFR DI 2 (x £ s)&on, ] SPSS
14.0 e AT A AR, TF BRI LL AR
FITKL, P<0.05 Rzl A gt L.

3. &R

1) PELLEAESEMAAFR TIA 41 0.34~21 mP’, P2
7.68 + 0.84 ml*; X 4H 0.38~28.3 ml*, *F- % 11.2 +£0.92
ml’, ZRA G (P <0.05).

2) WA DI REERAR VP> 09T R ARIBIT RS 15
d, 30d, TIA HIF553 78 21 £3, 14+£2, 7+3;
SR N 26+5, 202, 16+3. PILASE N E] ST
R ERA G ERE X (P<0.05), WE2.

3) TIA ¢80 (] 5 fl R AT AR AR S 42 D e 2 4 1
o

L RIR, TIA RFEERS[AIFE 10~20 min AHF, Jix
FEFEARFALE TIA FFZEEF ] <10 min F1>20 min A$##3%)
AN, HRIZERA G R L (P < 0.001). TIA FFEEH
[ <10 min F1>20 min ANBfLCECZE S ogi it s X (P
> 0.05). TIA FFEE7E 10~20 min 41 IHREVE 5
KT TIA FREEHFTA] < 10 min 4LR1>20 min 20, ZH08) 2%
FAE G (P <0.001), {2 TIA 428 A< 10 min
A1 20 min DA E RS ThREVE 0 22 53 LG il 2
B X (P>0.05), VEWE3.

Table 2. Comparison of pre-and post-treatment neurological defi-

cit scor e between the two groups

R 2. ATTAIEAEAHETRERIT S B

VA —
e 1% [T, BTG
5] Bil% HEIT R 15d 304
TIA% 205 21+3° 142 7+3"
X B 2H 210 26+5 20+2 16+3

E: SXTEBAELEE, P <0.05,
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4) TIA RAERE S i FEARAR S A 22 D e 32 401 1%
o

TIA RAEREAE 2~3 WAL SEARFR 4R T i
PR R EART TIA RAE 1 IRP < 0.001 Fil P =
0.022); T RAEIREAE 3 LA B2, HIRESEAARFRA]
P DIREVE 7385 KA 1 IR ZE R B giih 5 (P >
0.05), .3 4.

5) TIA 5 HoAth £ % DX 3228 LA H i 40 ™ 1
FE f s B &5 i R R R AR, AR 5.

DAAR 2 i 5 BE w0 25 Ty i s 4 7 B PR P O DR AR i
(2 LB A 45 SR s, 54 TR ™ &
FREEA RIIK N TIAL W [ BLBEEER (Hey)
H-C )M E E(Hs-CRP). . FKiEs. W& 6.

Table 3. Association of TIA duration with the volume of cerebral
infarction and neurological deficit

R 3 TIA FHERE SRR R RS TIREZIRER

FREET IA) k(¢ LA ML IREDE Sy
<10 min 71 12.18 +2.69 1526 +3.36

11~20 min 92 9.54 +2.07 11.21 £2.07
>20 min 42 8.24+2.32 17.82+3.25

Table 6. Multiple stepwise regression analysis of neurological defi-
cit score asthe dependent variable

6. LIHETEESRRTERBITH AEEENSUESEASH

Table 4. Association of TIA frequency with the volume of cerebral
infarction and neurological deficit

R4 TIARIERB SRR R AHZIREFIRER

RAEREL 1% FEGEARFA =iy
1 65 1228 +£2.55 17.78 + 3.46

2-3 86 8.75 +2.60 16.11+£2.87
>3k 54 12.15+2.36 17.12+3.45

Table5. Theinfluencing factor s assignment

=5 ERWEARBERLR

AlSES WARL 752
]| 0=%,1=%
TIAS 0=15,1= &
R A s 0=15,1= &
TR S 0= %,1= &

R I 5 0= %, 1=

PRI 52 0=%,1= 2
ik 0=7,1=#&
P73 0= 1,1= &
Hey 0= 1E%,1=Jt&
Hs-CRP 0= 1%, 1= JI&
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Eiztan OR{H 95%CI P{H
TIA 2313 1.332~4.016 0.003
W JGH 3.167 1.851~5.417 0.000
Hey 1.531 1.074~2.183 0.019
Hs-CRP 1.334 1.150~1.547 0.000
i 2.175 1.049~4.511 0.037
FIG sk 1.836 1.261~2.359 0.003
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