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Abstract Objective To investigate the expression of KLF2 mRNA in peripheral blood mononuclear cells, and its correlation with
concentration of TNF — « and IL — 6 in patients with acute cerebral infarction,to primarily discuss the role of KLF2 in ischemical injury of
acute cerebral infarction. Methods The expression of KLF2 mRNA in peripheral blood mononuclear cells in 45 cases of acute cerebral
infarction were examined by real — time quantitative reverse transcription ploymerse chain reaction (RT — PCR). The concentration of TNF
-« and IL - 6 in serum were examined by enzyme linked immunosorbent assay ( ELISA). They were divided into two groups by different
periods (1 -3 days and 10 — 14 days) and divided into lacunar CI group (20 cases) ,small size group(15 cases) and large size group (10
cases) . Fourty — five cases of health people were regard as control group. Each group was compared with control group between KLF2 mR-
NA,TNF - « and IL - 6. Results The expression of KLF2 mRNA in control group was higher than acute phase group and recovery phase
group. The expression of KLF2 mRNA in recovery phase group was higher than acute phase group,and the difference was significant( P <
0.05). The serum levels of TNF — o and IL — 6 in acute phase group were higher than recovery phase group,and they in recovery group

were also higher than control group,and the difference was significant( P <0.05). The more cerebral infarct size, the lower KLF2 mRNA
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expression level. Conclusion The expression of KLF2 mRNA decreases. There was negative correlation between with the concentration

of TNF — « and IL —6. It possibly plays a role in the pathogenesis of acute cerebral infarction through exerting inflammation injury.
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WESE L MRE T A #9256, Lot 20 ), 4R 7 40 ~ 75
(61.2 £11.3) % HeBR & I 8 1 SOBE PRI B8 &, % 2 Oy
AR 45 ), Horh B vk 24 ), Lotk 21 ), R AR 44 ~ 75
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@ T B SE 41 - 10 491, 45 5E K 181 BL > 3em” 5 @)/ 17 AR A SE
2015 ), IR FE L AL 1.5 ~ 3. 0em® ; ) I M figi 4 B 2 - 20
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i H X HE 21 i A% 3 4 P

Yk /AP (n) 24/21 25/20 0.832
(%) 62.6+10.7  61.2«11.3 0.523
25 BE (mmol/L)  4.86 £0.63  4.75+0.54 0.514
TC( mmol/L) 4.61£0.23  4.70£0.30 0.347
TG (mmol/L) 1.51£0.03  1.52+0.07 0.687
LDL - C(mmol/L) 2.21%0.42  2.51+0.72 0.632
HDL - C(mmol/L) 1.40 £0.32  1.25+0.24 0.724
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Pearson FLZEHI /T, TH B BER A X 6%, L P <0.05 N
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%2 %4 KLF2 mRNA Rik/KkFER IL -6,
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205 n KLF2 mRNA  IL-6(pg/L) TNF -a(pg/L)
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axUUBE 5T s BLOKLF2 | LU R OE Ak R T 2
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FAREFE T F - Ta(HIF - To) (3235, WA 0] %
JiE K SE AR L 8O 4T A 4
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RMRZA . WFSE S 8 TNF — o 76 I A 5E B 3% 1l 35 P
FRKT T xR R A R TL -6 fE
Ry — o EE ) S PR, A R AR AT X R e Il > B A 1Y
B IA, Houl AE S 5 B B e 22 4 U 4k ok
B3t WRSE A B, R A /AN BRI 8 A 5 v il 4 L
BRI 51 KLF2 63588 i, 48 R 0% 8 51 2 KLF2 f)
FIRHE Y B H R B Ak I W TNF - o
IL - 63k B 7H 5 (0 KLF2 mRNA 28 3k 7K F &AL, % &
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FEMLW P Y KLF2, [N f7 40 g v KLF2 GE 41l IL -
18 TNF — o )30 512 B0 P9 Bz 40 3% Ak o i g A6
HONR S HH 9 0E B2 BE I %, R AR I B /b, X KLF2
A0 I /E FH 55, KLF2 mRNA £ KFE & WFoE
FWATE N R 4 R A 7 TNF - o i@ it NF - kB
) KLF2 % 53805 70 U420 i 5% 38 7 2 (MEF2) 7]
FH KLF2 g3k . TPk &2 ) KLF2 mRNA ik
KAV S8 W B R, 1T RE 5 H AR K0 HT A AR R
AX.

25 bR, A JE 5 KLF2 mRNA 2 3k K F B
1%, B 5 M3 TNF — o IL — 6 [ 9 BE A7 78 A 6 1,
T B T 2 A T e IR A B 4 46 T S I 7 i A B &
A — WVE BB AARNLENAT FF i — 25 .
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