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[(FWE] HI WEAXREMHEPEEMNAZUELE TRZapatERa 1 (MCP-D KIn8E N K AERKE
F (VEGF) mRNA /KF-RyZFRBAML. Jiik (@R 4E sSD KR 75 B, WHEAIRSSE (N0/0,) B2 A HLIE
BEFEITUE B AHRR i BV R T Sk i P R R 2R R B SRR (n=5) . e ARFIRTE (2
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BURNA 250, 2555415 ¢cDNA, JH SYBRGreen % GSLI E B PCR $E RS E & Wl ikigH 4 b MCP-1 #l VEGF
mRNA 76200 B 35 R R AL S R A A Ak, 259 (D) HIE RIS R (U RATE 2 h, 12 h AYI
Tty BE A A K B TS (P<0.05), EFIEALE 2h, 12 hy 24 h A8 M7 FH v B8 A (0 30 e 20 1 A PR 7K 26
WEFE (P<0.05), SHLE3 A1 EHRM G HEE;  (2) MCP-1 mRNA A28k EREEHEEE 2 h BRI
. 24 hik B, A EHRLE SR R A B SR (P<0.05), 7E2h, 3d A1 AR TR
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[ Abstract] Objective This study was aimed to investigate the expression of monocyte chemoattractant
protein—1 (MCP-1) and vascular endothelial growth factor (VEGF) mRNA in rats with acute methanol poisoning.
Methods Animal models of acute methanol poisoning in rats were duplicated using a plexiglas chamber exposed to a
mixture of N,O/O,. Right atrium venous blood of rats were taken at each time point (2h, 12h, 24h, 3d, 1w),
and gas chromatography was used to determine the methanol concentration of the rat blood (n=35) . Then got brain
tissue to extract total RNA and reverse transcription (n=3) . SYBRGreen real-time PCR was used to monitor the

expression of MCP-1 and VEGF mRNA. Results (1) Resulis of methanol concentration determination: The blood
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methanol concentration of the low—dose group was significantly increased in comparison with that of the saline control
group at 2 h and 12 h time points (P < 0.05) . In the high—dose group, the blood methanol concentration was
increased significantly compared with the low—dose group as well as the saline group at 2 h, 12 h and 24 h time
points (P < 0.05) ; (2) The expression of MCP-1 mRNA: The expression level of MCP-1 were significantly
enhanced along with the time lapse after acute poisoning, and became most severely at 24 h. The expression levels of
MCP-1 have significant differences in groups, of which high—dose group was higher than low—dose group at 2 h, 3
dand 1w (P<0.05); (3) The expression of VEGF mRNA: The expression level of VEGF was significantly
enhanced along with the time lapse after acute poisoning, and became most severely at 24 h. The expression levels of
MCP-1 have significant differences in groups, of which high—dose group was higher than low—dose group at 2 h and
12h (P<0.05) . Conclusion The expression levels of MCP-1 and VEGF mRNA were significantly enhanced,
and the degree of poisoning was apparently related with the dose administered. MCP-1 and VEGF might play the

important roles in the pathogenesis and progression of brain injured.

[ Key words] Monocyte chemoattractant protein—1; Vascular endothelial growth factor; Methanol poisoning;
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Tab. 1 Sequence of specific primers

e i (5-3") T (5'-3) P BE (bp)
MCP-1 AGCACCTTTGAATGTGAACTTG TCTAGTATTCATGGAAGGGAATAGTGTA 196
VEGF TTCAACTATTTATGAGGATGCATCTC GCAGAGCTGAGTGTTAGCAAAAT 179
B —actin AGCCATGTACGTAGCCATCC GCTGTGGTGGTGAAGCTGTA 222

F2 KXEMBEFERE (mg/100 mL)

Tab. 2 The methanol concentrations in rat bloods (mg/100 mL)

il BT B

2h 12h 24 h 3d 18
AP K EH 0.00+£0.00 0.00 £ 0.00 0.00 £ 0.00 0.00 £ 0.00 0.00 £ 0.00
i e 142.30 + 17.99° 72.08 + 10.80 16.97 +3.53 0.00 £ 0.00 0.00 £ 0.00
e 2H 400.98 + 23.03™4 279.08 £9.4174 195.80+ 11.14™4 0.00 £ 0.00 0.00 £ 0.00

5 [RIwh B AR BER K G IRZH L, "P<0.05; SR BHEFIE4 i, AP<0.05.

%3 mE/F MCP-1 mRNA &KX (x=s)
Tab. 3 The expression of MCP-1 mRNA after poisoning (X +5)

&I IH] 5 MCP-1 mRNA k7K -

4 5
2h 12h 24 h 3d 1/
AR K 4 1.00 + 0.00 1.00 = 0.00 1.00 = 0.00 1.00 = 0.00 1.00 = 0.00
(5l 1.68 +0.11° 2.51+0.27 3.99 +0.10" 1.87 +0.02 1.24 £ 0.09"
etk il 231+0.16 3410414 4.41+045 3.44 +0.38" 1.98 +0.06"

SR B AR FER K T BRZH oA, "P< 0.05; SRIBTBHERI R4 L, AP<0.05.

%®4 HEHRFE VEGF mRNA Rix (Xzx5s)
Tab. 4 The exspression of VEGF mRNA after poisoning (X +5)

&) £ VEGF mRNA kK

o 5
2h 12h 24 h 3d 14
sz Eay &t 1.00 + 0.00 1.00 + 0.00 1.00 + 0.00 1.00 + 0.00 1.00 + 0.00
A 295+0.12° 3.08 £ 0.15° 5.97+0.61" 5.11+0.28" 4.99 +0.34°
fogl il 434+026" 470 £0.17" 630+0.21" 5.92+£0.13"4 5.51 £0.03"4

5 R wt B AR FER K G IRZH L, "P<0.05; SR EBHEFIE 4 s, AP<0.05.
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Fig. 1 Comparison of rat blood methanol concentrat-

2 RFAEMSHEREHFAREHE MCP-1mRNA &
%

Fig. 2 Comparison of MCP-1 mRNA expression in
ion in groups

5 RInT B A TR K 4H LA, *P<0.05; 5 Al B a4
HisE, AP<0.05.

groups after poisoning
5t B A B K 4L S, "P< 0.05;5 S[R]I B Bk 4
4z, 4P<0.05.
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Fig. 3 Comparison of VEGF mRNA expression in
groups after poisoning
SR BeA pEE KA LA, "P<0.05; 5EA AL =4
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