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Correlation analysis of GALNT2 gene promoter region methylation and acute cerebral infarction GUO Dan,LIU
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sity of Science and Technology , Baotou 014010, China )

Abstract: Objective To investigate the correlation between methylation in the promoter region of n-acetylgalase 2
(GALNT2) gene and acute cerebral infarction. Methods 84 patients with acute cerebral infarction and 90 patients with
non-acute cerebral infarction who visited our department at the same time were selected. The methylation of GALNT2 gene
promoter region in patients with acute cerebral infarction and non-acute cerebral infarction were detected by experiments and
the correlation between methylation and risk factors of cerebral infarction was also detected. Results The positive methyla-
tion rate of GALNT2 gene promoter in the acute cerebral infarction group was significantly higher than that in the control group
(P <0.01) ,which was positively correlated with the positive methylation rate of GALNT2 gene promoter (r =0.263,P <
0.01) ,and was an independent risk factor for the onset of acute cerebral infarction (OR =2.346,95% CI 1.160 ~4.743 P <

0.05). Conclusion The change of hypermethylated state of GALNT2 gene promoler may cause the occurrence of acute cere-

bral infarction,which can provide a good foundation for gene prevention and treatment of acute cerebral infarction.
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1.3 Geitsasrtr SR SPSS 20. 0 R 4F (%)
B AT IR A AT o THEVORSR IR + iR
HEDE (y +5) 7R, WAL 2 A LB R A ST B ¢ H
B0 THECFORER PR (F ) 416534 B x* K,
FhFEHR A9 FHSEAE 53 M R HH Pearson Z& 14 4 5 43 A1 1k
Spearman FRAHFE M HT. 2 R 70 Ak Logistic [l
530 B ARG 7 b P <0.05 W RT A2 A 2
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45 (r=0.259,P =0.001) .GALNT2 2[R Bz FH
FALBRPERS B (r = 0. 263, P =0. 000) 224 1EAH G
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F 1 fRGIEFN TR ER— A% TR G R SE I e FRRT e
LD il (n =84) XFHRZH (n =90) % P
SR () 61.64 £11.25 63.32£11.85 -0.96 0.34
(B %) 48: 36 40: 50 2.8 0.094
il G A7) 45: 39 18: 72 21.2 0.000" "
P (R &) 17 67 8: 82 4.55 0.033"
Wi & ( mmHg ) 146.43 +21.01 136. 04 £20.70 3.28 0.001 *
&9k (mmHg) 85.05 £12.43 80.97 £9.98 3.4 0.018*
25 i IMiBE ( mmol /L) 6.61 £3.42 5.83+£1.88 1.88 0.062
TG (mmol/L.) 1.88+1.14 1.89 £1.55 ~0.05 0.960
TC(mmol/T.) 4.54+1.19 4.80 £1.27 ~1.41 0.162
LDL-C( mmol/L) 2.85+0.99 2.89 £0.95 -0.32 0.753
HDIL-C (mmol/T.) 1.15+0.30 1.35+0.41 ~3.46 0.001°*
S 14 A5 %k B4R L35 % P <0.05, % % P <0.01

®2 ROBSWREA—RIRLIGASEEIER . CALNT BRBZFXRELMEXES

Bzt JaBILL (n=84) XtHRZL (n =90) r P
B () 61.64 +11.25 63.32 +11.85 -0.073 0.340
PRI (B %) 48: 36 40: 50 0.127 0.095
MR ) 45: 39 18: 72 0.349 0.000" "
P (R 7)) 17: 67 8: 82 0.162 0.033"
Y45 i (mmHg) 146.43 +21.01 136.04 +20.70 0.259 0.001 "
#F 7k E (mmHg) 85.05 +12.43 80.97 +9.98 0.149 0.050
25 16 I3 ( mmol /L) 6.61 £3.42 5.83 +1.88 0.147 0.053
TG ( mmol/L) 1.88+1.14 1.89 £1.55 0.091 0.233
TC( mmol/I.) 4.54£1.19 4.80 £1.27 -0.107 0.162
LDL-C( mmol/L) 2.85 +0.99 2.89 +£0.95 -0.024 0.753
HDL-C( mmol/L) 1.15 +0.30 1.35+0.41 -0.255 0.001**
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GALNT2 2.346 1.160 ~4.743 0.018
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