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Relationship between macrophage migration inhibitory factor -173G/C single nucleotide poly-
morphism and primary cerebral hemorrhage in Chinese Han population from Hunan Prov-
ince

YUAN Ning, XU Hong-Wet, LIU Xue-Jun. Department of Psychiatry, Brain Hospital of Hunan Province, Changsha 410016, China
Abstract; Objective To study the relationship between macrophage migration inhibitory factor (MIF) -173G/C single nucleotide pol-
ymorphism and primary cerebral hemorrhage (PICH) in Chinese Han population from Hunan Province. Methods The genotypes for
the tested MIF SNPs in 162 PICH patients and 203 control subjects were detected by polymerase chain reaction-restrictive fragment
length polymorphism ( PCR-RFLP) and DNA sequence. Results There existed -173G/C polymorphism of MIF among Chinese Han
population from Hunan Province. No significant differences were observed in genotypes and allele frequencies between PICH patients
and controls for MIF-173G/C polymorphism (P >0.05). However, significantly higher frequencies of C allele and C/X genotype were
confirmed in PICH patients with diabetes mellitus compared to the control subjects and patients without diabetes mellitus (P <0.05).
Conclusions MIF-173G/C polymorphism is not correlated with PICH in Chinese Han people from Hunan Province. Allele G/C may
not be an independent risk factor for PICH.
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1.2.1 3% MIF-173G/C () PCR B| ¥ JF¥ %1 K
PCR1“'; | % B] #: 5 -ACT-AAG-AAA-GAC-
CCGAGGC-3; F W 8]l ¥: 5’ -GGG-GCA-CGTTGG -
TGT-TTA-C-37 , ¥y B R A Y H AR A R A A
e

1.2.2 DNA &9 #%] & PCR ¥ 3¢ 2 &k B & 5 47
OFEH 41 DNA (1 i #5 : R A8 8 & ki 2 ~ 3 mL A
FH e 10 T 21 40 B, B2 I A0 B FE R B/ S0 B
P4l DNA, @Q BB H A PCR P14 :95C i 4 14
5 min,94 °C A8 30 s,58. 8°C 3B k 30 s,72°C I fih
30 5,35 DEE,T2C I IE A 10 min, )5 E T
4CL LN, @PCR 91 7 ¥ 48 35 A5 W 6 e v vk
YE IR CBE Y A BER UK R A RGN
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1.2.3 DNA 53 44 HEWRELZWKA TR
AR AS 4T DNA IS, I 5 45 S 7€ Genebank Al
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L ER TR ] SPSS 13. 0 for windows {4 fI ik
T8RP, BFFE X4 5 Hardy - Weinberg V- 1 £7F
£y B, i DR R R 4 07 i TR A AL TR L BRR L X K
B, 3FLLEG (B B ( OR) 1 95% 7] {5 IX ] ( C1) R
AR RURS: B2 3t i BEoRHR AR S R AT IE S A 5, £F
HIERSAEAM LB k5, ZH &k =4k

Foe T 5 22 53 B s S AF 5 1B 28 43 A B8l ok L AE 2 8
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WA TE AE W MO0 WO sl PR s T T 22 S 1
TGt X (P >0.05), x4 oA & i
R FBEIR R E R E L T AP <0.05),
W1,

*F1 o mA S5 REN—REIEILE (x=s)
— AR H st fn 28 Pt
S 60.96 +9.17 61.27 +7.80
BMI 22.63 £2.50 22.83 +2.84
PR (B/ %) 94/68 121/82
BhER Y (H/R) 96/66 * 46/157
WhmL(A/R) 25/137* 12/191
BB (A R) 42/120 48/155
RBX(A/R) 29/133 34/169
ook A G AP RAATINE, P <0.05,
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IR B IR 8 B 22 v A Gt 2 T XU RAE bR 22
BAHGITEE L (P<0.05), &2,

*2 MHMASRAEMUERILE  (v£s)
FE AT Jii i o 28 *f B2
FBS( mmol/1) 5.94+1.34" 5.18£1.19
TC( mmol/1) 4.41 +£0.86 4.39+1.14
TG ( mmol/1) 2.37+1.36" 1.66 £0.96
HDL( mmol/1) 1.18 £0.42" 1.54 £0.41
LDL( mmol/1) 2.31+0.76 2.41 £0.90
SBP( mmHg) 158 25+ 122 +16
DBP(mmHg) 95 +15~ 75 +9
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MIF-173G/C PCR =¥ B v kB, M:50 bp
Marker, 1.2 7k A 24 F GC B ;3 kid A b &
F CC A ; 4.5.6.7 ki A4 F GG A,

RN (' =1.133, P=0.287) , B Fh &5 {3 3 5 4
REFIRTLG ¥ E L (¥ =0.430, P=0.512),
W33,

A Bt ot 2H 2 A/ TG e I R R L A/ TG BE R 9
B/ TRELIAT /K Ja Mie, k B A I B IR A
B i H L4 GG+ CC 3 R 78U 451 36 Fl C 45 AL S R 4
TR E = T B AR A R B R 0 i a2, 22
SRAGIU¥E X (P <0.05), HAL WA CH X
PR 78 531 % R A 67 ik PR R 55 0 B A L 25 SRR
Gl E X (P>0.05),L5k4 K5 %6,

£3 JHMmA 53 EA MIF1736/C 5 E R %A 5 IR b

a3 . LR H(%) ] SR AR (%)
GG GC +CC G C
Jii b 28 162 100(61.7) 53 +9(38.3) 0.781 0.219
xR 28 203 130(64.0) 62 +11(36.0) 0.793 0.207
*4 BHMmETASTERA MIF-173G/C % FE B 55 % 0 & G 5 F SR b 85
a3 . - %rﬁl&"[m(%)]” _ : SR ARE(% ) :
GG GC +CC G C
B kg% + f e 2 25 11(44.0) 10 +4(56.0) A% 0. 640 0,360 *
JEHE fm + Bk ftn 137 89(65.0) 43 +5(35.0) 0. 807 0.193
*F 8 48 203 130(64.0) 62 +11(36.0) 0.793 0.207

E: AH 5L, P =0.000,°% =80.52,0R =2.263,95% TAZ K [ :1.891 ~2.708; + 4 5 st g 4aAark, P =0.000,y* =57.62,0R =
2.155,95% A5 X 8] ;1. 764 ~2.632; % A 5 3k &3 48 fii & H 404k, P =0.000,)° =88.92,0R =2.364,95% T4z K [§] ;1. 974 ~2.830;
& 5 5 S4B g B AR, P =0.000 )% =67.706,0R =2.352,95% 45 X [d] :1. 909 ~2. 882,

x5 WMHMmMETASITEA MIF-173G/C EE B SF R Z A& F MR L5

g B AR (%) ] : FEEAARE(%) :

GG GC +CC G C
B e JE + i e 2 96 59(61.5) 32 +5(38.5) 0.781 0.219
3 B e B + s 20 66 41(62.1) 21 +4(37.9) 0.780 0.220
¥ PR 203 130(64.0) 62 +11(36.0) 0.793 0.207
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£6 RHMmETASITEEA MIF-173G/C EE B SF R Z G F MR L&

g Bk AR H(%)] FlAARE(%)
GG GC +CC G C
B R L 2 26 18(69.2) 7+1(30.8) 0.827 0.173
R Rk LIt 2 136 82(60.3) 46 +8(39.7) 0.772 0.228
B! 203 130(64.0) 62 +11(36.0) 0.793 0.207
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