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[ ABSTRACT] Aim To study the relationships of methylenetetrahydrofolate reductase (MTHFR) gene C677T polymorphism

with essential hypertension and arterial compliance.

Methods Genotype of MTHFR gene C677T polymorphism was detected

by polymerase chain reactiorr restriction fragment length polymorphism ( PCR-RFLP) analysis and characterized by electrophoresis

and sequencing in 695 patients with essential hypertension and 509 age-matched normal controls.
locity (G-R PWV) and carotid-femoral pulse wave velocity (G-F PWV) was performed.

Carotid-radial pulse wave ve-

Results In essential hypertension

group, the frequencies of TT genotype and T allele were significantly higher than those of control group (26.5% vs 20. 6% and

48.7% vs 42.4% , P= 0.015 and 0. 002) .

The G-F PWV of people with T allele was markedly higher than that of people with

CC genotype (P< 0.05), and the GR PWV of hypertensive patients with T allele was also higher than that of with CC genotype

(P=0.001).

The G-F PWV of isolated systolic hypertension (ISH) patients with T allele and the C-R PWV and CG-F PWV of

no isolated systolic hypertension (NISH) patients with T allele were significantly higher than those of patients with CC genotype ( P

< 0.05).

Conclusion MTHFR C677T gene polymorphism may be related to increased risk of essential hypertension, and

the 677T allele in MTHFR may be a genetic factor of arterial stiffness in hypertensive patients.
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KRl B o Bk 4 0 3 Z (pulse wave velocity, PWV)
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#F5kE (mmHg) 74.417.6 96.9£10. 1*
ik (mmHg) 40.418.8 52.2F16. 1°
DE (IR 5Y) 71.0%10. 4 70.1%11.6

a N P<0.01, 5% B,

2.2 THREMEMERTEEER COTT 254
MTHFR 2K 677 {57 s BE V) J5 70 4 3 F 2 (K] 24
4i5F CCIUH 245 bp B i RAZF TT =4
173 bp A1 72 bp Wi J1 B 28 &1 CT 7= 4 245 bp.
173 bp A1 72 bp =F B, T 72 bp Hi2E 0rH X 4

S BN (1)

¢ s o>
3 Mt
3 ey
% v

Marker 1 2 3 4 5

1. WEHEOSMER TR co77T £ E 48 kE 1
N PCR 7=, 2 fild Jy cr ZEEA, 38T ZEEA, 58 CCHEEH.

2.3 THEMNSHERTFEEERE COTT 25MS
SMERXR

1E o B 4H AN v I 40 MTHFR £ [K] C677T £
AP CC.CT 5 TT % [F 84 43 #i ¥ 75 A Hardy-Wein-



CN 43-1262/ R # EF)fkhE b 44 & 2006 5 14 E 5 11 3 981

berg P17, A BARRME. Sl K4 TT K A0
KT SMERMEEES T IEFEMSBAHP=
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I 2H ( no isolated systolic hypertension, NISH) , ISH £H
HMINISH 4L TT e [KIBANT 547 5 R 4 8 3% v T
XTHEZH (K 2) o T A7 3E KX ISHNISH [ OR 18 4
AN 1,622 (95% CI A 1. 213~ 2. 170) F1 1. 254
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(n=509) TT  117.9%9.0> 77.0%6.5* 40.9%8.3
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o 1L 4 M —eshk  10.21F1.64  10.88%1.69"
(n= 695) B 10.15%£1.69  10.67 2. 03"

a Ny P<0.05, b I P<0.01, 5 CCEFRMMEL.

3% 5. ISH ¢BF0 NISH 4B A~ [E) £ H &Y Bk R R E EL 3R (m/s)

2.5 THEMNSMHERTEEERE COTTT &M
B BRI R M RO 220

o0 1L 2 300 —A58 30 ok R 30— B Bk PWV 4
ERmTIEESRA, BT S0 R 3 i)
Bk RIS —R% Bk PWV 235 = F CC R IR
PR ZH T S5 A JE PR 4% o o 30— B ik PWV 8 2%
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NISH 40 BBk 10.21%1.76  11.02 £1. 68"
(n= 583) Mk 10.02%1.84  10.54+1.94°
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A SN 0y 2 B a1 A N 1 e B N
WK, ISH A T A 56 (R 485 7 3 1) 30— 3
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