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H E.BH RATLYAwWEARERBMTHFRO AR 2 A8 TR AZRA ERAKR(HCY) X F5 2
KRBT SIER(CHD) B F AR NG AL B RARBEREN X R, Fik #K 2020 F 9 A%
2022 F 8B ATEMTICERKLGH OHZARDIREFIEEH CHD I EF A CHD A, F A REAHZ K
BRAREYERAHE AFTERFHOM B EEATRBA, £A L% HLEZS PCR 44 %4 MTHFR
BB C667TT AL 8 % AW, RABMBIRELELF L E5 AN KA LK HCY &t B K-F, 54 MTHFR A&
B % Ak, hiFx HCY, vfﬁuc% 5CHD £ BhAMBERENXZ, R SBarkbi,CHD 44 k7R
¥ FH R L) R IR B B H b =8 ARFE RS R G R B B KA & (P<<0.05) ., &HFERE G 2 E B
KFBEMRP<0.05);CHD 44 TT ABE B> HMEH & (TT vs. CC:OR =3.00,95%CI 1.36~2.52,P =
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Abstract: Objective  To investigate the association of methylenetetrahydrofolate reductase (MTHFR)
gene polymorphism,folate and homocysteine (HCY) levels with the risk of coronary atherosclerotic heart dis-
ease (CHD) and the severity of coronary artery disease. Methods A total of 90 patients with CHD confirmed
by coronary angiography in Xuancheng Central Hospital from September 2020 to August 2022 were selected
as the CHD group,and 90 patients without plaque or lumen stenosis by coronary angiography in the same hos-
pital during the same period were selected as the control group. Quantitative real-time PCR was used to ana-
lyze the polymorphism of MTHFR gene C667T site. Enzyme cycling method and chemiluminescence method
were used to detect the levels of serum HCY and folate in the two groups. The relationship between MTHFR
gene polymorphism,serum HCY .folate levels and the degree of coronary artery disease in patients with CHD
was analyzed. Results Compared with the control group,the proportion of diabetes mellitus, hypertension,age
and the levels of total cholesterol, triglyceride,low density lipoprotein cholesterol were significantly increased
(P<C0.05),and the level of high density lipoprotein cholesterol was decreased in the CHD group (P <C0. 05).
The frequency of TT genotype was significantly higher in CHD group (TT vs. CC:OR=3.00,95%CI 1.36—
2.52,P=0.006),the frequency of T allele was increased (T vs. C:OR =1.92,95%CI 1.26—2.92,P =
0.002). The distribution frequency of MTHFR C667T site TT genotype was higher in the moderate and se-
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vere groups (P <C0.05). The serum HCY level of patients with TT genotype was higher than that of patients

with CC genotype and CT genotype (P <C0. 05),and the serum folate level was lower than that of patients
with CC genotype and CT genotype (P<Z0. 05). Conclusion MTHFR C667T site TT genotype is more likely to
have CHD, which is associated with the risk of moderate and severe CHD. The TT genotype has a higher serum HCY

level and a lower serum folate level,which is a risk factor for the aggravation of coronary artery disease.
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1.2 gk (OFAZREY TR HE RS R
JEIE R BRI, EDTA $TEE, LA 3 000 r/min &0 10
min. 53 & L 40 . — 80 °C vKH P47 I 4 — #E 17 DNA
A3 AT o R FHREG B % 42 BURR I 35 ) DNVA 2R FH 52 B 98
E 1 PCR(qPCR) %F MTHFR 3 C667T £if i 1T
LM R(TLISS qPCR 10 o >R G 1 2% X P 21
M3 HCY 7K (TBA-FXS8 A= 4k 43 #7430 78 47 90 % , >R
FHAL2E K G 72 R (B I E601 1k 2 & 630 /K-,
(2) 4R Bl ks 28 2 2 AR Hh 0 i 4 B O 7 3 5 v kB
BRAE MAE B HAR S AR AT 9, IER . OB L
FEE B8 3 R B« TR R X 5 B ) S M R /0N, B A R <25 005
BB BE Y G U i FR PR L B R AE 25 ~<<
500 s THEE L BEH AT B8 A AT il 3 PR i M A L e A8 R AE
5096 ~<70 %6 s T BE - BEHRPEA I 0 B ] M pe A L e AE R
FE 70 % ~<C100% ; A 2€ . B A2 %k 100 %,

1.3 SGiil2pabB SR SPSS22. 0 B k47 B 4k 3
AT, BIES M BT R DL 5 Fom . 410
R ¢ K5 TR R LUV BOR B A R R 4L L
R T, DL P<<0.05 WESASGIH¥EYX,
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2.1 PHY e R teEr AL B W s R
B AREREEC(BMD (S IR IR L, 2 5 RS E
(P>0.05) ; 5 X% B4 He g, CHD 44 Jik 9 52 Eb 4]
fe I S BRI AR Y R H I = R (TGO L R I EE
(TC) k5% B A5 & (I [ B2 (LDL-C) K- F 55 (P <
0. 05) . = % B2 B8 25 1 I it CHDL-C) 7K - R AR (P <<
0.05), W% 1,

*x 1 TH—BEREB (%) 2 Es5]

2151 n % 1 DR sl i L P S 2 4 sl R H ERIAE D]
CHD# 90 57(63.3) 32(35.6) 47(52.2) 30(33.3) 23(25.6) 67.3848.99
XA 90 51(56.7) 19¢21. 1 31(34. 4) 21(23.3) 18(20.0) 60.59410. 77
X* /1 0.833 6. 624 5.792 2.216 0.790 4,593

P 0.361 0.032 0.016 0.137 0.374 <0. 001

151 n BMI(kg/m?) 2B IMAEF(mmol/L)  TG(mmol/L) TC(mmol/L) HDL-C(mmol/L)  LDL-C(mmol/L)
CHD#4l 90  24.88+1.12 5.98+1.22 2.1540. 54 5.79+0. 27 1.1540. 30 3.6840. 29
SFER4L 90 24.73+1.31 5.82+1.05 1.5140. 30 5.0340. 29 1.2840. 31 2.6840. 27
X* /e 0.802 0. 906 9.956 18.310 2.844 23.785

P 0.423 0. 366 <0. 001 <0. 001 0.005 <0.001
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AL BT X B A7 G Hardy-Weinberg - # K5 55
Mgl MTHFR 9 C667T {3 5 KR 40 A 2 A 41t
HEN(P=0.013); SXT 4 . CHD 40 TT K
4y A5 %R 5 (TT ws. CC: OR = 3. 00, 95% CI
1.36~2.52,P=0.006),CHD 20 T {3 3 X /3 15 #
RIFE (T vs. C:OR =1. 92,95%CI 1. 26 ~2. 92,

18] g v E 5 A Crp RS 21D, 30 5] S B RE S AR (R R 4D
5xF A i, EE A MTHER £ C667T
A7 TT FE PR 8 43 A A 2 T, #8 7 MTHFR SE A
C667T i i fy TT FFA S g R E R CHD &9
KBS AH G J& CHD O FH B H R, W% 3,
*x2 WA MTHFR EH C667T L mEFEMNERRK
BEEBSHn(%)]

P=0.002), %/ TT FEFE B K& T A &K & CHD i B[ AL
M) 5 BN, Wk 2, i ac CT T C T
2.3 KN [A) e AR Bh Bk s AR FE E AR E MTHFR % X 90 30(33.33)  AOCA4 4D 2022.22)  100(55.56)  80(44. 44)
C667T N at SN R o M R AP M IKMERAEEE Gpm w weLn e 86220 71604 10960.56)
HEAT A4 &5 R R L 30 B A B R AR (R R 4 L 30
%3 AEABRKFLEEEEE MTHFR ERE C667T (L S ERB K HIMRSHH
CT TT
21 51 n cC
SRR (%)]  OR5%CD “p AR (%] ORO5%CD p

Xf IR 40 90 30(33.33) 40(44. 44) — — 20(22.22) — —

B4 30 8(26. 67) 1240, 00) 1.13(0.41~3.10) 0. 820 10(33. 33) 1.88(0. 63~5.57) 0. 254

WA 30 6(20.00) 11(36. 67) 1.38(0. 46~4.14)  0.570 13(43. 33) 3.25(1.06~9.97)  0.035

WREM 30 5(16. 67) 10(33. 33) 1.50€0. 46~4.85) 0. 496 15(50. 00) 4.50(1.23~14.35) 0.008
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2.4 AR EH AR F E HCY ., iR 7K F Heds
TT 3R H B I HCY K8 CC HFA K CT
LA (P <0, 05), TT HE - 8 g 3 110 1 375 I B2 K
Fg CC FEF M K CT ZEF K (P<<0.05) . #8/8 TT
FER A HCY Kt igK-FA W Wiz, Wk 4,
x4 AREFEMEEME HCY HEKFELLE (T £5)

K Y n HCY (pmol/L) 2 (nmol /L)
CC 19 10. 4943, 22 20.86+3. 10
CT 33 12. 8545, 31 20.90+2. 85
TT 38 21.40+9. 55" 17. 3445, 82

T 5 CT 2P g ," P<<0.05; 5 CC M A L ."P<<0. 05,
3 it %

O LS 9 FE 0 236 5 0 BB 38 S IR AR T 3 R i
el ESNENY 3 i W S = B 1 I (1= 7ol i g
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N AN B A R — 2D E oY . B A AN 2SR 4T R
1 58 1L N4 52 4% 7 J5 T F 58 CHD 19 2 55 AL il B
FR
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o | R i A P BB AL 0 1 T A BRI BT L RS R R BRI
A% 55T B, I 475 J5T 45 728 W 0 AR Bt 36 o 2 n i
AR R B e I BHZE I 4 L e X B CHD 1 & A,
HCY & —Fh s 5L 1R . 2 K e & i 5 Y o 22 R AR 3 1
thEl AR B OSSO B BT A R B AT DL E
Tk A8 A 0 A By A 1 1M AE N IS 2 5 R B 3l Jikook
FEAE Ak 1 & A, ) B ofE 98 i 45 K 0 JILSF i UL 44 s 2

Az AR HE Bl bk ok B B AL Y &R L b AN, HCY BT RUAR (i
O LA A 55 4 2%, I 2 50 LB o A% 5 AR ki
MHLE HCY MR 5 5 i), i HCY AKCF I+, 42
HEEh ksl RERE AL 1Y &k . MTHFR & HCY R #&
R SE Bl 2 — , MTHFER 5& K Bk g ml 2L & 7k 7 i
H HCY KFET,

AWFSE &P, CHD 24 T 2 5L K 40 A B R i T
xR . [ R A Stk sl kB 78 B K CHD 41 &
HO R AL b R 2 K R R AL A A S TR R R 3 ik
W AR TR EE B MTHFEFR K C667T i 4 28 48 1 it 7%
e S BRI PR AL R P AL TT 3 R R 4 A A
R TR S R R 3 TT e [H A oy
R E THREH, Al MTHFR C667T £ S8 T
I H Y CHD AW R85 .

AWFFEE— A M & B, TT 36 WA I 7 HCY
KT CC K CT KA, 25 R4 /8 MTHFR %A
C667T i CRAN T J5HA S5 R HCY K
FTF R B R B g KL L R 44 MTHFER
C667T i 45 TT 3 K AU Fb A7) =5 1 X6 8 41 L 5ed 0 8 41 1L
HHCY K¥m F R B4 (P <0.05); A
MTHFR K8 85 8 g HCY KFEA R 2R
(P<C0.05), Horp TT SR & 1l i HCY KF =
T CT.CC KM B # (P <0.05), 5 AWML, B
—5,
W B B H AR BRI T RN 1/2 9 HCY
T Ao I A B R A R A R DR O R LA
R HCY my EE s aat . Y Mg B = i, [W) AL ] LA
SEME HCY KT8, m e i o8 & B, 4h
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FemtER nl LB B AR LT HCY K, 38 8 R e =
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(4) I 775 I R K SF- 8 CC 3 R A K CT 3k BRI ALK (P <<
0.05), 42 /8 TT FFE X HCY KM fR/KFAH W &
AR

25 LTk JMTHFER $£ A C667T i s, TT K %
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