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0.339,P<C0.05),5 HDL-C 2 i 48k (r=—0.479,P<C0.05), (5) % F# =50 % Hcy=10 pmol/L,SBP>
130 mm Hg . LDL-C>3. 12 mmol/L 5 fPWV # 47 % B % Logistic @ )2 5 #7 8 7, F# =50 ¥ . Hey=>10
pmol/L SBP>>130 mm Hg,LDL-C>>3. 12 mmol/L 3 £ 5| & fPWV # & # 1k = &% B % (P<0.05),
it TEFRH B Z0#E 3 Hoy KFRZF AR PWV 2k A B &, Thiksh ikRALERE . &2 AE L

FE s ml £,
KRR A ERAR; MELSHZHhE; F-RIHRRIGEEFHE; FHIRAELL
hEESEE R544. 1 XEFRE A NERE.1672-9455(2018)12-1744-06

Relationship between Hcy levels and pulse pressure.cfPWV.,Alx and RHI in young and
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Abstract : Objective To investigate the relationship between serum homocysteine (Hcy) level and central
arterial pressure,carotid femoral artery pulse conduction velocity (cfPWV),central artery enhancement index
(Alx) and endothelial function index (RHI) in the patients with refractory hypertension (RH). Methods A
total of 124 patients with RH admitted in the hospital from May 2013 to November 2016 were enrolled in this
study. Serum Hcy and vascular function index were measured. With Hey and ¢fPWV > fPWV2 as boundary
values,the relative indexes of the two groups were analyzed and compared. Results (1) There was no signifi-
cant difference in sex,age,course of disease,complication,smoking history,history of drinking,and medication
status in the two groups of patients with Hecy=10 pmol/L (P>>0.05) ,and cfPWV,RHI,systolic blood pres-
sure (SBP) ,diastolic pressure (DBP) ,total cholesterol (TC),three acyl glycerol (TG) in the group of Hey>
10 pmol/L. The level of low density lipoprotein cholesterol (LDL-C) was significantly higher than that of
Hey<C10 pmol/L group,and the level of high density lipoprotein cholesterol (HDL-C) was significantly lower
than that of Hey<C10 pmol/L group,and the differences were statistically significant (P<C0. 05). (2) With
cfPWV>14 m/s as the boundary value,there was no significant difference in sex,course of disease,complica-

tions ,medication history,smoking history and drinking history in the two groups (P>>0. 05). The level of age,
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Hcy,SBP,DBP,TC, TG and LDL-C in group cfPWV>14 m/s was significantly higher than that in cfPWV<C
14 group. The difference was statistically significant (P<C0. 05). (3) The correlation between serum level of
Hcy and <fPWV,SBP/DBP,TC,TG,LDL-C and HDL-C showed that there was no correlation between serum
Hcy and TC,TG,LDL-C, HDL-C levels (P>>0. 05). However,serum Hcy was positively correlated with cfP-
WYV and SBP/DBP (r=0. 633,0. 341, P<C0. 05). (4)cfPWV correlated positively with age, Hcy, SBP/DBP,
TC,TG,LDL-C,HDL-C(r=0. 251,0. 622,0. 347,0. 427,0. 288,0. 339, P<C0. 05) , cfPWYV correlated negative-
ly with HDL-C (r=—0.479,P<C0. 05). (5) The multiple regression analysis of patients with age >>50 years.,
Hey>10 pmol/L,SBP>>130 mm Hg,LDL-C>3. 12 mmol/L and ¢fPWV showed that the age of 50 years old,
Hey™>10 pmol/L,SBP>>130 mm Hg, LDL-C>>3. 12 mmol/L were all independent risk factors. Conclusion

The high Hcy level of serum in young and middle RH patients is an independent risk factor for cfPWV,which
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can accelerate the progress of arteriosclerosis,and it is necessary for clinicians to pay attention to the treat-

ment process.
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10 pmol/L 415 (2) il i A5 [g SCHR 25 1. ofPWV K
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X (P>0.05), W5 148 Hey=10 pmol/L 41 cf-
PWV,.RHI,SBP.DBP, TC, TG, LDL-C 7Kk F ¥ i &%
FHey<<10 umol/L 41, HDL-C /KB BAL T Hey<<
10 pmol/L 4, 22 B ¥ e it % 5 X (P<<0. 05), Ik

1.5 Sl Fe SR SPSS19. 0 Gl 284 47 % 2.
*1 Hey=10 pmol/L 85 Hey<(10 pmol/L H—#% & bk &

415 n /4 /) PR R SRR D

GEs.%) FEs 40 SR EIRIMAE MR EMEEUIRER A
Hcey=10 ,lmol/L 2H 71 16/55 44,1+3.5 2.1+1.5 7 9 5 3
Hey<<10 ;Lmol/l, H 53 32/21 43.942.8 2.3£1.3 5 6 2 3
z/XZ 0.153 0.333 0.755 0.136
P =0.05 =>0.05 =>0. 05 =0.05
o U EEEO)) AR s () 25 ) { A% B0 G BMI
o "Wk # K ACEI% pmdMMAM CoommtmmAl AR Fhske/md)
Hcey=10 ,Amol/L 2H 71 15 56 28 43 61 55 54 51 21.443.7
Hey<<10 ;Lmol/L H 53 13 40 20 33 53 46 39 53 22.544.6
z,/X2 0. 200 0. 864 0.772 1.414
P =0, 05 =0.05 =>0.05 =0. 05

=2 Hey=10 pmol/L 5 Hey<<10 pmol/L AME . ZETIEFRF M E ThEELL B (T L 5)

215 n SBP(mm Hg) DBP(mm Hg) FBG(mmol/L) TC(mmol/L) TG(mmol/1)
Hcey>=10 ;;mol/Lé’I—[ 71 158.93+£17. 68 106. 32410. 28 5.7241.46 4.67+1.28 1.89+1.13
Hey<<10 ;Lmol,/L 2H 53 145.71+18. 54 96.33+09.81 5.814+1.37 4.184+0.92 1.52+0.74
t 3.893 5. 286 0.338 2.315 2.034
P <C0. 05 <0. 05 =>0.05 <0. 05 <0. 05
H 9 n LDL-C(mmol/L) HDL-C(mmol/L) cfPWV(m/s) RHI AIx@75(%)
Hcey=10 ,Lmol/L 2H 71 3.16+0. 82 1.12+0. 34 14,79+3.28 2.214+0.53 15.50+7. 26
Hey<<10 ;Lmol/l,éﬂ 53 2.6840.59 1.36£0. 27 11.46=+5. 33 1.62+0.17 17.14+6. 28
t 3.539 4,129 4.073 7.761 1. 280
P <0. 05 <C0. 05 <0. 05 <0. 05 =>0. 05
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2.2 DL cfPWVZ=14 m/s W ilfi S (8 0 6 41 8 % 4% 5
febr b PIAL R R R R R R E VT 2
WA PR Sk 45 T HL AR 25 R TE ST L (P>
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WA B8 L (P<<0.05), W3 4,
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F(r=0.633.,0.341,P<C0.05),
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S VA i S £ 9 A I KRE ()
20 51 n B/ n/n)
@Es. %) @Es,4F) EOR ENSIE  ORRA RHEE IR S
cfPWV=1 4 m/s 4 48 11/37 49, 4+2.6 2.24+1.6 ) 8 1 2
AfPWV<{14 m/s 41 76 37/39 41.8+3.3 2.1£1.4 7 7 6 4
t/? 2.582 13.739 0.353 0.041
P =>0.05 <C0. 05 >0.05 =>0.05
- A 52 G A G 2iPE IO G BMI
'MJ "4 kA K ACEIX  pmikEb Cat A R (s oke/m)
cfPWVZ=1 4 m/s 4H 48 11 37 14 34 48 43 39 48 22.7+2.9
fPWV<{14 m/s 41 76 17 59 24 52 66 58 52 66 22.3+3.8
I/XZ 0.005 0. 080 0. 317 0.636
P =>0.05 =>0.05 >0.05 >0.05
x4 cfPWVZ=14 m/s A5 fPWV<14 m/s HIE . EWIBIRS M E LK (T L)
215 n SBP(mm Hg) DBP(mm Hg) FBG(mmol/L) TC(mmol/L) TG(mmol/L)
cfPWV=14 m/s 4l 48 157.82418.59 107.4549. 37 5.53+1.38 4.58+1.17 1.91+1.22
cfPWV<14 m/s 4 76 143.61+£17. 44 94,24410.73 5.62+1.45 4.09+0. 81 1.4940. 85
Z/XZ 4. 308 7.006 0.343 2.755 2.258
P <20. 05 <20. 05 =>0.05 <20. 05 <C0. 05
9 n LDL-C(mmol/L) HDL-C(mmol/L) cfPWV(m/s) RHI Alx@75(%)
cfPWV=14 m/s 4 48 13.78+3.13 3.204+0. 74 1.1440. 38 1.9340.54 16.64+7.17
AfPWV<{14 m/s 41 76 9.5941.66 2.7140.61 1.4240. 35 1.8840.47 16.19+5. 35
Z,/X2 9.719 4.008 4.197 0. 544 0. 399
P <C0. 05 <C0. 05 <C0. 05 =>0.05 >0.05

T AIx@75 20 3R N 75 U/ 43 I 1Ry 38 3 45 4L

x5 Hey %k F 5 fPWV . SBP/DBP, TC. TG,LDL-C,
HDL-C B8 X 1%
Eisgan r P
c[PWV 0. 633 <0.05
SBP/DBP 0. 341 <<0.05
TC 0. 052 =>0.05
TG 0. 087 =>0.05
LDL-C 0. 049 >0.05
HDL-C 0. 064 =>0.05
®6  cfPWV 5&£# Hcey,SBP/DBP,TC. TG,
LDL-C.HDL-C R4 % 1%
LD r p
R 0.251 <0.05
Hey 0.622 <C0. 05
SBP/DBP 0. 347 <0.05
TC 0.427 <0.05
TG 0.288 <0.05
LDL-C 0. 339 <0.05
HDL-C —0.479 <0.05

2.3.2 cfPWV 54 # . Hey. SBP/DBP, TC, TG,
LDL-C.HDL-C iM%t WK 6. c[PWV 54§
Hcy. SBP/DBP., TC. TG, LDL-C % 1F # 2% (r =
0.251.0.622.0.347.0.427.0. 288.0. 339, P<<0. 05) ;
5 HDL-C 24 % (r=—0.479,P<0.05),

2.4 c[PWV £H £ Logistic MIH4H W3HE 7, X
4% . Hey SBP,LDL-C 5 cfPWV i} 4 56 ¥ E 17
A2 Logistic [\ 5 43 #7 .78 . £ # =50 % . Hey =10
pmol/L SBP>130 mm Hg,LDL-C>3. 12 mmol/L
BIE5E fPWV Fh & 1 3h 57 fa B R 2 (P<<0. 05).,

x7 AfPWV By % F & Logistic E T4 47
LEESES g s Wold P 95%CI
AEE =50 % 1.19 0.15 24.59 0.039 1.325~3.874
Hey>10 pmol/L 0.91 0.16 37.96 0.028 1.087~3.143
SBP>130 mm Hg 0.94 0.41 5.84 0.042 1.051~6.782
LDL-C>3.12 mmol/L 0.77 0.16 55.98 0.011 1.029~3.596
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KPR R I Hey 5 TC.TG.LDL-C,HDL-C 7k
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tic [H105 7 #7 £53 . A =50 % . Hey =10 pmol/L,
SBP>130 mm Hg.LDL-C>>3. 12 mmol/L # /&2
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