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[RiF ] Pl hahk, RFEAAEFRE, SR CAEEH, BRELETHOEARBET

[ E| BN HAAKESUSEANENLEEFRGEEFEE (PWV)B RO EZFRLESZH CRE
Y (hsCRP) e R B E R o ABEF (WF)HMBEE, FE ZRELKENS0ERHEHE 1470, FH
NAEEEEVIERNRARAGEE 40 28 L, o )R HF &K% & (SBP) 2140 mmH g 4F 3K /& (DBP) < 90
mmH g#) & K. MAD R B RNFIHF K 4 (n= SO)VIRA MR FIEH R 30mg/d NARE A4 (n= 49) IR H
NARLEF] 10mg/d ZV 3248 (n= 48) R A4V 32 80mg/d HHERBATAAHE 28N E o & A RKFRE S
2 & (Ba-PWV) A hsCRP. WFK-F. &R 455 286, 40324 Ba-PWV BIK R B, & AR L A 28 Fo 55 K 3
FEFREPIL TR (P<0.01), rﬁﬁﬁzﬁi&—?%‘i%}ﬁ‘éﬂﬂi%ﬁ(SBP)\%%KI;E(DBP)\HJKI};( P) T 2. it
W38 hs-CRP. WFMKHA R, MAALA M AkZ., ALEDENH BT, 470124 Ba-PWV T4 5 A SBP. A DBP &
APPHAAEARM, 25 A hsCRP. A WFE5&HM % (r= 0.9 P=0.02 r= 0.67, P= 0.01), RARLE A A Z, @
FER-FIEHFREABaPWYV 5 ASBP.ADBPA APPA X (r=0.45P=0.03 r= - 0.27P=0.02 r=0.73 P =
0.00), 5 A hsCRPA= A WFAH R854 X1, Hif SV %K BaPWV. Sk EEBRENERNIZRTHRE
ASP G I RIE RN X &S L DA, M Al R T8 5 4K Ba-PW V. R F 8 EE A TR E 2R T
o E TGS RERGERNGTE.
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[ABSTRACT] Aim To mvestigate the effects of various anthypertensive drugs on pulse wave velocity (PW V) and
study the correlation of effects w ith high sensitivity C-reactive protein ( hs=CRP) and von W illebrand factor (W F) mn pa-
tients w ith isolated systolic hypertension M ethods 147 patients w ith isolated systolic hypertension were enrolled in
this study and these patients’ blood pressure fulfiled the criteria of systolic blood pressure ( SBP) 2140 mmH g and dias-
tolic blood pressure (DBP) < 90mmHg  These patients were devided radan ly nto nifedipine GIT'S group benazeprilat
group and valsartan group and were prescribed nifedipine GII'S 30mg/d benazeprilat 10 mg/d and valsartan 150 mg/d re-
spectively  Blood pressure brachialankle pulse wave velocity (Ba-PW V), the levels of hs-=CRP and W I w ere m easured
at baselne and 2 weeks after treament Results Canpared with nifedipine GII'S group and benazeprilat group Ba-
PWV significantly decreased n valsartan group after 2 weeks (P < 0.01), the level of Ba-PWV m nifedipne GII'S group
benazeprilat group and valsartan group were — 413.3 £107.3 an /s - 563.3 £100.3 an /s and — 717.3 £147.3 an /s
respectively ~ Campared w ith the other wo groups the levels of hs=CRP and W F significantly decreased m valsar
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tan group (P < 0.05), and the SBP, DBP and PP significantly decreased n nifedipne GII'S group canpared w ith the other

wo groups (P < 0.05).

Correlative study idicates the change of Ba-PW 'V m valsartan group was positively correlated

w ith the change of hs-CRP and WF (r=0.96 P=0.02 r=0.67 P=0.01), butnotw ith the change of SBP, DBP and

PP (P> 0.05).

And the change of Ba-PWV i the nifedipine GII'S group was positively correlated w ith the change of

SBP, DBP and PP (r=0.45P=0.0%3 r= - 0.27, P=0.02 r= 0.75 P= 0.00), butnotw ith the change of hs=CRP and

WF (P> 0.05).

Conclusions N ifedipme GII'S benazeprilat and valsartan all can decrease Ba-PW'V.

However de-

creasing Ba-PWV and stiffness of vessel mn alsartan group mamly originates fran suppressesing mflanm ation and m proving

endothelial function, but the decrease of Ba-PWV in nifedipine GII'S groupmainly originates fran the decrease of stretching

pressure exerted by the blood against the vesselwalls canbined w ith expanding of artery
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PWV #fm] 72 A S e, (5 B AR B4R F ML B s e 72
BT AR T AR
250t B Al U AR B e L AR R R R R e ) B
H— DR X P g R R R 5 REE T s C
RMEEE (hsCRP) . I3 AR M i 8 P ifn A% BB
(W F) BA MR,

1 M&RFFGE

L1 NEFHR

HEW 260% M sk R B E i E B 147
Bl, £ F 1144, & 330l. FENEEHFEDE
RS RMAEESG LA UL, EFEKEE
(SBP) 2140 mmH g 473 & (DBP) < 90 mmHg A\
WA RN R = R TFEERA S0P, #
w3F 384G, & 126, RAMEKMFEER (B &4
BEHE, FHNE L )30mg/d AR FIE 494,
HAF 3961, % 106, MR IUAEF (B &L %&T
#, A EELNE L )10mg/d GV HEE 484, &
B 374, & 116, RASYE (FHE4LRX, LK
WERNFAEF) 80mg/d HEFER 8 002, &
SRFFE. BT HE k45 E AT 180 mmH g
KU RAGER RS T D3 /RS S,
BEERHEEEE 160mmHg HBOUHHE T E
CHERERERR S ENRE R R 2R RE R
ME. B ERAE R ERAMBRERGMNES,
ANEH B FHERFALEERESR.
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LC) & % & f5 & & JE B 8 (HDLC). f ALEF L & & &
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1.4 BaPWVlE

MEgH HREME, HEE T (BMI),
RN E k5B CEk [2]. E&IEFE 164 PWV
MEME, £F = AFRAGERZAHR/NE, T 10N
W T HE
1.5 ZitrZEHE

HEHE U Es &R, £4H 18 KR FFH ANO-
VA 24T B Scheffe’ st 3. A8 A M4 KA H L E
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SHBERKEAFR IR TR EEZER (P
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Table 1. Basic clinical data

mooH TEARMCEERAAE BER A Ay
% Hr (#1) 38/12 39/10 37/11
DR B 78.5t11.2 75.819.7 73.519.1
SBP(mmH g) 160.0 £18.5 158.8 £16.4 168.3%14.8
DBP(mmH g) 65.7%9.5 63.8 7.5 66.8 5.2
PP(mmH g) 110.8 *11.2 107.7%+10.5 114.3 %£10.7
TC(mmol/L) 6.212.3 6.012.1 6.313.2
TG (mmol/L) 2.9532.3 2.87 £1.9 2.67 £1.7
LDLC (mmool/L) 6.21%2.3 6.0%2.1 6.31%3.2
HDLC (mmol/L) 0.98 %0. 35 0.91 20.24  0.95 £0.34
JLEF (B ol/L) 198.2 *18.4 178.8 £14.3  177.8 £13.4
JRIZ (mmol/L) 512.4 138. 4 532.3432.7 522.4331.7
hs-CRP(mg/L) 3.98 £0. 56 4.1130.76  3.57 £0. 46
WF (% ) 115.6 122.1 129.6%20.9 119.7%19.7

Ba-PWV (an /s) 1850.6 £122. 1 1870.8 *£112.4 1797. 8 £102. 9
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2.2 BITEEVWERIEFRTL
BT 2R JE, =H B E 0 F, TC. TG, HDLC
LDLC /& & Th g Jc & & A4k, ™ SBP. DBP. PP, Ba-

PWV. WF & hs-CRP#JE 3 N (P < 0.058 P <
0.0y 3% 2). —HAEAGIMHEKEFEHZ 0EK
BHE A CEEZR (R 3).
% 2. 377G SBP.DBP. PP, hs-CRP. Ba-PWV & W FE9ZE{L
Table 2. The changes of SBP, DBP, PP, hs-CRP, Ba-PWV and W F after treatment

TR 428 4 (n= 50)

IR FIH (n= 49) VP (n= 48)

by

o BITHT BT E YRIT BITE TBIT BT S
SBP(mmH g) 160.0 *£18.5 145.0 *£17. 5* 158.8 £16.4 148. 8 £15. 5* 168.3 X14.8 158.3 £11.8*
DBP(mmH g) 65.719.5 60.7 £7.1° 63.8%7.5 60. 8 +6. 5° 66.8 15.2 61.6+5.9*
PP(mmH g) 110.8 £11.2 92.8 £10.2° 107.7 £10.5 97.7 £11.3° 114.3 %10.7 104. 3 £10. 3°
hs-CRP(mg/L) 3.98 10.56 3. 18 £0. 43° 4.11 %0.76 3. 00 0. 46 3.57 £0. 46 2.57 0. 76°
WF (% ) 115.6 122.1 95.9 £20. 3¢ 129. 6 20.9 90. 6 £16. 8° 119.7 *19.7 97. 7 £13.7*

Ba-PWV ( an /s) 1850.6 F122.1  1411.6 *£118.3" 1870. 8 £112.4  1170.8 £122. 9" 1797.8 £102.9  1027.8 *110.6"

aN P<0.03 bA P< 0.0, 5AAEITELE.

R 3 CHBEBSKERERAAGLER

Table 3. Camparison of intravenous drugs use in the three groups

i H EEMP R A A (n= 50) JUAREFI 2 (n= 49) YA (n= 48)
, S 180.2 *£15.3 160.5 £17.6 187.2 £20.3
143 R R (ug)
K] (h) 66.1 %10.2 70.4 £11.2 71.8 £17.6
o BFE (mg) 235.6 £23.5 255.3 127.1 280.2 £25.3
- it} 18] ( h) 70.2 +13.5 65.8 £12.7 70.1 £15.2

2.3 MEXMSH

A BaPWV. A hs-CRP. & W F 7E 4570 1H 41 T [%
BONWIEE, A SBP. ADBP. A PP 7ERY 8 o V- 42 8
HTERNHE (R 4). MKMW R, WK
PR R4 ABaPWV 5 APP. ASBPIEMI K, 5

ADBP i M 5% 470 H 4 A Ba-PWV 5 A SBP.
ADBP. A PP HJAH KA B E, H ABaPWV 5
A hsCRP. A WFIEAHOG; AR FI4H A BaPWV 5
A W, A hsCRP. A PPIJAZETEAH KM, (HAH ML
2R M4 8 RNy b I A MR (R 5).

%= 4. 3873 & SBP. A DBP. A PP. A hs-CRP. A Ba-PWV & A W FEEER
Table 4. Canparison of 2 SBP, A DBP, A PP, A hssCRP. 2 Ba-PWV and A WF after treatment

i H THZR LT 48 Fr 4H (n= 50) DB RIE (n= 49) YA (n= 48)
A SBP(mmH g) - 16.0%7.8" - 10.6%6.8 - 11.5%4.8
A DBP(mmH g) - 6.8+3.3° -6.7%3.9 -5.8%+4.3
A PP(mmH g) - 14.316.6" -8.315.6 - 11.5%5.2
A hs-CRP(mg/L) - 0.6210.15 - 1.0210.13 - 1.72 30.63"
A WF -22.66 39.% -29.0% 9.3 - 45.7% *10.6% "
A Ba-PWV (an /s) - 413.3 +107.3 - 563.3 %100.3 - 717.3 £147.3°
ay P< 0.0 5 NUARS RIS FER S A LLES bRy P< 0.05 9 P < 0.01, 55 YR LR 8 P 4 e 1 4L b
=T 5. EEMES
Table 5. Correlation analysis
A SBP A DBP A PP A hs-CRP A WF
A Ba-PWV
r P r P r P r P r P
T 28 - 08 4 0.45 0.03 -0.27 0.002 0.75 0.00 0.47 0.35 0.27 0.17
DU K7 ) 26, 0.23 0.17 -0.41 0.11 0.71 0.03 0.87 0.02 0.42 0.03
aivb i 2 0.17 0.19 -0.23  0.09 0.56 0.11 0.96 0.01 0.67 0.01
JEgL 0.41 0.02 -0.38 0.18 0.69 0.02 0.93 0.02 0.93 0.02
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CRP UL KW Bz bnic ¥ i W F B2 48 Bl N 2 fik i
B S e kR T PW VU E] B3 SR
ENKOFRE A o Horh Ba-PWV 2 50 ok 2 B0 3 ik
(1) PW'V, & KBk A 30 ik 1 Th e 1) B ZE e bR 2

AR T, GRYPHIEREK SBP. PP 45 5 T 5 il
2RI SRR R A0 DR S R A L EE A, (B PRI Ba-
PWV % hs-CRP. W F (1) /F F 2 3 58 T~ i 2K i 7 42
R AN LR 5 R, HAH 5% P 43 b 3 s 45 v 3E B AR
Ba-PWV 5 hsCRP. W F ~ [% Al 1EAH ¢, 5 I & /1
BAAASRMEAR S . R A7 80 vD H FF S Ba-PWV
FRAE 3 BRI T 259 0 B e A R, T R R T B e DA
AN BEAR S S B, 2403 L S A BB AT RE L
Hil5 M RE 5 A £ 8 1 Rk R @A R,
BRI R OEBER T M EBE, #5051 & fedt A i
o7 2 SR A K DR A e T, T 4 b 2 ] i
1) 98 JE SR AT )b g A B AR [ 4D
HN T M Kk R @5 M BikE @2/ ZKK
gher, ATREFEAE T AN I A TR L DTS A L PLE b
PR . BLIXR 1 A RTINSE AR P R NO 4
A —HE R B R 25 R RS KB RE (B . T
USR] B el 4 T '8 & 48 R ok R % B R
gu, (0 i T4 ) B 2 A R Tk 3R B R S0
REAS[R] Fe AT REAT-1E 1 ] ) 06 16 55 Jo (8] 50468 o5 3 1f A
T HI RN AR . F 7t R IR 2R S 5 8 A B A
Ba-PWV 5 Ifil i A AEM KT 5 hsCRP
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JE, S BUMERS PRI 1) F B, Bk sk ) e
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G (53— AUE S {7 K BB VALUE B
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5 BERR T BB ES K
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