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[ ABSTRACT] Aim To investigate the level of the prorenin and the association between prorenin and vascular dam-
age in essential hypertension and diabetes patients. Methods The cases were divided into essential hypertension
(EH) group (n=78), hypertension and type 2 diabetes mellitus (EH + T2DM) group (n=41). Collect the history of
hypertension and diabetes. The plasma concentrations of prorenin were evaluated by enzyme-linked immunosorbent assay
(ELISA) system, the carotid-femoral pulse wave velocity (c¢fPWV) was tested by the non-invasive vasculare testing de-
vice.  SPSS 19. 0 statistical software was applied to analyse the data.  Unpaired independent t-test was used to analyze
the comparisons between means. ~ Pearson’ s correlation coefficient was used to assess the association between prorenin and
c¢fPWV.  Multiple regression analysis was used to evaluate the independent determinants of c¢fPWYV. Results Age,
body mass index (BMI), creatinine, total cholesterol (TC), high density lipoprotein cholesterol (HDLC), low density
lipoprotein cholesterol (LDLC) , diastolic blood pressure and pulse pressure were not statistically different between the two
groups (P >0.05) , systolic blood pressure, triglyceride (TG) and fasting plasma glucose (FPG) in EH + T2DM group
were higher than in EH group (P <0.05). Prorenin were not statistically different between the two groups (P >0.05).
c¢fPWV in EH + T2DM group were higher than in EH group (P <0.05). Pearson’s correlation coefficient showed the ag-
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e, diastolic blood pressure and pulse pressure were associated with cfPWV.

and systolic blood pressure were the independent determinants of cfPWV.

cally different between EH + T2DM group and EH group.

Multiple regression analysis showed the age

Conclusions (1) Prorenin were not statisti-

(2) Essential hypertension in patients with type 2 diabetes in-

creased the vascular damage, but the levels of plasma prorenin had no relationship with the vascular damage.
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FAATAREERAFHES —ERC AR AR
1y JE & M B i & (essential hypertension, EH) &
78 I (EH 41) , 2 B 35 4, &t 43 ], 4544 24
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cholesterol , TC) . H ¥ = B ( triglyceride, TG) . & % &
flg & & BB [E B2 (high density lipoprotein cholesterol ,
HDLC) | 1% % & fig % & 2 & & (low density lipopro-

tein cholesterol, LDLC) . AL BF %5 48 4% .
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233
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2.3 cfPWV HIHHEXEZESHT

XF efPWV BRI R AT 400 s, AR i
JE BKES ofPWV AHIE(P <0.05;33) , Hrh 4R ik
555 ofPWV BEHF (P <0.01;73) ;M5 . BMI,
EF5KIE JULET 25 I8 1B . TC . TG .HDLC \LDLC . & &
R ofPWV TEAHIGHEH (P >0.05;%3) ,

2.4 fPWV 5HXEZEMES TR S EETDH

PL ofPWV VE R RAS & LIRS 04 ik Sy
H AR, A 2B 7R AR I 48 RS2 ofPWV ) il
SAHKRHZER(F4),

R 4. fPWV HIZ LM EIRSH
Table 4. Multiple regression analysis of cfPWV

% 1. EHA5 EH + T2DM H—RIGRBRHELE (x £5) B EVEES 114 PiA
Table 1. Comparison of clinical data between EH and EH + AR 0.292 3,386 0.001
T2DM group (x +5) e 5 I 0.302 3.497 0. 001

W H EH#(n=78) EH+T2DM 4 (n=41)

Fr& () 35/43 18/23 . A

4RI () 49.17 £12.92 53.00 +11.01 3 iR

BMI(kg/m?) 26.07 £3.71 26.96 £5.24 " . e ek s }

W46 K (mmHg) 137.51 £12.30 142. 84 +10.59* ’%L%H”E:f 4L fﬁﬁf{ﬁﬂﬁﬂﬁ?ﬁ%%f
#F9KJE (mmHg) 83.46 +11.37 86.49 +9.43 BT S B F KOG, B R AR T
Jik F ( mmHg) 54.05 £12.17 56.34 +7.89 QT?&%E%EE’(E‘JFBEW . Franken %[4,5] Wiot &
JULRF ( wmol /L) 68.15 +43.54 65.24 £24.19 | ) s ot e . o b e
25 Jf 1% ( mmol /1) 5.37 £0.67 7.43 +2.64° DUAER RIS AT T SR K (T i SR PR
TC( mmol/L) 186.78 +37. 68 189.59 +45.47 9 S AL DX Bl A8 ) e A A AR DGR, RV B R IR S AE
TG ( mmol/L) 134.59 +85.42 212.76 +153.88* BRI A UL AR 2 BB 2 T Z R IR T &, AR
HDLC ( mmol/L) 47.26 +10.92 47.59 +11.53 TN ; g ke SN 6]
LDLC( mmol/L) 117.45 £27.52 116.02 £29.01 T RAER IR T, SR TR IR ATHR

a N P<0.05,5 EH 414,

% 2. EH 485 EH + T2DM HEERIE fPWV LB (v = 5)
Table 2. Comparison of prorenin and cfPWV between EH
and EH + T2DM group (x +5)

W H EH#(n=78) EH+T2DM #4H(n=41)
B iR B 2R x 4k 0.34+0.18 0.40 +0.21
cfPWV(m/s) 7.19 £2.13 8.08 +2. 68"

a ) P<0.05,5 EH 4 IbL#K,

& 3. fPWV HIEXEE DT
Table 3. Analysis of the association between cfPWV and re-

lated factors

AR R r 8 P
AR 0.250 0.006
PES -0.023 0.801
BMI -0.075 0.416
Wi 0.261 0.004
kIR 0.078 0.398
ok 0.212 0.021
JIIINCTR -0.014 0.877
23 1 b 0.067 0.469
TC 0.012 0.895
TG -0.105 0.257
HDLC -0.026 0.779
LDLC 0.004 0.969
EENRLNERLS R -0.125 0.177
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2230 B AL B I ( mitogen-activated protein ki-
nase , MAPK) 400 &M 25 1 (extracellular reg-
ulated protein kinases, ERK) 1/2 71k, 5 HEIHFHE
S DNA A B[R] B AT DU A AR - B (trans-
forming growth factor-B1, TGF-B1) A= i, TGFR1 5 T
LRV G YA ) 1 ( plasminogen activator inhib-
itor-1,PAI-1) AYEEREE A (fibronectin ) MRS A
1(collagen-1) FYBEIN" " BTS00 A4S | B 045 4
HIAE R RVFZ HLHII A AR S 5E 2R AL AN
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I A8 B 7K R A0 B 3 1) 71 ( angiotensin converting en-
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zyme inhibitor, ACED) M Il & % 7 K %Y 3Z 4K (angio-
tensin Il receptor type-1, AT1) $5 5075 Fr il | $2 75 31X
SEAE HLRAORE T 148 ok RN AR Y, PR S
B R BT B SR —E BA LR Y2800, B R T
A B VE R E ™ . ASHFSE RIRRTE S B 3R
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HE” BRI LI 27 25 ( European Society of Cardi-
ology, ESC) /BI Y| &5 Ifil. [ %% 2% ( European Society of
Hypertension , ESH ) {5 Ifil 4 7 ) 51 A7 SV I A 8 1f A5
BERPEM IR . PWV Z B4R | 3 ki
FEMAAR AR Naijar %0 85T R PWV 2 U046 R
THRRISZ R E 2R (P =0.003) , ARAFSE S ix s
WA SRANAT . PWV B I3 w1 T 3k
AL At S 2 I R A 28 A R RN T
DR T 42 A1) i TR R PWV 99 7 30 ok BB Ak v 20 v
IR G I 18 DR A8 3 0 i 0 S 42 R AR 1 G g
Tt

W5 A &, EH + T2DM 41 fPWV {85 T
EH 41, 27450028 (P <0.05) , f&7n i IR
SBEBKRE AL T M PR 2 Bl Tk A R Ak Yk
SESGRS R R W PR DR I A8 22 I O kR A T A
Z RN DI RE RS . Kimoto 451 BFSY R
BRGS0 sk PWV 200 ST 8 35 A O A5
W] 2 BIEPRIE XS L B ik PWV A A B B 5
Wi, Cruickshank 45" T i 04 BFF 5% 45 SR 6 W, 7E4F:
i SBP 7K B R S8 B ofPWV 48 LU I IE
N o ABIFSE 34 5 ik Se 55 45 A AT RSSO0
PR S S DAL RO REBE RS w5 . AR EH [R5 JF
T2DM , U G — 25012 1k 3h ko e A A i 2 Jj 2
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