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FAEMEAL] . WHR-MERIKE (renin-angiotensin system, RAS) REEW ML L HEFHA N HLAR 5T
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I R A AR 5 TR B AP A G, Mo A k2 B98E PR 5 i s A 3L R AR 8 5. DRIk, JRATTHE — 4 b [ ik
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1 FPRLRS %

1.1 W%

1984119974~ 1999 /E R Bt A4 Bt 12 BUE JR s & 38, 4 1985 AEWHOME /R 12 Wi brifE 12, YiItk10541, %«
PR3, FWE437TTR, FEFRLTLTA . ARHE I A2 4, DAHi s (SBP) =18. 6 kPafil/ &7 5k i (DBP)
=>12.0 kPa yWHRWE LIS 2H, L8141 Wi/ E<18. 6 kPaMI&FiKE<12. 0 kPa kyJC sl bl R 20, 3t
117N HEBRPEREEAAE S s [ M8 20k . IR ICRE . "B AR 40 MR . FOIR AR RE FCHERT T IS A HE 25 5 il
g R m s, Jod BEVIN . S .

1.2 W5k

1.2.1 ACEZEPRIFIRI  FbsvEmy /& 472 b L (1 40 A S DR ZHDNA, - DAPCRY™ 14 £ 25 JL K 4 DNA
HACERE B 16 N & T 1/D2 &M, 1E. 551424 57 CTGGAGACCACTCCCATAATTTCT3’ A5’
GATGTGGCCATCACACATTCGTCAGAT3’ [3]. 7E50 pliy AR &R & LL E51#)%50 pmol/L. 5 plff10X
buffer. 5 pl 1.25 mmol/L{{JANTP, 2.5 U Taql, 7EPCRHZNIEIAN (R HFR-900) 4% LA K %A FREAT R34
RN ARPE94 C, 300 s; iB/K50 C, 120 s; ZEMIT2 'C, 120 s, SEMSOMERJG, FE72 CHRALEM10
min, AP0 pl, SRS nliE SRS, 10%EARMER GG AR vk (FH 120 V, H
VKA1 XTBE), 0.5 pg/ml EBH(145 min/m28AMT FALSEEE IR, "I HL190 bplRisl kA v B (DDAY) , 490 bp
(AT B (TTRY) DARAEN /SR 8 5 B (DT AY) &

1.2.2 HAGKE  BUS IS IRk M 21 2 1 (HbAle, WAHIEE) , N4 B sh A A A .
FH[EEE (Ch) « H =8 (TC)  MkE (Glu), ME8 100 ~ 9 : 00AASr A FERESNIKIM 37K, HFEEIMH .
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2.1 BAImIREE L
B R 995 £ e 0 ZH 9 B2« SBP DBP /K P-34) B S5 vy 0 b0 JC i if. e 41 (P<0. 001) , AR IR IR %R AE S
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Tab.1 Comparison of clinical data between hypertensive

and normotensive diabetic patients (Mean+SD)
Diabetic patients

[tem

Normotensive Hypertensive
Number of cases 7 81
Gender (male/female) 60/57 41/40
Age (years) 54.47+12.08 55.06£11.69
Course of disease (years) 4.88+5.08 7.05£5.87*
BMI (kg/m?) 22.56+4.27 23.01+4.18
SBP (kPa) 16.11£1.61 21.23+2.50*
DPB (kPa) 9.78+1.91 11.97+1.67*
Ch (mmol/L) 5.06+1.49 5.59+1.25
TC (mmol/L) 2.39+5.27 2424239
Glu (mmol/L) 10.19+4.29 10.90+3.83
HbAc (%) 9.63+2.6 9.57+3.70

*P<0.001 vs normotensive group; BMI: Body mass index

R OB RIS A S IR TR (xts)
Tab. 1 Comparison of clinical data between hypertensive and normotensive diabetic
patients (Mean=+SD)
*P<0. 001 vs normotensive group; BMI: Body mass index

2.2 FZHACERE A Y K S5 A7 KL R A 1 HL 3R

B DRI 1w L P 455 0 PR L I TR ZH B, FEDID 7R 366 DR f A7 3 FND A5 407 356 IR Fr 85 i 5 W (2 488 1= (P<0. 05
HIP<O. 01) , 77y T T2 Jk PRI PR A3 3 AR T 4567 ik DAL PR 485 5 22 W 4 JFEAEC (P<O. 001 F1P<0. 05) o ZEKH IR e L L 41 v
FLAlSBP I 4 55 PR ADBP Y = 4 2 1) 35 25 5 (PY0. 05) o BAAlSBPIY 41 55 88 s 1F 85 1 s 20 2 1) G W 35
ZE5 (P>0. 05) , Ty A4EDBPHY s 4] S5 B R 155 IR 20 bR, 2 TS R A L A LD R 4 R 1y
HBEEER (P. 05, %£2),
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Tab.2 Frequency distribution of ACE genotype and allele in

normotensive and hypertensive diabetic patients
Genotype Allele

5 DD DI 1 D I
Normotensive 117 0.20(24) 042(49)  038(44)  04197)  0.59(137)

Hypertensive 81 027(22)* 0.42(34) 031(25)** 048(78)* 0.52(84)
SBP=18.6kPa 75 0.24(18) 040(30) 0.36(27) 0.44(66) 0.56(84)
DBP=120kPa 55 027(15)* 0.42(23) 031(17)* 0.48(53)* 0.52(57)

*P<0.05, **P<0.001 vs normotensive group
F2 PRI PS5 AN 5 100 R 3 ACE R R 7R R S8 A7 358 PR 73 A Wi

Tab. 2 Frequency distribution of ACE genotype and allele in normotensive and
hypertensive diabetic patients *P<0. 05, *xP<0.001 vs normotensive group

Group n

3 e

B PR A v I T A R AR, A ORRE YL, O S ELL. N U SRR AT S R 5
FERE PRI N HH Ve P PR S8 A I iy TARBE PR N o LSRR, IR iy SO gl oot — AT
FEIRIEALE SEHE (1], ACEREDA 22 A1 & H AN FT I A P 1Y) T 22 B D, ACEJ PRI 22 25 1 5 el L5 R 5%
AW %, aieth B2, A BATDERA L 2 BR s [,  JCH R DDA R 8, A4
e A TE I Ty S, DA R DA I 2 RO PRIVT I el O 8 — NS H AT i BE A R AR SR IR 3R (4]« R TACE
BN 2 A8 52 AR O R ML IR R, PujiafE [5IBIFTURIL, FE2BU0E IR 8 T, DDA Y (A A sy
s AR 2R B 0 v DI RE BRI R, A S ACEJE DR 22 25 M0 2 B0 PR S A oo I P B P ke — e IR VE T, A 5%
PRI A T 7 A M 4 A 0] i i s g SRR FRDR PROVG SE o #5522, N2 TR P R B KV TR 9t A B
v L s ) SEO HAE T THE DAY ) S8 o e IR, TR DS R B Wi 4 I AR D T BRDD A 1y j 35 (6]« ASHFSTiE It
FLACE S DN 22 25 PEAR D 44835 2 OB R 1 v P ) 35 A% 5 JRk DRI PR S B B, R4 R s R ACE S [A] DD
R DA HE DR 5 2 R b 5 i I s F 5 ZEAT AR ORHE

ACEZ M B 7k 3 IDE B A b i) — A B R RN, A KoK R T e oy i Bk 3 11 (Ang 1)
AUKIG G, LR BN I A AT R I A~ JUL AR I, K8y i 3 B30 o i A0 A (10 S
Pz ARACEA AR DR R M A A FPACE I AT 2 AN FEI o FEIEFAFA,  ACEJL K 2 DDIE 5 A4 2L 1ft
TEIAACEIKPo5c iy, DIRNIKZ, TTRRAR. [AIt, HEDNSEAL I ADAEACE SRS PRI 42y TS is AL A 1, TS5 AL
SEATGEAEIVE . thrl g S D EACERIE & LR IS KIS AP, A5 R S SR A & 5 440
WAng 115 BT MUK BRI I, (e ey it s o B PRI B IR R AE AR RE L 7] o ANSEIR 5 ARG W], AT el
Js FE SR IR PR S8 FE DR SEDD YA (27, 16%) EUAR eyl Hs OB B /6 (20. 51%) e, B JR % ACE %
DH 22 25 M DD AL e A iy R PR RV 5 A T T3 (1. 32, ELH Joms £ o F B 3 A S K o I Il
B PRI i FAUSBP T e AR ACEFE N T/ D2 a5 Mk 2 (M JC B 22 5%, 155 L 2EDBP T} iy /- W& AHOC, R WIDBP
TErAERE PRI B v L 8 A AR AR E A

HITBE PR« L O 22 B R, AT R AR 2 AR i, i MLz A ik PR B0k
s, D5 TRE PR RN G R, AR RAEAKL, R SR DA B D I A K R R LA
VERE— D IOWTSE, A7 7T BEAS 2 TE RN 45 R .
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