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ACE A ZTHEHREELHEFTIMERE
,L,\rﬁz = Bf) [ R R 1 R BB 5T

VAR
CRIB TR B: (KB, M 451191

#  E: BT M %K B 5% LB (angiotensin converting enzyme, ACE) B [ £ At 5 & & M JE | F A
[F 98 B & 15 30 /5 I R F g K — B AL & (nitric oxide, NO) S BRI X R, A B ME B EF MBS 40 5 B 4EEHK
5. J7 B 160 45 Hh S 4F 4 e TG I AR 283 R R IR 4 B4 2SN U 5 ACE £ BRI A/ B 2% (insertion/ deletion]/D) £ 25 3¢
g T EFRAH (+-ID)F DD B R E. FiF IR E 0 9 HEAT 3 IREE (B AIRR 48 h) 3 ¥ A7 7 BE 35k
I (incremental exhausted testIET) | 4538 FFH €12 3 32 B (moderate aerobic exercise testMAET) I # % ML K
(rest control testRCT). R LW GTJF 4 H1 W & 32302 1 JE /K S FH e ¥ NO & 8. &5 5. 3 b 2 P % 4 # 45 28 (11,
24.6%,1D:44.9% ,DD:30. 4%) , 7 & 14 30 1R {1 #% 381 15 - #5 5¢ # (P>0. 05). 1+1D 4 IET 1 MAET J5 SBP #
MAP %5 32 3 B BE 4l (P<<0. 05) , RCT J& U 48 FE (systolic blood pressure, SBP) . &F # E (diastolic blood pressure, DBP)
FIF 9 3 Bk F: (mean arterial pressure, MAP) 3 SL B A 7+ & (P<C0. 05);IET J& SBP #t MAP ZE{L B F MAET #
RCT 41 (P<<0.05) ,MAET J5 SBP #1 MAP 5k B F RCT 41 (P<C0.05);DD 4 IET # MAET J& SBP, DBP #I
MAP #5303 % B % # 2 5 (P>0. 05) ,RCT J§ DBP 1 MAP % S KB F+ 7 (P<<0. 05). 11+ 1D 4 IET g ¥ NO
SEBLBHF R (P<C0.05), AL #H T MAET fl RCT(P<C0.05);DD A AR EE 35 El NO & 215 F%
BEEHTLP>0.0. 40 PEFL R MERE ACE 1 £ K (i DD 2R AW & 2@ 30/5 SBP
MAP F/.NO ##, H 583 EM%. Bt ACE&H /D £AMTEWEMIEERRS NO B R,

*%ﬁl (B RKERLEERNES,QLE B85 —84hR

RESES G804 2 XEFEB:A

JE &R MR R — R S B ER A S EERA SRR E AR EHENGAEN. B E
YERMSLR OB AR EE SN R BERELE AN, )55 7 S B0 KB & 47 ki T RN, B i E
YE R —Fh G TR R HUNL A MR 254 B0 AE R B V8 O AT A RO BB A4 il L FH 0. 2 3
REEHIHEEERNEHYTEZ - TR EAKESI AR KNGS AEGRESN Y. —RAHED
J& BN P I RS BT 9% 3 85 HL AR 2943 31 /5 (K IfL i (postexercise hypotension, PEHD™!, PEH ¥l 51z 3f
7 5 A5 P JE 4R B A B 4 W — AL & (nitric oxide, NO) 454F Ifi %5 47 i 3 £ 45 5. Hagberg £ #5 1, K 4
25 % W LR B & RNFEFE PEH B, &7 8t 4% B 3K 7T BB R mi 12 3 o e IR AR .

1 % %% 7K K %% /LB (angiotensin converting enzyme, ACE) N & &- . %& & 7k £ -8 5 fiil & 4 (renin-angio-
tensin-aldosterone system, RAAS) W C52EG, i L M B B & I(angiotensin I, Ang DESHmME EHRE
II(angiotensin I, Ang II) 3% F B Ak (bradykinin) K&, B FIESEL, ACE EEE 16 NS THE—B
287 bp MER S|, AT A ACE % H M # A (insertion, D M §i 4L (deletion, D) £ 75, Hp DD # N & 2
# ACE EHEM Ang I S BB AE,, FBOT B K IE W HFEIE NO 6 85 8. ACE-DD £ H B A
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EEV . XTFEB3hE5 ACE EREZANHA D, FREWHRIES, RELREFAEZG, ACE1 %1
EREEFEXN FESNAENSRE B ST DD EFEIE. 5 ACE £355 PEH B EA XE. AR E

- ETFHIT ACEZE /D 2SHERRUERGOERE —KARBE I ME3IEEHEMRUR NO BRERX

R DA o w0 o R L A AL i AE s AL R IR B FATTREL, 5 ACE 1 SRR EWH L, DD %
B E B NO BRI/, BT B 5 5k AF R FI2 3 B R BOR WSS . 8L 5h 1 T NO BB T i 36 % if
EHBTHIRL A1 B e T A LB S B R, NO BB B S MRS B

1 HRMNKFMAE

L1 HREK

WHEAMBTEMRPEELHEFE AR MLERE 15 2, AR F1E 45~65 3 F R R MLE R
HiRME—ZM _RBE  BESNALERHSITAERES T EHRES; THMERE; TARE
B H. HEBRARUE R - 4k & M R IR BB CEF 3l IO /R R IR PR B TR R R RIR DI BT HE 58D 5
=HEMLERE (C180/110 mmHe) ; IHASITAER R B UARKAEE S HEAERE EOK . OE. T
FERE P RMEAERS) FRTER . COMERBMRBEEREE  PENERREHEERAZEL 2K,

B 30 min YA B). BAR 76 B ZAEBE/F S

L2 BEIRRE

ZRE AT 3 RELL i E AR A 48 h. 55 1 W TR AW HIH LR, 56 2 K#ETPFEREFLES,
53 WEBRE. BIR LR AT & ¥ 5 N 60 1 FE/K - FIHER NO & & SER/ERE 1 h, HE G115 mind
F0 % 1 FE AR NO K, REERE G W 2 EER ACERERN /D EZE4R 1 SN EFE
HE I+ D) FdE 1 SO FH %W F OD WA, BT ERLZE5AFMRE S35 MEM NO B4k
RE.
1.3 S$ESFR

WA BN Z R E 5 R E ISR 5 TR 4 $ (body mass index, BMD = (k& (kg)/ & &’
(m®). FI| i B 4 41 R 43 {X (Inbody 530, %@)ﬂ]%%ﬂaﬁﬁ‘tb(gpﬂaﬂﬁﬁz HARERE . R
BAT 1 d ERKE BEBZLES, R B EREERETHITNE. ‘
L4 mWEME

AR E AR AL, FbRHE & XK AR I R € 22 B8 s, DAART G 58 — 338 R 4 FE (systolic blood
pressure, SBP) , AR [R5 7% 12 5 £F 7% J& (diastolic blood pressure, DBP). Ji| %€ 3 R, & & A FF 5~ 10 min,
U H Y HE. ¥ SBP #1 DBP # 5 i ¥ ¥ 3 jk H (mean arterial pressure, MAP).
1.5 [ER NO ZRillE

PR T 39 (0. 25 0 BEL KD A3k 30 s FFH 40 mL XA /K&K 3 K, nb R O s &5 W 4E 5 min N H
RS WHAER B LER | mL BT 1.5 mL Enppdorf & WN. K & 0> (5 000 r » min ') 15 min, BB
B BB AR E NO RBAK=Y WKL NO,” SEXRMBRB NOKWEE. A& WHETE& R
A ) T AR B 5B » ™ M e BRI & U A E AT A I, B4 2 wmmol /L.
1.6 HEARTHIBIEFH LY (incremental exhausted test,IET)

FZh# 847 % (Monark 839E, % #) # 47 IET. # 5 J5 & MLk % 2 min(0 W), B /5 #47 IET : 2 4 £ fir
30 W, 4% 3 min 3 15 W, {R$f 60 r « min™ " #3. F iz 3.0 i AU R4 (Cortex T, 78 ) W 5 1% 1 £ fF
LB RN ZE LR H B (volume of carbon dioxide output, VCO,) .14 B (oxygen uptake, VO,)
FOPE I B (respiratory quotient, RQ=VCO,/VO,), F#ll.0o ¥ % (Polar FT1,352)ig F.0-3, 1B it 28 %
WA 3 IR 57 BB 1 3 (ratings of perceived exertion, RPE) PEA% 5 55 12 . WA 3 B2 o 2 X & (a0 1
PIHE 2 B ORABEIFRER T #HT. FEUT 4 MrdER K 3 AL IEELE . (DRQ=>1. 15, OO HHMEER
BY&,G)0FE=180 b/min, (OFRE K. BRE—FAHX N VO, EEH VOm., REHERE KO &
(HR,..) B X RPE(RPE....) . kK RQ(RQ,u.) K INZ (maximal power, P..,) F1J7 ¥ 8¢ 8] (exhausted du-
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ration, ED). IET 54k 8 1 h, 648 15 min 45 i & o E F1HEE NO K.
1.7 %EEHM|IEZ LY (moderate aerobic exercise test, MAET)

Z A E I BT (Monark 839E, 5 ) b #47— W MAET. BB 5@ EEF 2 min(0 W), BiJG #
7 MAET 38 H 70 % VOpp. X BLEI DN 3, {7 5% 60 r » min ™ § 3, B 6] % BL 454 23R & 78 IET J R0
ED. 2% i 0 e i3 SF R BRI EE R T 247 WK, MAET 54K 8 1 h, WkERR 5778 1. 6.
1.8 ZRE#XTER LIS (rest control test,RCT)

RCT W, i F A FEBRE, B EX NN ZAEK ED. RCT 5HE 1 h, MKWz 57 ER 1. 6.
1.9 BEESHNE

) FH BB & 8545 =X LB (polymerase chain reaction, PCR) AR X ACE ZH I/D i S5 # 7408, £H
24 DNA 2B . #:pkEUML 2 mL,EDTA $i#E, B 100 pL 2 ifi , #| F§ DNA $#£BUA M & (Tiangen) £ £ 1M 5
MM 4 DNA;PCR #°3# H % H . 51 % £ 5’ CTGCAGACCACTCCCATCCTTTCT-3’, F#f 57-
GATGTGGCCATCACATTCGTCAGATS3’ , R Bk &N 25 pL, & 100 ng #4% DNA .10 mmol/L Tris-
HCI(pHS. 3) .75 mmol/L KCI.,3. 5 mmol/L MgCl,.0. 2 mmol/L dNTP.20 pmol 5|#J.1 U Taq B§; & 5
.95 CHAM: 2 min,8R/5 95C 40 s,64°C 50 5,72 °C 1 min,L3#5T 3 MER, B&J5 72°CEM 5 min; 7=
B T P MASBRIEGRERN 50 pg/mL) B 2% 3R A8 W EE B B FL W B 3K 3 min, FEEBR BT
1.10 Zit¥aH

PR LA BB AR FOR. W IR AR B LA R R T, ACE 1/D R RIS 4 B L 13
WAL EEAR BB AFRZEHRENBRAZME(=ZRE-ZRIDRAFERAAERFEZIFT(ZERR
&/ Tukey #:%). il SPSS 15. 0 for windows G- @ #AT4L B, P<<0. 05 AEF AR RITERX.

2 # R

2.1 R&AHRLTR

HTESEI AR M R R HEMER,7 EZ2RERT, BESTN TR, REREAEN
n==69.
2.2 ACEEFI/D &ML RER

ACE EH " 1 Wi fp H B, 490 bp # A B (DF 190 bp B 1 B (D), 7E L 3k Bl _EAUH 490 bp £
FaiG FRHEABAD,{UH 190 bp &4 A4 F iK% (DD), 490 bp #1190 bp WANKWIHF NG T
AN/ Br& B /D), WA 1. '
2.3 ACEERA /D $ASHMEERBEHRE

SR EFE A A EAS R 11:24.6%,1D:44.9%,DD: 30. 4%, & & F MR 4 51K 1. 47.1%,
D:52.9%,% y* K% P>0. 05, (I M BAH BV HER . BARA R ERARE LR 1.

#1 ACE/DERBMRECERHHME

N R % AN B A R mA YR R IR
I D DD I D ¥ 18 P{E
AR/ 17 31 21 65 73 0. 668 o414
SAE/ N 24.6 44,9 30.4 47.1 52.9

2.4 ZREFE—MISE

FRE-MBELERR 2R FAZKREEER . S5 AE.BMIKJEHE /1L .BP #1 HR %28 & 1
B EBHZR(P>0.05), B HEEA T .
2.5 WAIET HHIEZgE hS8

ZREF IET WHEHENISHERE 3, A VOsmn» HRuux s RPEwa s RQuur s P M ED M E B E M E R
(P>0.05). ‘
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2.7 AEEERNEER NO SERILLE
[I+ID 4 IET f5MEH NO & BE LB A F- & (P<<0. 05, AL B & F MAET # RCT(P<0. 05). DD
HAAFBEZEIEEBR NO FEHTEFHEAEH(P>0.05). I 5.
5 FREENEERNO SRR

} II+1ID 4 (n=48) DD # (n=2D)
S IET MAET  RCT IET . MAET RCT
W NO LR 237.4£37.2 285.6+40.0 242.8+56.5 263.1+41.7 256.2+£52.0 260.6163.5
/Curmmol + L1 LR 237.4%37.2 285.6140.0 242.8+56.5 263.1+41.7 256.2+£52.0 260.6163.5

LWSF  467.0158.0" 325.6+52. 2 257.7+56.6 263.3+31.7 254.2%63.0 249.7+73.2
A 229.6+69.1%¥@ 40.1£70.3 14.9+84.9 0.20+38.4 —1.95+54.3 —10.9+74.6

. * P<<0.05 vs, SCAT; # P<<0.05 vs. RCT;©®P<C0.05 vs. MAET.

3 W i

RN EEANEERINT P EE L MERERFRE S4B 315 ILEKEF NO 5884 S
ACEEHE /D ZEMRXR HLREA . B BEMERZSS YT ENEEE R BP B NO B &, H
T M BEE I+ ID)# R & E 3 /5 SBP #l MAP TR NO S EA R, B 5238 EFEME.

e RIS IE B, BRI T AT R RS MR B O M B R R RE R EWF R & 4R PEH HIZ R R
FEAR R A BE T R B, B 5T IE SC ) I FE B & R AR A7 € PEHDY. Meta-43 8 i, 4 4035 3h 7 4 75 If /& 25 % SBP
~ 01 DBP 43 5| F % 8 mmHg 1 5 mmHg, §T 12 3 N4 # SBP il DBP £ F &% 3 mmHg" ™. i2 3 [ E I
P AT B8 &8 i 13 3 55 5 & L8 ) 5T 40 B8 1 25 335 TG eI A1 B BEL ) S B0 3 3l B L 3 o o S ot ot 4 g 7
LR 7, IS N G A BB NO L NO AT B EKEH 25T PEH WABESE. s, NO
%t PEH WA E R 23R E R Mm-S,

ACE B I & . ﬁi;ﬂ&%ﬂ%ﬁ@ﬁ%ﬁ%%%@% kN ACE & %#% T ACE R, R ACE % K & 7]
ERMEH  ACE SBMWZER,, H WX Ang 11 B 5L R 58 8Bk B KI5 7= A AR R 80RE , B & 8 W WL Py 7k 4
4 AR L R A 0 P L A A R, RSB M ERB ARG M E AR BHEE.
AR, B 1 SRR AI+HID 4) 2R F ¥ PEH M4 (SBP fl MAP F ), 5 Pescatello 401 iy
PR, A1 TAFRRESBERAMAFEREFEZNEMEMRMEM ACERER /D ZEMWER. 4

REUKEBEAN I EMNEEEPFERE (60% VO B85 /5 # SBP FREIEE R ,/ExXF DBP LB #F
M. Blanchard &) g BF 58 MIGESE , A 6] 58 (60 %6 VO M 40 % VO,mo ) B H3B 315 - BUAE B 24 h 1%
I & (SBP #1 DBP) 3 8.3 ¥ F F& , [6] B 38 B (40 %6 VOener )2 3l J§ ACE DD 3 [ &I & SBP F [, i [ &4
EABHENSMDENTEESEEZL ARERVERESHEN ERERRE X EHRRIY  IES
ACE DD % P B g % B0 HU7E B 4 B, Laver U7 E S, BEE 1818 K, 830 B MK NO WIEFHZH T
W, B R B4 N B T BE X3 B 59 R 5 H BR a4k, b4 BP 3R Bk A Kia 30 7 X A& 558 B T BBt 2 BT
ERGHREERHREZ—.

A DD HEshFMETLTEEFHERE, XS5 DD 44 TFEFNBETE ACE B EMmEENRHE A
FAX.ACE WEZE/EMRRMA Ang 1578 Ang 1T, 832 EGK Jy , 518/ 3h Bk W48 #VE b IR B T R T
W, B &S B I R HES K8 B LR AE AR R IR O R e B 3h I R R ROR . S, DD B B BLAN R
a3 ACE K8 E FB Ang I ¥ LIETHI S ZHARBFHMEE KER, 8 T Ang I ATBEK NO 4
YR AR, 5 BT 4R 3 P B T BB LA B P R AR o AT I SN, X FT RE R AT SR DD A Z i E B35 kX
BEHB AW EEFRA. ~

ABFFTRRUESE ACE I/D R F A 5 PEH fFAERBA, RITE AW RCT LR FMEHFARBYE, HIE
HATRES 1 h A% & 1 it a] DA S R 48 35088 2o 72 4 R ) 67 T 175 4 5 5% Ohino V1A, &t R S 35 14 ol 3
i3m0 BEALL FF R BP K BT SME B A T BAE . Bk, At N R RS LR LIS B R R R
B MEMER AR AEERSE", LRMEWEAEFAE/EA. IET f1 MAET K DBP #1 MAP NI X &
EWArk, B 5 ERR TR, X 2 B T1E 3h 0 % &0 8= A4 AR 5 48 A gl
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ARG RIEC BN, PEH MR 5EZE30REIEMHX, E3RERE . SsREMSRBREL, X5 Li-
ma PN 2 BIBRBAENARER - HHTREZ3EFH NO B IA XK. HFTIEEL, B
T o 1 0 i 3 BT Y N 1 B N B B — 4L & B B8 (endothelial nitric oxide synthase, eNOS) ik,
eNOS BB EBR AR NO, EHEBEL N S HRME KN B EFKIMER. R Laver FV MR LRA,. 5F
FHB,BEARED AN EINBES, B NO X33 M BRERE. REXBHE . AMELHR,IET
J& ID+ITHmER NO A5, MAET f1 RCT R X B FHTH BRNEFENEBEILMNPIEEN. T
ﬁﬁiﬂ&%%#i%i%ﬂ%%ﬂﬁﬁ#ﬁﬁNOA&%%&fME@ﬁENOﬁmﬁEﬁEmmﬁ
DD % F & #3530 /F NO K B ¥ #:2 5 , Tanriverdi 2 S, Tt 4138 5 5t 1 52 AR P 0 10 9 4F 3 By 2 1
HEERMA S ET ID B DD &, H4i&F DD & H B & 8 K 5 55.

TEBL,eNOS THRBARKHENEFKYEE, ZE W PEH WEERR. BRAEHFRIFRNUE
eME@ﬁ1W%Mﬁhﬂ@ﬁNO?§5m£NOWEUR&WBﬂﬁﬁﬁ Eﬁ*ﬁi@%@ﬁNo
AL NO #1 eNOS 5 #:.

4 & it
o2 44 8 IR SR K ACE T 26 £ B8 (i 3k DD £ [ %) #84% % 15 3 /5 SBP FIE.NO #1, H 5555
B8 B 1E AR5 5 7[R9 F40 52 3034 AT 40060 2 1 B 38US DBP 71 MAP #7%. Bt ACE B /D £ A KT RN

3
HBEEMR S NO Bis. ‘
2 £ x W
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Association of ACE Gene Polymorphism and Effects of Acute Exercise-induced Blood
Pressure Reduction in Middle-to-aged Female Hypertensive Patients

TANG Jing
(Department of Physical Education, Henan Institute of Engineering, Zhengzhou 451191, China)

Abstract: Objective: To explore the association of angiotensin converting enzyme (ACE) gene polymorphism and post-
exercise blood pressure and salivary nitric oxide (NO) responses to acute exercise of different intensity in middle-to-aged female
hypertensive patients in order to provide evidence for individual exercise prescription for hypertensive patients. Methods: Sixty-
nine middle-to-aged female hypertensive patients were divided into I allelotype group (II+1ID) and DD genotype group according
to ACE gene insertion/deletion (I/D) polymorphism by polymerase chain reaction. All participants participated three tests (48
h interval in every test) ; an incremental exhausted test (IET), a moderate aerobic exercise test (MAET) and a rest control test
(RCT). Blood pressure level and saliva NO content were determined before and after each trial. Results; The genotype fre-
quencies (II; 24. 6%, ID: 44.9%, DD: 30.4%) were coincident with Hardy-Weinberg equilibrium (P >>0.05). In TI/ID
group, SBP and MAP reduced after IET and MAET (P<C0. 05), and SBP, DBP and MAP raised (P<0. 05) after RCT com-
pared with pre-test (P<C0. 05); change amplitude of SBP and MAP after IET were lower than MAET and RCT (P<C0. 05)
while those of SBP and MAP after MAET were lower than RCT (P<C0. 05); in DD group, SBP, DBP and MAP after MAET
had no significantly difference with pre-test (P>>0. 05) while DBP 'and MAP elevated after RCT (P<C0. 05). Saliva NO content
increased after IET (P<C0.05) and change amplitude were higher than MAET and RCT (P<C0.05) in II/ID group; NO con-
tent in DD group had no change after different intensity exercise (P>>0. 05). Conclusion: The ACE I allele carriers, but not the
DD genotype, presented SBP, MAP reduction and NO upregulation after acute exercise, which was positively related to exer-
cise intensity., Therefore, the ACE gene I/D genotype seems exert a role in the NO release and BP response during post-exer-

cise recovery in elderly women,

Keywords: : angiotensin converting enzyme; gene polymorphism; hypertension; exercise; nitric oxide



