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[ ZE)B®. A 20 FNE (left ventricular hypertrophy , LVH) (1 J5 & ¥ 5 1liL /i (essential hypertension , EH ) £  f# F 1liL
A B L W ) 77 (angiotensin—converting enzyme inhibitor , ACEL) Fl L4 5 5K 2% 1 32 /K5 15 (angiotensin Il receptor
inhibitor, ARB) Y7 5 A JCRE S (aldosterone , Ald) 6 IR IR KI5 LVH B R IFHITHALH ., 3% 4 95 BiIfFA LVH EH &
F RERL T UK ML (48 51) AL DL YL IHZH (47 ), T S e i 58 3 7 i IR9T ) 1.3.6 D H IF I Ang I Ald (975
P I IR o sh BT i s (R R SR A0 3 Jim BE SRR 0 28 A SR AR R A2 A8 A 17 200 R AGE I ot B i W L 00t B AT T BEAG:
A ICRAYA RN, EER: (DIRYTE 2 s B R, BRI TR, 28 7 400258 L(P>0.05) . (2)HIIRE
FIZRIAYT 1.3.6 S HG I Ang T BIAYTHTVI N FRE2E A Geit 2 L 3A9T 3.6 DHIE S 1A R Ang TR T (H 225
G478 L (P>0.05) ;1 Ald 36T 1A HJE T BEEGRTT T2 A geit %8 L (P<0.05) 79T 3.6 N H IR IH & , Heam ity 7 i
K, SR LA 2E R IES A L (P>0.05)  JE I VPHALIN Ang TTIEYT)E 1T SRY7HT LA LT (A2 R g4 X,
1097 3.6 DN HREGRTFHT BT, ZRA SRR SG I Al WEYTIE 1.3.6 WL TR, SIR7 AT L BE AT e X
(P<0.05), ()IKAEEFIL e v ¥R LVH, Z.O0EHi | A0 T 50N B (AN IE Y7 S Hig P<0.05, 400
P>0.05), 2 Lo EF M Ald AKFAERI TR 7EI6097 3 D H LU, b Ald KPR T ELs TR T RTKFED Al 2
i IRYT 6 HEHIREFIHA 19 4], JE IV 2 ], AR B E LVH Wi 2% 25 A gt X, &ie . W] ACEI 8¢
ARB IAY7 EH B E AR ALE Ald R ING, Bz 50 8 LVH 30 22 I PR TAE RS L OB REVRYT .
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Relationship between aldosterone escape phenomena and left ventricular

hypertrophy in essential hypertension treated by RAS blocker
ZHANG Houmin ,ZHANG Dongmei
(Department of Cardiology ,the Affiliated Hospital ,Chongqing Three Gorges Medical College)

[ Abstract)Objective : To investigate the relationship between aldosterone escape phenomena and left ventricular hypertrophy (LVH )in
essential hypertension (EH) treated by angiotensin—converting enzyme inhibitor(ACEI) and angiotensin Il receptor inhibitor blocker
(ARB). Methods ; Totally 95 cases of EH complicated with LVH were randomly divided into enalapril group(n=48) and irbesartan
group (n=47). Angiotensin Il (Ang Il ), aldosterone (Ald) , interventricular septal thickness (IVST), left ventricular posterior wall thick—
ness(PWT)and left ventricular end diastolic diameter(LVDD) levels were examined before therapy and at 1,3,6 months after thera—
py. Results . (1)Levels of blood pressure were decreased in both groups and there was no significant difference between two groups
(P>0.05). (2)In enalapril group, Ang Il levels were all decreased significantly (P<0.05) at 1,3,6 months after therapy. Ang Il levels
were slightly increased at 3,6 months after therapy compared with those at 1 month after therapy,but without statistical differences
(P>0.05). Ald levels were decreased significantly at 1 month after therapy compared with those before therapy (P<0.05) but they were
increased at 3,6 months after therapy,reaching the levels before therapy (P>0.05). In irbesartan group, Ang Il levels were increased
at 1 month after therapy compared with those before therapy,without statistical differences but they were increased at 3,6 months af-
ter therapy compared with those before therapy, with statistical differences(P<0.05). Levels of Ald were all decreased significantly at
1,3,6 months after therapy compared with those before therapy(P<0.05). (3)IVST,PWT,LVDD levels were decreased in both groups

HeE AR 3K R Email : 7h6450@126.com, after therapy compared with those before therapy (P <0.05) but

R 6 i A there was no significance between two groups. Ald levels of some
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tan group) were initially decreased but were increased after 3 months’ therapy compared with those before therapy,which was called

Ald escape. LVH ameliorations of these paitents were quiet. Conclusions:Ald escape may occur in EH treated by ACEI and ARB.

LVH ameliorations in these paitents with Ald escape phenomena are quiet.

[Key words Jenalapril ; irbesartan ; aldosterone escape;left ventricular hypertrophy

Jir P v I IS Y R — I A R K R — ]
Z4¢ (renin—angiotensin—aldosterone system, RAS) , §
FoO WUATM A WUR AR M4 25K 3R 11 (angiotensin
II', Ang Il ) FE[EIf (aldosterone, Ald) A il Ang 11
A AR A4S RO UIE JE O LA M 2 1 55
SR L E DK 308 3 1 A b 28 0 B | 1 4
Wi et Ald & SR, T Ang 1T Ald A [F] 7%
JE M2 e I R A 5 RAS BH W R [ £ 45
I 48 %5 5K 3R %% 46 Il 410 1] 9] (angiotensin—converting
enzyme inhibitor, ACED) A1l & B 5K K 1 25T
(angiotensin I receptor inhibitor, ARB) |\ & f#AIK T
J5 &% M5 Il (essential hypertension, EH) 250 ik
M REA Kot ) vy S 2 E O RIE R AR R (H R S
TEH AR LCEE  EH 10 il 1587958 95 1Y) 4 2B 2R ATh 4K
s A BPEA NI T RES ACELIRY T A HIAL
HERA VIR, AW H e TERIMEA 22
D EJE (left ventricular hypertrophy, LVH) 1 EHf&
# [ HACEL MIARB IfY7 R4 0 Ald b B K H:
5 LVH B IR DT HALH]
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1.1 BrRst %

PEFE 2009 4 2 A Z 2011 4F 4 ARk 2 hE
EHJf LVH 835 HEBR R U5 RAL I R U5 SOR A IR 2
LPATTFE 95 1, 4% 1999 471 FL 13 A 21 2/ [ B e I 26
B IS A TR B AR HE B EH 2, 2 A WA LVH
LB 52 B, Lotk 43 B, AR FE AL ARTIREF]
ZH AT ULV IHAL AR A 2H 48 49, B4 26 141, Lok 22 1]
IS (542 £9.4) % | JL UL VPIHAL 47 4], Forh 5344 26 4l

P 21 B, FHIAERY (53.7 £ 10.2) %, B I PR YERE 22 52
TG L HAT (R 1) o ARSI EICHE ] RAS B
WA A kil EL Y BB 52, IF-HERR AR A Ry i R B |
W DRI GRS B O

12 AT &

ATERT 2 A5 AR 25 V97 IR IS 2 4150046 T
MR ) (2575 : H32026567 4% TIN5 mg, 5
H 2 Y i JE VLY ([ 25177 : H20100164 477112451 4
A1)75 mg, B H 1 X FR, L% 2 85 AR bra (H AR Ik
4 [E<140 mmHg, £75K <90 mmHg) #5386 H .

1.3 WERIRAT

(1)« I AR S AR Il e B 3 USF33ME ., (2) LVH #
T« R B 2238 ke A2 WA, RS IR3y 3.5 MHz, T
HHEAOCERM ARG S T R 400 = A M E
K5, 2 BRSPS Do A 1 DU 7 i, B2 3~5 A i
L0 B A3 2 IR YT T FE YT S 6 &7 KoK 2 ] IR R i
(interventricular septal thickness, IVST) | &F 7K K /7 0> & J5 BE
J& £ (left ventricular posterior wall thickness, PWT) | & 7K A
20 ZE AL (left ventricular end diastolic diameter, LVDD) /R
i Devereux ZEPIN 8 220 % F 12 (left ventricular mass,
LVM)=1.04 x [(IVST+PWT+LVDD)*~LVDD*|-13.6 g, B3
(EIT B 2E O E HAimFE AL (left ventricular mass index , LVMI) |
LVMI=LVMAR L 1H L (m?) , #5753 P LVMI>125 g/m?, %>
110 g/m?, WMEAHAIFLVH, (3)IRIFRTRIAYTIR 1.3.6 H4r
BIREZSHE 12 h UL, TR 7~8 BFEN 15 min J5 R #HKL
5 ml, BLLHUIIE 20 COAFTFN Ang 11 Ald, SRR Se 5
B a0 & B L AR ORI R
14 GitFE ot

KHI SPSS 11.0 GEit B AT 422000 . BTN
VPR« bRl (v 2 )RR, [FIZHIRYT RS 28 A0 0 L AR FITG
X ¢ A s AN IR 2R A B 5 2R LR FHPIAREAS ¢ Ko ; AN
[ Fsf ) 0 45 2R L Ao FH o A U s VA1) 1y 25 03 #T A2
IKHE @=0.05, LA P<0.05 K 2e A Geit206 3,

F1 2HEHBEHN—MRBER(x+s)
Tab.1 Genaral imformation of two groups of EH patients ( x +s )

28 5] Bl (n) /B FRCE ) M (mmol/L)  LDL-C(mmol/L)  W4i/E (mmHg)  &F7K/E (mmHg)  LVMI( g/m?)
AR F 2 48 22026 55.1£9.3 532+1.23 2.78 £0.76 163.1 = 12.4 101.6+ 11.2 130.7 + 12.8
JE Db 47 2126 54.7+98 517 +1.42 2.65+0.82 159.5+11.3 103.6 + 10.2 1326+ 11.7

R 0.20 0.55 0.80 1.48 0.91 0.75

P 0.83 0.58 0.42 0.14 0.36 0.45

TE: W A IR RSB 2E 3 RG4S, P>0.05
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#*2 2HEHBEMFETHER (x+s,mmHg )
Tab.2 Blood pressure changes of two groups of EH patients ( x +s,mmHg )
251 B (n) i RITHT wIrE 1 H BITE 3 H HIFE 6 A
IVEER 163.1 124 147.0 £9.2* 139.0 £9.1* 140.3 £ 9.0°
AR 2 48
FakIE 101.6 = 11.2 87.2+7.3 88.4 + 8.2 83.5+6.2°
. W 159.5+11.3 143.0 = 8.4% 136.0  8.3" 137.0 + 8.2
JE b 47
FFakIE 103.6 + 10.2 85.4 +7.6" 85.6 £ 7.4 84.7 £7.2%

T a, SIIFHT AL, P<0.05 b, SARIIE A4 R AT 1K HL A, P>0.05 5 384 7 4 I B 3501 (9 5 25 20 W7 < 7 ) % S I A =22 18] WA 4 S A AE 25
5, F=316.687,P<0.001 ; A [li75 S AH 2 [A) 47 T A 75 22 5, F=44.958,, P<0.000 1., RIS FI L1657 5 W 4e 5 5 VA7 T HLBGE X ¢« K6, 4%
JEUTR X ¢ K55, 1 H 1=8.26,P<0.000 1;3 H 1=12.21,P<0.000 1;6 H 1=11.32,P<0.000 1; VI HH AT 5 048 -5 1697 8 LLASEOXT « K6
1,1 A 1=19.03,P<0.000 1;3 A 1=14.93,P<0.000 1;6 H 1=15.67,P<0.000 1;&F ik 53457 /T Hd (A7 22530 ) < AS[E1TE S AR =2 el i
AiTRAFAEZE S, F=316.687,P<0.001 ; ANIF] IS Z [ EF R FRAFAE 22 5, F=459.95, P<0.000 1. MARKFILLIAYY S5 &7 5k IR SR Y7 i H R 2 At
X o RS, ZERUNT  FCX ¢ K6, 1 H 1=16.28,P<0.000 153 F 1=12.97,P<0.000 1;6 H 1=18.19,P<0.000 1;J& I YMH A A7 J5 &F 5K 65167 10
FEAHC T ¢ A5, 1 1=24.02,P<0.000 153 J 1=24.51,P<0.000 156 J1 1=21.66,P<0.000 1. ifid & & MY 5 22001 ANHIES ik 2
Wk i, F=0.331,P=0.422; AEIES I Z G K, F=0.339, P=0.562 #H ]l 4 FL A PIREAS ¢ #6561 H AR IE 1=3.19,P=0.002,3 A 1=
1.74,P=0.09,6 H 1=2.01,P=0.05; 4 [R] &7 5K i LLASPIAEAS ¢« K596 : 1 H 1=2.134,P=0.035,3 H 1=3.36,P=0.01,6 H 1=1.137,P=0.258

®3 24MNEHBEEBTHIRLEEAES THEIRAMEZLER (x+5,mmHg )

Tab.3 Blood pressure changes of EH patients between escape group and non escape group before and after treatment ( x +s,mmHg )

215 % (n) Ald TRYT TR TRITHTEF K JRITIE 6 H AR & BTG 6 ARFIkE
19 ki 162.7 = 10.9 102.5+11.7 138.3+9.2 842+78
AR 4 o
29 JTekik 163.6 + 12.7* 1012+ 12.1 139.4 + 8.6" 83.1+£8.3"
. itk 160.7 £ 12.3 1032+ 11.4 1382+9.5 84.2+8.6
JEDL VA
45 e ki 1592+ 11.8* 101.8 +10.9* 137.5 + 8.4 83.1 £8.6"

T ra, SERALIARYFHT LA, P >0.05

2.1 feEEALES

2 YUIRYT A W4 5 87 5K I B A5 A g i R
W22 AT G2 75 S0, P 2 4R A) IR (IR TR &R 3K )
TREER TG AR L HrP IR R AL # 2 2 A
12 iR EAESJE ik HARE, eI 2 2 FEH
14 FIFE RS RS HAME, LibRIEH e 2500450, g
FEEIRYT HA R W B DR | E AT, R R BB e =
M, W2 2,

2 kIR 2 5 To Rk R AT IR YT HE I AR A K4 ) 2
SEICGE TR S (AR FILH AT RTISAR AL FL A P=0.50,
6 H P=0.73; 37 BT ik AL E] e P=0.90,6 H P=0.79; )&
DLYP AR IR YT TR FE A ] L8R P=0.87,6 F P=0.59;R7
AT TR R4 6] He % P=0.86,6 H P=1.00), .3 3.

2.2 LVMI ZAtE AL

IBITHTS 2 4 LVMI 4B, 2 Al i 25 a5
T2 B S (EEX ¢ R, AR TR FI 4 1=9.89, P<0.000 1;)E N1
WA 1=10.66,P<0.000 1) ,IG¥7 )5 2 4108 b2z S B4 it
2R S (PIREAS ¢ #095 ,=1.57, P =0.12) . A 2 F2ii itk
Wik LVH, W3 4,

2.3 #I7HE e Angll Ald #9 T AL
KA R LLIEIT 1.3.6 A HIF UL Ang 1T E5GIT AT T B

B, 2R Gt s GRS F R R T 25501 ARG S
A AR Z 100 Ang I 77 4E 25 5%, F=132.37, P<0.001 ; it X ¢ 46
5,1 J1 1=15.52,P<0.000 1;3 J] 1=12.20,P<0.000 1;6 H t=
16.05,P<0.000 1);3497 3.6 TAFS 1 A H HAL Ang 1 52%
FhEn, ZRG R (O ¢ K5, 3 A 1=—4.47,P<0.000 1;6
A 1=-1.69,P=0.10) ; 1 Ald IGIT G BORITHI 22 /A Gt
SCGE R Iy 22 38T AN RIS R 2 R Ald A 25
5t ,F=367.11,P<0.000 1;FECX} ¢ ki3, 1 H 1=42.86,P<0.000 1;
3 J1=7.63,P<0.000 1;6 f 1=4.97,P<0.000 1), J& I 7rHZH
1M Ang YEYTE 1A 51897 RTILE B I (HE S 512
R (1=-0.682,P=0.682) ,iAY7 3.6 DA MEIRITHT BT}, 2%
SEA G SC(EX ¢ K5, 3 A 1=-5.28,P<0.000 1;6 H
1=—8.12,P<0.000 1) ;1L Ald J&J7)5 1.3.6 AW B
K, SIRYTRT R 2 A et e S (X ¢ ke, 1 7 =14,
P<0.000 1;3 H 1=12.58,P<0.000 1;6 JJ 1=13.42,P<0.000 1),
WS,

K4 248 LVMI ZLER (x+5,9/m?)
Tab.4 LVMI changes between two groups ( x +s,g/m?)

21531 %L (n) TRYTHT RITR 6 A
AR F 2 48 130.7 + 12.8 1212 +£7.3
JEDLYbIAZE 47 132.6 +11.7 119.4 + 8.7%

T :a, HIRTTHETHLEL, P<0.055b, 1097 SHIRE R4, P>0.05
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F5 24 Angll | Ald BTFRIEZWRER (x +5,ng/L )
Tab.5 Angll and Ald changes between two groups before and after treatment ( x +s,ng/L )
4151 % (n) WiH TRITHT BT L) RT3 A wIT 6 Al
Angll 67.2+13.9 51.2+10.3° 54.7 +10.2° 52.7+9.6"
AR 21 48
Ald 145.8 £ 16.7 1154 +12.4° 1374+ 152" 140.5 +19.4"
. Angll 65.8+15.2 66.2 +13.1 71.2+11.3* 745+ 11.3*
JERRUS:EE:) 47
Ald 1432 +17.1 129.3 £ 12.6" 130.2 £ 12.6° 129.1 £ 12.7*

TE 2a, S5IHITHT AL, P<0.05 b, 5iRYTHT LA, P>0.05

24 %956 AJ Ald 5 LVMI Z AL L

2 AR BRAT I Ald AKCPAERIIN R B 723697 3 4 H
VUG, i3 i Ald ACEFREEFHE, B TRYT RTKCTBY Ald
ki IRYT 6 S MR A1 ki 19 ], Toiki® 29 4,47
WEIRIMG B LVH %25 TCikiRIN4: LVH Wi 22 %A
Giter e (IR AR IE Fis P=0.65, JCik IR 40 Fil 5 HL B P=
0.04); JE N YbIHA A7 Bk itk 2 1], okt 45 4], 47 B i IR 11
B LVH 05622 ok ING: LVH 055 25 R A Geit 248 X
(P63 A P=0.97, TRk IR AT )5 HER P=0.03), WL,
6,

* 6 AldizEBEHEEFTHIE LVMI EEE (x £5,9/m?)

Tab.6 Comparison on LVMI before and after treatment among
patients with Ald escape ( x +s,9/m?)

%5 He 151 LVMI
20531 Ald — -
(n) (%) TRIT IR
ik 39.6  130.1+11.8 1284=+11.5
AR A 2H o
Tk 604  131.5+10.6 120.6+7.2°
i 43  131.4+103 129.1+10.7

JE ULV HZE
- 45 Joki® 957 1308+ 11.8 118.6+8.6°

T :a, SVAYFRTHLHL, P<0.05; b, SIAIFRTHLE: , P>0.05
25 RRRE

AR FILH 0% 4 1] (AR 8.3%) , BRICTTEREE K b
2B (KR 4.2%) , YIRS AREE IR Z T UL Y IE JG g4
ANELN, 98 B F 0L A0 B DD RE AU AR IR T RIS
Jo2zE5t,

3 it i

EH ff: LVH £k = BE = R BE R & LVM
B, eSO AR R | AR A Gl
SImAE, 4R G, RAS 7 EH &R
Je st B v e AR, JL AR PR BRI — B4
il RAS 5 A M BRI 4 B 28 H b, I AT 35 1 frY
TP 7Efdi ] ACEL 5 ARB |, 1R/D 4259
] Ald 87 & A Ald #ki%R B G sf K HfFH Ald #1)
7, SR R A IR B 2 UG 6 B RAS BH 5
ACEL Fl ARB REA R RAA0K 5 1 28 350 i 10 487 22 b
Koot S 2 uby S5 7 B I RORE , AH 55 4g B AR LL 5 i

FERA % BRI TERATIRARXT B ., Fritch5
Schiffrin?PA X AT HES Ald PEIRZEVIAH K, Staessen
EPE ] ACEL RFTHFIA YT & i & B o f b &k
BRIMIE Ald ACEAEIRITOIAAT BT R B s S T,
551 AR T Al BEiR A BIFE(E ] ACEL JRYT
AR K Ald AKCEERRT R, RT3 A H LUS,
HKP- P T B TR RO . 24k Kb
FEUESE ACEL JAY7 i B P i S8 A Ald ik 0 5 &
A AR R A R 22 R AR AT R S A T D /N, R [A]
WFFE R Y ACET 259 AN 6], i 5% W28 B[] 4 AN
— 3O KB AR R AIBITIRYT 1 AR
Ald KR, 3.6 A H IR K- THm BT IR T R K
- EIRIT R R ZE S g R X Hoh kR Ald
HEIRILG 19 11(39.6%) , 5 L BOCHk—5, HAR:
FAIY 1 A G Z B2 2K Ang 1T \Ald 7K
1T B, TTRE S 91 IR T B Bt ACEL 32 %2 fH Wi %
G Ang I, Al (2 A 6, dkelifyr 3 Ha
HEKCE TR, il Reie A A E E 2S5 OK
i H ACEL Ji7 , i i AR AL GeaR A% P4 40 fiff 1l S5k
FIFIE A Ang T, N2l 2VER (G G AL LF 5 i I
TG A A BE AR VR T Ang T BORRIEASRHL LN
Ang I, #ET A AL Ald, @FE Ang KIS Ald 3135
R F- AN R R EE B R I 3R R B B I
FONEE MAETHER LA S | g
I 125 %% B 2R 1 BRI A5 DR 2 AR 1 AL 43 B T
AWk ACET 3], @B H L8 B AE AR M S, THE S
RAS ZAMEANE Ald FERLR S,

Ay BTN ARB M2 A4 7K P Sk £ b
FHIT T ACE JAE ACE 484 i) Ang 1T BI1EHT,
FEARAEE RIS, SAMF5E L VP IHIEYY 6 H
Je I 2 ) Ald KT R 25 RAS—E, SR Mck—
elvie ZFOH] ARB I677.0 1 5 43 J&)S HPL Ald
EIRIMG . Folkeringa 25 ME 1 WF5Y Val-HeFT 5255
Bl ko 4 A H 2 2 AW Ald K- FERRZEE
Tt X% ARB EIRYT L B SR A — i
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RIS SAM R 5 R —3, HJE ARB 7R
Srd AR Ald W3R FEFE b ACET 5%, R[] b A-
CEI &, A Sz 1 i [R5 (BN 7847, AT BEAN 25
S WEEE] Ald BEIRG R &

H AT A S Ald X0 L5 VR B DA BE T
W S HAl S T Ang 1200 A, Ald
VRS B0 AS J2 P 3 Il B VR F B kS, Sy T
IR I Ald 7KF-a i xd O A R A R 2
ASFIEE ) AL AT B A X O R B TR R 2 ARk 1
P s S R DR T AN R R LAF
VES T DR S B AR RS B K A Bt nT B
O UL R XoF ) L35 P e 265 40 J %) B BB, ek AL 240
AN JLAS o Fie e 188 i 00 LT 2 A i 4 F 9 5 ]
PR ORI ABTSE 95 1] EH 5 LVH
BEIRITIE 2 4 LVMI ¥ R R 2 AN TS Heds 22
SAGFE L2 A iR ER TG FE X,
FHH 2 Ry R RS LVH, 41 18] 4 25 S 658
TR S, e R a N RRHES S
fe 1L 220 2§ M, ACEL 32> Ang I 7= A FNZE 34
KK 3G ,ARB 52 2 BHIT Ang 1 5 AT1 Z K45 &%
N, YR AT2 SZIRSE G 5 3N, 3 AR R
] B 328 25 0 O I A AR, 2 A P RIS 12 19
W), 4 Ald $6iR B H LVH W55 25 B RA 5%
T ARG 5 E AMHOCHGE — 20, 115K Ald 355
RESIH LVH, I R 7E T H BB /E T 8RB R =2
1A, A0 JULAT D % 2T 4 20 B 05 1 | e B 2T 4 TR
FHEOEFM, Ald #2602 LVH SEZER R HiX
GO ST T 1 7K B Ald 7R 70 0 % EE A
HHEEE Y,

HWFEH ACEL & ARB B¢ E 4 FHATRAS
ARG (AR Ald RIS 0 & A, KA H
RAS BH W71 B 5 i e £ 5, W45 Ald X R 25 1 46
R R AL FE B W Py R AR R T
X ARG KA, Pie FEMESE T AE RAS BHITHI
TRYT RN ALd $540 550 AT A C 5 At A A
BAET R NAEGEH RAS BHIIBE ] Ald F5504R
HETOEIEARYE . RAS BRGS0 f5 & 2 Ald
HEIR IS H H A Gk = SRR FUBFIE i e k)
I A b Gn iy Ko if % 0 Ald BB 384 IE AR FH Ald
FEPUR , (EHAFIE— 2B AT

2 % x M
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