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[ E] By @b zi ST HEHE S IUESE (STEMI) & #4748 2 B KB NE 55 (PCL) T4 T 4
G iE B (TIPOC) 69 AL 22 | T & o 75 ST 8 = B -F (sFas) & T M 8 = B -F B4k (sFasL) R+ = KB 1
FARFECHBET ACEH 5 (LVER) ¢ T T EF ey TR TRIE, ik 90 #4745
PCI # 4P STEMI & %4 57 37 KALE &4 % L PCI 21 IPOC 45 s 2BV & IPOC 60 s 28, F #L PCI 20 JF i@ A% 5248 % 3
B (IRA) B # 2 T 45 3 min W R3EHAEATF 77, 1POC 45 s 2042 7738 IRA /5 | min W 3k& & 40 % L35 746 5256
B AMIE(4 ~6 MFREKREE) RBAE Y 3 K, FF RS 45 5, IPOC 60 s 345 £ F IPOC 45 s 41, Ak H 4 60
s, ¥ BERITAAKE 0h.24 h 48 h s sFas sFasL R FEFIAAIAAO6MA N FAZAEFLCE
Sty (LVEF) ZALE L, R =8B F 6 fo ik sFas sFasL K P ERIT KE0h ARG 24 h 2FHY Lskit
FZ L (P>0.05) ; K5 48 h,TPOC 60 s Z8F2 IPOC 45 s 28 % & fo ik sFas sFasL K F 4% # PCI 2800 B 4K, AL £
HH G FENL(P<0.05); ZMEERE 1A KEIAMA RKE3AARFCFHET LVEF 4, £ 73 LkitF
FL(P>0.05) 12K 6 /A ,IPOC 60 s 2842 [POC 45 s 28 % % LVEF 1434 & F % # PCI 4(P<0.05) , K& 1 &
IPOC 60 s 21 % % LVEF 18473 & T #L PCL 28 (P<0.05) , Z5it T IRNFRA 60 s 698 o 5 1E B 4L 45 B B & & STE-
MI B F s dt, LAUH TS TPOC Ak dph) S ALE 2 F Fomie Bl A X,
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[ ABSTRACT] Aim  Patients with ST-elevation myocardial infarction ( STEMI) were subjected to administer
ischemic post-conditioning (IPOC) before conducting emergency treatment with percutaneous intervention (PCI).  Chan-
ges in serum soluble apoptosis factor (sFas) and soluble apoptosis factor ligand (sFasL) and the left ventricular ejection
fraction (LVEF) under echocardiography during the 1 postoperative year were investigated in patients, and changes in car-
diac function in patients and the possible mechanisms were explored. Methods 90 patients with acute STEMI who un-
derwent emergency PCI were randomly divided into three groups before treatment: routine PCI group, IPOC 45 s group and
IPOC 60 s group. No intervention was given within 3 minutes after reperfusion of infarct-related artery (IRA) in routine
PCI group.  Within 1 minute after the opening of IRA, repeated low pressure (4 ~ 6 standard atmospheric pressure )

filling and retraction of the balloon were performed at the upstream of the patient’s blood vessels for 3 times, each time last-
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ing 45 s.  The operation method of the IPOC 60 s group was the same as that of the IPOC45 s group, lasting 60 s each

time. The levels of serum sFas and sFasl. were measured before operation and O h, 24 h and 48 h after operation, and the
changes of LVEF in the three groups were followed up for 1 month, 3 months, 6 months and 1 year. Results There
was no significant difference in serum sFas, sFasL level among the three groups before operation and 0 h, 24 h after opera-
tion (all P>0.05).

and the IPOC 45 s group compared with the routine group (all P<0.05).

48 hours after operation, the serum sFas, sFasl. level decreased significantly in the IPOC 60 s group
There was no significant difference in LVEF
values among the three groups at 1 week, 1 month and 3 months after operation(all P>0.05) , but at 6 months after opera-
tion, the values of LVEF in IPOC 60 s group and IPOC 45 s group were higher than those in routine group.  One year after
operation, the value of LVEF in TPOC 60 s group was higher than that in routine group( P<0.05). Conclusion Is-
chemic postconditioning 60 s reperfusion therapy after ischemia can significantly improve cardiac function in STEMI pa-

tients, and the mechanism may be related to the inhibitory effect of IPOC on apoptosis induced by myocardial reperfusion.

FURT, RO JIE R 27 2 (ESC) FE M e 212
PCI 2tk ST Bedh i A0 LA BE ( ST-segment ele-
vation myocardial infarction, STEMI) £ & 1 ¥E 1R IT It
i, PRI RE S BN K B A A DR () T 38 A AT AR
SKRIMA , e L AL, HEEH PCLART Z T,
PR BB, A RO R AR TR, AR
3 T STEMI A R BUR . (HE, 78 PCI ARG YA
#l o> STEMI 4 A0 T3 3 0 B, BE 50T
S, AT RS KON I T gR AL I AE ABAT A S
T BB A TE o R e DR 3R B T O i 9 s A B
Hb &R I SCTE B O LA ML S e A5 38 1 4
o7 P [ Fsf B AR 1 L 3 s T 2 ik — 2 i
BRI FTECR O L BE | 45 F IR DL R AQ B B A% | X
I Bk SR o0 UL 40 A 19 Bl 0 7598 1 (ischaemic/
reperfusion , I/R) 145", Hh P U 5 R0 LY
¥ JEE KR ML R ) 75 AN LATY SR o — A e
IS FITFE TG AT, Bl I 35 B (ischemic postcon-
ditioning, IPOC ) 5 7£ Ifil & 56 4> JF il Z A 47 T | A2
Je B EREE Y 5K/ M 45 G 25, 2003 4, Zhao 5 IIE
A Bt 10 J 3 1 T 92O LR B T AR, D 5 - 1 ol
B, 25, — FR N5 38 15 A 3l A
PRAJESE IR S ke 1 F 365 1y AT DA 3 ok 410 1 5 9 | R AR
A IR TR LY Zhao 45 3 jk — I A M
BEALXT RBIFTE A PR, B 1M 5 385 07 RE 68 e AER o JTL 40 i
AL PR T K/ AT Y 8 12 B FEAA (soluble ap-
optosis factor/soluble apoptosis factor ligand, sFas/
sFasL) 200 M 0 T 9 4 T, AT 9200 JUL 4 9 1 0
SRR A T E 2 B R BL 0 A 58 42 1
2 AR i LS 3 I R AR O 2 R B D
PRAE R B 22 A B A T I A e PR N P 5, (HL I
A AT — 88 5 T B I J 3 N A Bl 4 S K i PR AT
FEARAT T HIELERE O R B NS & NN e K
FPRETE O WU PR T 33X AT BE -5 i 1M 3 R Y+

oA FRAE PR ARG, AN [ 7 rp B 1 3 7 LA ]
WIARTR , (ARIFGE B /N W L 453 FH 2 B[] F90 4
FEAHDC M A J7 58, K Pl bb 4538 A sl ]+ 7l 7
BT H AT RO T, S5 3 B 6 P 2E /P
WA R, 22N (Anf) i 5 ~10 s/5 ~ 10 s,
BRENYIH 30 ~60 /30 ~60 s, 38 H A 1 FH
TR, BRI P R A T BRI A BRSO
Fh e I R T ) TR BR 2 R 60 s 45 s, JAIIIZ
3K, HHT, N IR B i s 3 Ry A EAA R AL
DA S AEAE 7 2, TR, JR AT, Sl J5 3 1 A
g% STEMI F8 20 JLZ0 A 9 1=, i oo D e
H T RAEFATA B, A 58 8 5 % £k STEMI
H 212 PCLAIRYT AT 24 T AN IR BR Ay e ot 5 38 1o+
Tt , W8S 8 3 R T L3 A0 M U T A 58 R K
S D IREAR Ak, W T B I IS A S 7E O WL VR R
I D LRI VE L, 4835 T B A 17 F AL, R
I 3 I A I DR P B Y 8 o FH R AR

1 #ARAE

1.1 WRFH

HHE2018 £5 A1 H—12 A31 B HAKHEE
12h Axtis FTAKR, §h#Hh ST Btbm AL
HEREZ W KR EX A PCL KRG, LA KTR
T HE R AR B B 90 Bl (o B 78 ], & 12
B, 34 ~84 % T 58.31+12.14 %), K
RATEFRBEFE, THAEEEZH T oEF
B,

MNARE (1) A (A M ST B b5 2 ILE
YW ARG T 188 ) % B AR E N (2) K A
<12 h;(3) AR o k& B T~ AF S A % L o M &
(TIMI O %) ; (4) 3 % 7~ % it %8 37 33 AT ) e 3 35
TIMI3 &, %A E<20% , LEEFKRER £, H
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PCI F A & 7 B4R

HETRAR R - (1) T 8] I AR R A B 2 3 46 3 0%
it % #; (2) BBEAT &R 30 ik # H K (coronary
artery bypass grafting, CABG) & ; (3) M 30 /1 5
T (K% E <90 mmHg) | 7 4 By & 3 ik 2k 3 X
# K (intra-aortic balloon pump, IABP) i&J7 #; (4)
WAELRER (KUK ECERS QRERE O
TR ) 5 (5) Ak 20 Bk 1 % 7 & fn & i TIMI
=1 Js I 3 A ) 08 IR UE B E R o i R
#;(6)PCl R & & REREIA; (7) BHH 5%
RS R RGBS B PR AL LR R A
LR (8) R MR e (9) B E; (10) /-
EWAFE R R (1) FMRE; (12)EL 55
KA T EH,
1.2 BARFE

RAEHANG He B AR vE N2 # 90 #14T £ PCI
# 2 STEMI & & J8 /7 772 A it B AL 3K A 3R I iy
HAL % F 5 4 % AL PCI 41 (n=30) \IPOC 45 s 41
(n=30) LA X TPOC 60 s 4 (n=30), % #l PCl 47
A FUAE kP E TT 46 3 min P9 R M A AT T
B;1POC 45 s 2148 T AE LA K L8 )5 1 min 3%
FAFOMAE LI 46 2 R B IKE (4 ~6 Mk
KAE) mAAME Y 3 K, B RFE 45 5,1POC 60 s
AAEFAFERAKMEE 1 min WEREA RO M
FHEFIEEERBRE(4~6 MrEKXAE) TAE
B4 3 K, FRIFE 60 s,
1.3 HRUE

RERFN— RV, G A F8R A5,
BRE SRLERE BORE BREY KL,
WM ST N B A R R B A8 AT R R R
fH [ B (total choesterol, TC) . H i = Fg (triglyceride,
TG) .% % £ s % & fB [E B (high density lipoprotein
cholesterol, HDLC ) | & % & Jig & & JE E & (low
density lipoprotein choleserol , LDLC) & ALALSS 2 & 1
( cardiac troponin I, ¢Tnl) |, ML % C & Ju & A (C-
reactive protein, CRP) . i 44 ik ( brain natriuretic pep-
tide, BNP ) . Al % ¥ B8 [F T B ( creatine kinase
isoenzyme , CK-MB) ; 7 ik 0 ik & % A8 % ¥ 06 45
9 5 B 18] [T ER A Al (door to balloon, D2B) | JE 40 i
& AR X R E K A K B Bk R L
HERSL FOTFHIEBE FHAILRER KX
BKE AFTEBANHAEFTRN . GHETHERLE,
1H & B B R 5 E 45 2% (body mass index, BMI)

1.4 f5triei

TAA AJEO0h 24 h 48 h B F ki 2 mL,
F i T LA 4 000 r/min %% 10 min, 4§ & f 7, 4 F
-80 Cuk 4 W 47, A ELISA 3 Il & i 7 sFas,
sFasL AKF M| = AR A 7E 450 nm WK TR AE B
e Bt A B LB AR O AL BB AL RO R
B A R
1.5 (DEREB

W1 ~2 (LR 1E 3 5 Ay G B B T X BT A A
HARAE1EAIANA3IMNA6MA 1 FHATEE S
FERE BFEFSET T ERQAFT I,
A A E S BT A F 5T 430 (left ventricular
ejection fraction, LVEF) ,
1.6 ZitZEHHh

K SPSS25.0 Siit ki #AT it ¥4, £
AEEERENILR, FEESHH KA T 24
M ABREGESHHNKA KRR, 2 XTEN
SR R, R xR I Z A LA EE SR E
GMEFEI T EZ 0, P<0.05 HEFHRITF
=

2 # B

2.1 —fgER

AT NN FIHEBR BRI 82 90 1], 95 i i
RSE R 2018 4F 12 ] 31 H, =HHBHTEAE
0% PRSI BMI e I s B PR SR e O B L g
1 5 X A B TC TG ,.LDLC ,HDLC ,¢Tnl . BNP .CRP |
CK-MB % i ifil 45 7K - 1568 bR sl Jok o 5% A 56 9% %
YNATT R R 2 S RS2 L (P>0. 05,
F1.FRK2HMES),
2.2 IMiE sFas A sFasl 7k F
2.2.1 =B ik sFas KPR RHME
F (IR AT 2R ) A 0y 25 4 A T A
AN ] S0 it LA B Bsf () 2580 107 % £85I 3 sFas 7K
FYSZIE , Mauchly * S BR X FR A 56 B % A BLSE (P <
0.05) , 7 Greenhouse-Geisser K 1E , 4554 7~ , Bf [A]
P2 XF sFas 7K -7 76 % W ( F = 157.690, P <
0.001) ; ERMEZLN (7d]) 7 LG H2FE L (F=
2.531,P>0.05) ;43 2H TS [A] P 28 A7 75 58 AU (F
=10.570,P<0.001), £ LSD & Wi b4 ml %1,
IPOC 60 s 4H-5% F PCI 41[A] [ sFas /K F22 5734 &
FAECFE 2 M 18.76 ,P=0.029; % 4 FIE 1),
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F 1. ZHEEENEERBXIEIRILE
Table 1. Comparison of basic information and related indicators of three groups of patients
WEE bR HHL PCI4H (n=30) IPOC 45 s 4 (n=30) IPOC 60 s 21 (n=30) P
38787 55.33£13.24 59.50+11.62 60.10£11.57 0.261
B/ #(%) ] 29(96.67) 24(80.00) 25(83.33) 0.133
BMI/ (kg/m*) 24.33+3.05 25.45+3.67 24.23+3.46 0.309
WG/ [ 1% ) ] 8(26.67) 5(16.67) 6(20.00) 0.627
EME/[H(%) ] 13(43.33) 14(46.67) 15(50.00) 0.875
RS/ [ %) ] 4(13.33) 4(13.33) 5(16.67) 0.914
WA /[ (% ) ] 20(66.67) 21(70.00) 18(60.00) 0.709
TG/ ( mmol/L) 2.49£2.13 1.86=0.93 1.94=1. 14 0.266
TC/( mmol/L) 4.73x1.11 4.76+1.08 4.61£1.00 0. 864
LDLC/ ( mmol/L) 2.79+0. 85 2.82+0.89 2.78+0.82 0.983
HDLC/ ( mmol/L) 1.06+0.26 0.98+0.20 1.03+0.25 0.449
25 8 IfiL A/ ( mmol /L) 8.55+3.01 7.50%2. 17 8.63+3.59 0.278
¢Tnl/ (ug/L) 3.58+3.57 3.10£2.77 3.29+3.19 0. 864
BNP/(ng/L) 48.69+43. 13 57.12+45.29 49.68+47. 82 0.505
CRP/(mg/L) 3.88+2.11 4.77+3.33 4.92+4.19 0.767
CK-MB/(U/L) 48.94+45.52 46.03+22.06 49.52+49.27 0.947
g g BsF 16/ h 3.46+2.54 3.16+2.63 3.48+3.25 0.888
I JERAF 8]/ min 51.97+50.28 38.73+14.93 43.70+28.94 0.331
F2. ZAEEBRIBKEREXEIEILR
Table 2. Comparison of coronary angiography related data in three groups
WEEFE bR HHLPCI 4 (n=30) IPOC 45 s 4 (n=30) IPOC 60 s 21 (n=30) P
LRI S/ [ (% ) ] 15(50.00) 12(40.00) 12(40.00) 0.665
H RSNk [ 1% ) ] 10(33.33) 14(46.67) 13(43.33) 0.551
MIBEsZ/ [ ( % ) ] 5(16.67) 4(13.33) 5(16.67) 0.919
BHPE I E /A 1.100+0. 403 1.100=0. 305 1.070+0. 254 0.104
BHITH R ER/ mm 3.54x1.75 3.80£2.59 3.17£0.40 0.887
MK E/mm 28.38+16.25 27.38+11.08 29.60£10.23 0.225
1R/ mL 47.33+6.92 52.00£14.94 48.93+4.97 1.679
x3. ZHAEERABRILE

Table 3. Comparison of drug use among the three groups BAAL (% )
R WL PCIH (n=30) IPOC 45 s 41 (n=30) IPOC 60 s ZH(n=30) P
] ] DT AR 30(100.00) 30(100.00) 30(100.00) -
SUAEE 11(36.67) 12(40.00) 8(26.67) 0.527
M B 19(63.33) 18(60.00) 22(73.33) 0.638
ACEI/ARB 25(83.33) 23(76.67) 28(93.33) 0.200
B S 24(80.00) 25(83.33) 27(90.00) 0.953
B4 5 2(6.67) 3(10.00) 4(13.33) 0. 690
F R F 5(16.67) 6(20.00) 6(20.00) 0.930
HAR RS 28(93.33) 26(86.67) 26(86.67) 0.638
MITI 258 30(100.00) 29(96.67) 29(96.67) 0.600
it [ T 37 A4 5 i 711 2(6.67) 3(10.00) 1(3.33) 0.585
B AR 27(90.00) 27(90.00) 23(76.67) 0.237

T =" FRARPIRE
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R 4. ZHBENE R E = sFas K F LR

Table 4. Comparison of sFas level in three groups at different time points AT e/ L
| n ARHT RJG0h RJG 24 h AJF 48 h
WL PCL 4 30 78.56+42.33 66.96+36. 11 65.38+42.92 57.35+£30.87
IPOC 45 s H 30 77.08+47.43 62.41+46.97 54.33+38.44 35.00+£19.78"
IPOC 60 s 41 30 77.19+21.38 56.97+22.20 43.01+24.53 20.50+12. 68"

¥ :a A P<0.05, 5% # PCI 41 E] A HL 8 b oA P<0.05, 5 TPOC 45 s 41[R] I R] & HLER

sFas7kF/(u g/L)

—&— [POC 45 sé
—— E#MPCIA
100
501
0 ;yl | | |
» N AN AN
%.Q’ @Q Q/b‘ po
X 5% 5%

B 1. =4 EEME sFas K ERER EZLIER

Figure 1. Profile of serum sFas level with time in

three groups of patients

2.2.2 Z=41%F fiF sFasl K-F ok KW
PRI 2R (IR IE) PR 28R JU PR 3R ) o S 0 6 5 22 0 1
BN [R) T FUHE it L B s () 350 X6 B 3 ML sFasL 7K
SFFZIR , Mauchly * S 3R FRAS 6 B A ST (P<
0.05) , 7 Greenhouse-Geisser #1F . 455 7w | ] [A]
H & X} sFasL 7K F 17 76 2 W (F = 96.874, P <
0.001) ; FARMEZNL (/34 27 LG EE L (F=
2.328,P>0.05) ; 4 £H A [a] P 28 477 538 B0 (F
=8.636,P<0.001) , £ LSD MM L& n 1, IPOC
60 s 4155 F PCI 4L[R1[1) sFasL /K25 554 B &Pk
CEEMEZM R 18.17,P=0. 021 ;£ 5 FE 2)

®5. ZHBETFRE R sFasL /K FELLE

Table 5. Comparison of sFasL level in three groups at different time points BT we/L
I n AR AJF0h AJ5 24 h AJ5 48 h
HHLPCL A 30 79.67+37.25 67.55+34.52 65.07+39.30 63.21+34.70
IPOC 45 s H 30 80.83+31.60 67.03+38.93 49.35+26.91 40.66+30. 82"
IPOC 60 s 4H 30 79.67+37.25 62.51+£35.45 46.87+£27.75 22.91+14.77"

¥ :a A P<0.05, 5% ¥ PCL 41 E] 5 HL g b oA P<0.05, 5 TPOC 45 s 41 E) &5 Hu g

sFasL7KkFE/(ug/L)

—e—|IPOC 60 sZH

1 —
50 —&- |POC 45 s4H
—— EHPCIH
100}
501
0 l 1 l l

\\) A\ A\
o N )
2. =#HEHEME sFasL 7k FHEATE
T EE
Figure 2. Profile of serum sFasL level with

time in three groups of patients

2.3 Z=4HZEE LVEF &

AE1TEARETAA ARGE3ADH =485
LR LVEF (H2E 7 B8 L (P>0.05) ;
BAJE 6 4~ H ,IPOC 60 s 41l IPOC 45 s 2 H 3
LVEF {534 & T % ¥ PCI 41 (P<0.05) , RJ5 1 4E
IPOC 60 s 41 8% LVEF {EA5 & T % 8 PCI 41 ( P<
0.05;%6),

3 %W

AW B FE X 2k STEMI 5 20217 PCI
45T 0I5 35 7 1) T SR e, R 5 R UL 3 7 %
STEMI f835 1.0 PRSP FH LA e Rl RE RO AL , 45
WESE A BR R 60 s 9 Il f5 35 107 e 6% W b 2l 38
STEMI & IRE , Haz ma AL vl 585 Sl 5 18
REFI IO WL A S I AR R T



CN 43-1262/R

rhE B Pk AL 4% 2021 4EAS 29 B4 8 1 693

% 6. =HEE LVEF TSR ELE

Table 6. Comparison of LVEF changes in three groups AT %
FRF ] 5 WHLPCI A (n=30) IPOC 45 s 41(n=30) IPOC 60 s 41(n=30) F P
ARJE 14 56.43+9.43 53.14+10.03 56.29+7.53 1.204 0.305
AlE1A4H 57.00+9.77 52.86+11.49 53.50+18.82 0.255 0.777
AJE31H 56.35+10.07 54.64+11.53 59.21+8.55 0.930 0.401
AJg 6 ™~H 54.67+9.76 59.28+8.27° 63.85+6.75" 7.402 0.001
AJF14F 56.07+10.97 60.41+10.85 66.00+6. 81" 6.286 0.003

a2 P<0.05, 5% L PCIZH [RIBS ] £ U3 b 2y P<0.05, 5 TPOC 45 s ZH [ a] i LB A

LPEO WUBEBE 5 0 L 2s H B0 =5 8 4 550 i
LRI AS AL B O WIE 400 DL AL ke i A5 30 5800
BEARTE O B AS K, T 52 e B8 3 190 DD g, B D,
FURH R LG = HmA T DA R TR
OUIRE, ATMEE TRITA BEARIE 1 FENLYIRER
ARARAG O, A3 5k RO A Y 22 PCLIRYT IR
TR IIRER UL kst R R AT e 50 AL
(AR I G AH G | 70 S I [] A HRGC L 5 1 5 3
XU LA 1 AR E T R RS 6 A (1 AR
TH L BLE E RBY 2032 PCL ARG BB O I RES 3
o ER G,

YT R L A Y 2 STEMI BB 370 T g
AT RE ML, FRATULEE T 83 AR5 LG skas il
sFasL 7KFA84k, Fas/FasL RGEMTMFH 552457
T IARRTR I I i 5 Y 22 PCL AR
FRA ML sFas sFasL K FEZEARST 48 h J5 B i FF%,
H =B RS g it 257, HA I
P, PR G IS 3 0T BE eI O WL S R
O NI T, A uEdE 2R W, 78 sh ) AN A AL
5% 2 A L0 T A O FL R ol AR FE R 3 A v [
FEA AR R EE MR S R R Ak LR
FEIG 12 h W 4 i R A8 3 0l A A O L 28 i O
T RS 2O T BRI PR T 00 A e
PAE, —J7 O LR P A 2 2 PN AR R
TGRS, T M R Z R AR B 40 i DNA 15
PR T I BEIE A 4 AR R & B T STk R kA
eI R O T 58— G0 WL I P
PETE R AR D ORI N K d Ca™ SRR A N = 5
AT SO WURFR I G I ELIE AL | 451 3 2R A 8 i 45
Fa) S r A R 380 375 P e A8 L ook B I JlC S B0 T R
MM (2R C SRR, T &R T2 RN
TG PE RS N E B IESE S MG H sFas F1 sFasL 7K
H T+ AT N, Fas HA e E 408 T~ & AEPER
A 5T 2% B 0 WLAE ZE 5 0 LA i 98 T o F2 A7 A
Fas/FasL SF4IEHT- R AN S5, HE HO Uik

FRARZI DR R AT A O SRR e
O WA T F BB VARG . H R PCLIARYT .G
WU ARG 2 T Sy PR 1) PR 1367, (R R B,
T AR T 1 SRR 2R B, T B R A R R i
PEREASFLTT I, fik 22 I 38005 O U200 i i) 0 1, T
VETE AT AT AR ) BRI S 38 B (R] 982 T
PEE B AR, DD T A AR 7, 82 T ZR AR
T 375 P P A L %) B, DT i 2 240 M 9 T, ok AR
HE .

Xof T Il P T R RR i e R G A
FEJTZE AN TRIAIE 7 Hh e oL 3 o7 LA ) 3 [, 1HL
WF5E 2 B /N 8l W b A FH e B[] 1 0048 A6 A G i
EORE, KRYF L EGE KRR Or R T
H AT EIBIST , Sl J5 1 I 4 P 2 /P B[], 7871
IR M 5 ~10 /5 ~10 s, KRB H 30 ~60 s/
30 ~60 s, 8 F PR R K S il P T AT T
AF PR ] 300 M B ot T A T TR £ o
60 s.45 s, JiHZ Ry 3 R, AWFSE A, B ILJS 35
TR R 60 s £ A0 WLAR A I T X 7 7K S %
A, 1 NI RERS 2 3 $E &, Y40 T8kl
JEIE R TR BR Ky 45 s &, SRR AT BE 5 Bl i
I ) P93 32 A AT X (e P 3 I (1] 174 3 32 S
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