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(#§ E] HANY: BFEsuiS 43 (1 - postC) X it i/ F# i (/R) X R0 IS MR H (CRT) K& H T il H
PABERRES (CaN) 5 5% RIB B, T I - posiC 3 VR .DEEMALE . 77k R Wistar K RAMRLEE VR
PR R0 M I 3N g 2 K it 3 L BR AN SRS (LDH ) #0 fJLER(ES (CK - MB) & & , L) TTC 350 TUNEL 3543 Bl 0 L
FEFEE A AT =, R REYEIE L CaN {4 , RN b B8 ) 0 L4 CaN #1 CRT FEHFRE. &E:CaN
HHIFIABER A BE%/D VR st DIVERER (P <0.05) , #ifl 41 i v (P <0. 01) {HXf .0 I RETCHH B Bk
#(P>0.05) ;5 R A, - postC £ 8E 3% (P <0.01) , .0 UL FETE B 457N (P <0.01) ,LDH f1 CK - MB
T (P <0.01) , 4 MEIRAT- 2 FEAR (P <0.01) , - BEMH VR FIHLIAR CaN FBHEFR (P <0.05) &
CaN #1 CRT Fik LI (P <0.05) , St BA LB ER LT BE B VR .OYFRIPERR T RARBER A
H, i 1-posiC ZFAE S H# CRT - CaN 5582, WK RO VR #i5,
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Inhibition of calcineurin is involved in cardioprotection induced by ische-
mic postconditioning in rats
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[ABSTRACT] AIM: To demonstrate the mechanisms underlying cardioprotection induced by ischemic postcondi-
tioning (I —postC) via studying the alteration of calreticulin ( CRT)/calcineurin (CaN) signaling pathway in rat heart sub-
jected to ischemia/reperfusion (I/R). METHODS: The model of myocardial I/R injury in vivo was made by occluding
the left anterior descending artery for 45 min followed by 24 h of reperfusion in Wistar rats. Hemodynamics and activity of
lactate dehydrogenase (LDH) and creatine kinase — MB ( CK — MB) in plasma were measured. Myocardial infarct size was
measured by 2,3,5 — triphenyltetrazolium chloride (TTC) staining and cardiomyocyte apoptosis was detected using in sifu
TDT — mediated dUTP nick end labeling (TUNEL). The activity of CaN, the expressions of CaN and CRT in myocardium
were detected by enzyme reaction phosphorus measurement and Western blotting analysis, respectively. RESULTS: Cy-
closporin A, the inhibitor of CaN, limited significantly myocardial infarct size and cardiomyocyte apoptosis induced by /R,
but had no significant effect on cardiac function. I — postC ameliorated significantly the cardiac dysfunction induced by
I/R. Compared with those in I/R group, the myocardial infarct size, the LDH and CK — MB activities in plasma and the
cardiomyocyte apoptotic index were significantly reduced in I - postC group. In addition, I/R - induced upregulation of
CaN activity, CaN and CRT expression were relieved by I — postC. No significant difference was found between I — postC
and ischemic preconditioning groups. I — postC had stronger protective effect on the reperfused heart compared with cyclos-
porin A. CONCLUSION: The findings indicate that I — postC protects myocardium against I/R injury, at least in part,
via inhibiting the CRT/CaN signaling pathway.
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(O LBk L/ - 1 (ischemia reperfusion, I/R)
B R D R TF AR K28 B AR o L —F
RHELL AR, SR R R P RLE , B3 /R ]
B BRAEBIE . 20 than 80 4R+ B4R H Y ik 1l
AL #E (ischemic preconditioning, TPC) & —Fb X}Hi
I/R #4509 78 3P TR O ARSI 2K, 7T DA RO B
BRMAEEOCBRRAENRAERMTERE, B0
AEFEE AR, 42 3E O IE D BRIk 1 o (B T XA
FAL IR TE ARG M ATHE T , T ZE G R SE e p, A A
7 B0 Gk T 200 U SE S B2, 8 Hl IR
FAHMERZ IR, 2003 4, Zhao % 42 1 55 Sb—FH A IR
ORI L - Bk J5 4L 3 (ischemic postcondi-
tioning, I - postC) , RIZE.Co LGk I /5 FrER T FE R 44
T WA W FEE/ G AN B, B 45/ 0 U SE
AR BE O RS RES 5 TPC AR{BLEG.O BRIV,
B2 ,I - postC . LR VE NG R ERIEE
AEAFHTELR, WM S 2 FHESMNE
H (calreticulin, CRT) 25 I - postC f.0 E{R I, 12
7~ CRT /3RS R T - postC AR
MEZERR, B2, -postC A} CRT .LERHH T i
BERBRHMAEE. FHIEMEPERR R (calcineurin,
CaN)J2 Ca™* /45 A B KB M E A B R E, B &
HABRR/ER AT SR 4 M 15 5 BN B 48 i 9
TR, O LR I 35 15 i 4548 4R AT TS CaN,
U E R A (cyclosporine A, CsA) Bt 72 5 A
(FK506) #P i 3 75 %, B3 8 48 /) K B0 LB SE
AT SRRIME CaN AL T BB XSk I/ P 118
BPElZ—, ok BOUUE RIS R KN, CRT
P CaN A T 0.0 LA HEIE K, RATIA N,
I -postCifiid CRT #H#& CaN {5582, BERR L
WL /R 8455, A TAEZERBRAER.C M U/R SiAHs
L, ME T - posiC Xt CRT K H T i CaN [ 53872 H
B, TTL LT - postC ¥4 I/R #4519 43 F Pl

# #® W F &

1 R

R A KRR BisERA A [ BEE
( calmodulin, CaM) .soybean trysin inhibitor ( STI) | %%
B2 X}l F K BB (p — nitrophenyl phosphate, PNPP) Ffl
bovine serum albumin( BSA ) ) § Sigma; &k =& %
PO ME(2,3,5 - triphenyltetrazolium chloride, TTC)
W B XA A 6] 4 M T g N & B
Roche; A k4 F & (7 - 175 kD) #5ic A Bio —
Rad 7= &, Sei/D B CRT ZTLEHLAM CaN BT
YL B B Stressgen A1 Boster, 52t A B — actin B
TP A SC - 2048 3 38 1k % & Ot ( enhanced
chemiluminescence, ECL) i&#| & 4 & Santa Cruz, 3§
R B AR IC I F PR 1gG W B bR P2 &4

YIBARR FRA ] s KA E = sl
2 DHPEEHEE

TR AR Wistar KB, 42 (280 +20) g,
W B EEEER R LRI PO, RBIZSRI12 h,
BEZK, 2% B 2 (2.3 mL/kg) BREDS
MRREEE T RE , ERE, EEEE s YR
(WL RZBES M) A7) SRR, J1%R 50 - 60
beats/min , B5 & 4 -6 mL/¥K, %E# SMUP -PC1 %l
PSSR RS, L MFL Lab200 B4 (S B
REBE 2B A HEA EH]) 10 R AR B B,
ERREEAREGEILEZ R 0N VRY M
I - postC'8 /&R,
3 ZESA

REDL A 6 4, H4H 8 Ho OMBF AR (sham) 4
FH J5 SR AR S L A2 IR 30 KA P 52 5 @k i/ 75
D (V/R) 4 BRBERB B 45 min, HERELT
T 24 h G5RE; @6k /5 AL 3E (1 - postC ) 4
Blofl 45 min J5, FEEE 30 s, 800 30 s, W E 3 8,5
JAFETE 24 h R EL; @CA + VR A . B REF
457 CsA 25 mg/kg, %423 d(BJ5 1 IRTARRI2 h &
2) Jatk VR HRFHE; ©CsA +1 - posiC 4: B X
HEEAT CsA 25 mg/kg, %LE3 d K] - postC 472
e @Bk B ALHE (IPC) 21 - B U 5 min, -
5 min, & 3 3, MGk VR HEFHRE,
4 MERERHF
4.1 RwFRSHAHFEN TLRELEFRN,HMBE
ks & )15 48 5 SMUP - PC1 A Y55 &b
HRASGHE, U MFL Lab200 .0 D 340 0 %
(heart rate, HR) | Y13 3l ik JE ( mean arterial pres-
sure, MAP) 7.l BN R R ( + dp/dt,,, )
A ZE&F 7K K E (left ventricular end - diastolic pres-
sure, LVEDP) 8¢ [l 3 3l 1 #4847
4.2 SBkbAFRAEBGANE LREHRFRHR
LAt R SR AT 32 , & E S kT 1% 7
SCEE 2 -3 mL Gk 0 X B8 5L, 8 Gk X0
Wlo BUH.OE, ERRZAOCE, BT -20 TR 20 min,
FHHKMET N 5 FEA 2 mm B0, IR F
BA2% TTC BHRZ i (pH 7.4) w637 C
JBE 10 min, JEHEFEX 2K A, JEFFEX 2
B, HEET 10% HEBW%F 4 CEE 24 h, IFk
B H A, EEEPH A BER, LA Inage -
Pro Plus E15 4387344 ( Version 4. 1, Media Cybemnet-
ics ) I &0 LS AR ke i T AR B SR TE AR, 0 UL Bk
MEESMEAR S O0ZERTRNE T HER, B
FETE R LA A AE X T AR o ki X0 LE AR E 4 b ER
No
4.3 hFSMBAL ZIFFEE/HBOLK LY
5 mL, FFEPLEE,2 500 r/min B.0> 10 min, KM,
WRBEG, -20 CRE, 2ARAENR L 28 30EN



BT (B 3L 2AR]) P 3, BR 1 B8 (lactate dehydro-
genase, LDH) #1 JJL B2 4 B# ( creatine kinase — MB,
CK - MB) /& .,

4.4 wpLmpA AR FEREARE LA,
BURE R ik It IX. (22 28 BT BE A A) B ) LA R, il 250K
G, DRl 8 B RRE BB/ 1 dUTP Gk
M R %45 1c (terminal deoxynucleotidyl transferase me-
diated dUTP - biotin nick end labeling, TUNEL) ¥ %
BN & W #17.0 NLH R U] R 40 B R T i R A2 R
W, SBEETIER.CULA R ZEESE, M 4K
EREA—WEFB A, SR TRTHAMS X
AR S M REERE, HHE e 100 4
KRR, FUB IR ERAERRTEBE
(apoptotic index, Al),

4.5 SR CaN Fhal2®  BULRIHH
200 mg, il 0.6 mL %] % % (50 mmol/L Tris — HC,
0.5 mmol/L DTT, 0.2 g/L BSA,50 mg/L STI,5 mg/L
leupeptin, 5 mg/L aprotinin, 50 mg/L PMSF, pH
7. 4) I RHA SR, 14 000 r/min B> 15 min (4
C),BELHREENEHAEATE, W EFEK20
wL, MAJEY 1 %[ 50 mmol/L Tris — HCI(pH 7.4),
0.5 mmol/L DIT, 0.2 g/L BSA,10 mmol/L PNPP,
2 mmol/L CaCl,, 0.3 pmol/L CaM ] BJE# I W
[50 mmol/L Tris — HCI(pH 7.4) ,0.5 mmol/L DTT,
0.2 g/L. BSA, 10 mmol/L. PNPP,3 mmol/L EGTA ]
380 pL,30 C7K¥ 30 min, 7 RI7EZ Y66 T | 410
nm B A H(SHEVBRAT) , SHEANKRY TR
W By A5 ) T B A fH 2 X3k CaN 1%
T, 8RS (A un’/ g protein) FRNo

4.6 Western blotting 247 HWAZELIHRIEW T
U RBLO IR BB, Bradford Y E HE BT
3%, -70 CHRF. RERBEARBB LB (FE
H 200 pg) #7175 P BEAZ BERE H 3k (SDS - PAGE,
8% S ESIE) KA EENERRERE Z MR

*1
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g ERE L, 2B S 2 3 A CRT(1: 1 000)
ZTEGAER CaN(1:100) BT ES K, FIRIFH 4 h,
GEEREUHEMNE TIHERMBE 1 b, LA A
B —actin(1: 200) B 57 FEHL K [F] L824, 18 LA
W, HiRE - E A YA ECL 3k BR, B E X 6K
F B, R Image — Pro Plus & 20 Hr 84047 2
H & B FR 4> 't 38 JE (B (integrated absorbance, IA =
FEOCEEE xHAR) , A H IA {6/B - actin JA
B/ L8 S B2 HAE XK F o
5 git¥amE

SR SPSS 12. 0 Gt 84Xy LB AR AT 17
Bl I ipiE = (7 +5) T, B4 BN
B R 25317 (One way — ANOVA) , B B Lk
BN g K5, A Pearson $£%f CRT & HKiA 5 CaN
TE MR T

&5 =X

1 I-postC KR L AL /R {5 HIR N

1.1 $H—BERRLEDHF BAZRIRE
I/R 4 .CsA +I/R 45 CsA + 1 — postC 443 BIFET-
KR3I R2 Hf2 R, HESHATLKBIET. B
CsA +I/R F1 CsA + 1 - postC 2 MAP fiF I - postC
HIMN(P<0.01), HEAL MAP T8 EER (P>
0.05) ;5 sham #41 b3, /R #HAOEWSE ( + dp/
d,,.) FEFTK ( - dp/de,,,. ) DIREIES sham L FEAK (3
P<0.01), LVEDP # sham 4 F+7& (P < 0.05);
I -posiC Bt /R I3t 22 LTNRE T FE, +dp/di e
—dp/dt, B E /R 45 58.6% F1 52.9% (P <
0.01) ,LVEDP % I/R #4HP&{% 21.8% (P <0.01) , 5
IPC 445 AHE (P >0.05) ;CsA + /R 41 f1 CsA +
I-postC HH AL INEE L B o &, + dp/dige.
~dp/dt, PUET I - postC H (¥ P <0.01),5 /R
HRITREEER(P>0.05), 3% 1,

R J A0 T XA R A B R R

Tab 1 Effect of I — postC on hemodynamics in rats (x +s. n=8)

Group MAP( mmHg) HR ( beat/min ) +dp/dt,, (mmHg/s) -dp/di,, (mmHg/s) LVEDP( mmHg)
Sham 122.20 £11.69 411.50 +31.83 1766.60 +424.61 1 350.67 +286.07 31.43 £6.36
/R 118.95 £5.23 433.36 +£28.55 1135.99 +211.02™°  912.37 +178.38°"  39.06 +4.26"
I - posiC 118.06 £10.06 428.42 +26.33 1.802.02 £221.94% 1394.92 +149.81% 30.56 +6.48"
CsA +I/R 103.98 +7.04™%%  455.07 £16.53 1022.62 +£128.24%%  762.53 £62.65% 35.41 +3.94
CsA +1-postC  104.84 +6.92"%%  414.23 +37.79 1086.94 +132.50%%  812.89 +79.61%* 31.29 +7.49*
IPC 122.23 £9.21 448. 66 +21.55 1 356.96 +239.13"*% 1 126.72 +262.52"% 33,48 +6.63"

*P <0.05, *" P <0.01 s sham group; *P <0.05, *P <0.01 vs I/R group; **P <0.01 vs I — postC group. I/R; ischemia reper-

fusion; I - postC: ischemic postconditioning; IPC: ischemic preconditioning; CsA: cyclosporine A.

1.2 I-posiC stk R SR EAREHh TIC Gt
AR ER , sham 41 KBGO ULTGH M, HAEH 0L
e 1M, 35 B Y9 7E 57% - 69% 28], 2R T BE (P >

0.05), /R HHEFE X/ B X AR F 4 b (25.0
+10.4) % ,1 - postC ZHBA B 45/ I/R 3| K. LE
FEEAR , HARFE X /g X AN (12.1 £3.2) % , 5
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I/R 41{% 51.6% (P <0.01), CaN #J%I3] CsA BB
g5/NOIAEFETE B, CsA + VR 448 5 X/ 1. X T
K (14.0 +7.5)% , 8 /R 41k 44.4% (P <
0.05) 5 I —posiC 415 14.9% B ZE LR LE
Z(P>0.05);CsA 51 -postC BLE N, HBFE X/ ik
M XTEFR R (12.8 £4.9) % B /R I BFER(P <
0.05) ,{B5 I - postC 471 CsA + /R 4= a2
BIEBE(P>0.05), I-posiC £15 IPC éﬂ[ (6.9 +
1.4)% ] R TBEEF(P>0.05), 0

20000
6080
Q..OO

‘000

I-postC

CsA+I/R

CsA+I-postC

““Q

Fig 1

Effect of I - postC on myocardial infarct size in rats. I/R;
ischemia reperfusion; I — postC: ischemic postcondition-
ing; IPC: ischemic preconditioning; CsA: cyclosporine A.
E1 I-postC kR ONIERTIRAIRNE

1.3 TI-postC st LDH #F CK - MB & 69% A
/R 41 % LDH.CK - MB 75 #:3%%% sham 4 8
EZFE, 43K sham 2K 2.0 f1 1.5 5 (¥ P <
0.01), I- postC B B3k /> I/R Fr &0l LDH F1
CK - MBJg i, H il 3% LDH 1 CK - MB & 443 51| 4%
I/REZLAE 37. 6% F134.3% (¥ P <0.01) , % FH CsA
J5,CsA + I/R 4HFl CsA +1 — postC #H 11 3 LDH FI
CK - MB JE #3448 /R BRAE (P <0.05) , 5 I - postC
H=HFUBERFILEE(P>0.05), LA 2,
1.4 I -posiC sFuAlamig B 3848 %" Sham
HAIH(2.7+0.9)%, /R 340 M8 - 2 3
1, AL % sham 41/ 7.9 45 (P <0.01) , I - postC H]
BEWRAMA T, ALE VR 4K 74.3% (P<
0.01), CsA + /R 4 Al % /R AW B K (P <
0.01) ,{H%5 I — posiC ZH 1 94. 5% (P <0.01) ;CsA +
I - postC £H Al % I/R ZH#01 CsA + /R £ 35 HH B RAIK
(P<0.01) [B5I-postC HLBRERTBE (P>

0.05), I-postC H5 IPC HHETLBELR (P>
0.05), WK 3,

=)

S mpn T

=) OCK-MB

EI 700 | i
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Fig 2 Effect of I — postC on the activity of LDH and CK — MB in

plasma. % £s. n=6. **P <0.01 vs sham group; *P <

0.05, *P <0.01 vs /R group.
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Fig 3 Effect of I — postC on cardiomyocyte apoptotic index. % +
s. n=8. *P<0.05, **P <0.01 vs sham group; ¥P <

0.01 vs I/R group; **P <0.01 vs I — postC group.

B3 I-postC kR O AL AT SRR
2 I-postC 3t ALLALR CaN FHERIF M

/R HOHR CaN FE M B EFHH, B sham 2
1.5 f5(P<0.01), I-postC BB HPH 'R FrEnd
CaN JEHTFHE, 8 VR 4K 28.3% (P <0.05) , CsA
BZEHIH] CaN M, CsA + /R A1 CsA +1 - postC 4H
48 I/R 41 CaN 35 HREMK (P <0.05) ,{E5 T - postC
HE=EUWBEFTRBE(P>0.05), I-posiCHY5
IPC H W TuR#E 257 (P >0.05) , K& 4,
3 I-postC F O ALALR CRT #a CaN RiZRI NG

kAl CRT.CaN ¢ S ik A7 e B B i
LL B —actin £LME /G ISR FL A&7 1A (65 B KBk CRT,
CaN EHIWHN &, HRBAR(ES5) :sham HE
CRT #1 CaN #Ali%%, /R %5 CRT il CaN Fi5H
BI{E , HAEXNEH SRS HN sham 4 2.0 f5F1
1.7 f5(P <0.05) ;1 — postC MJEA RN /R FrEv
CRT 1 CaN FEE T, 2 3% /R 41K 30. 4%



32.0% (P <0.05) ;)% F CsA J5,CRT #1 CaN £k 8
¥ F¥,CsA + I/R 4 CRT #3568 VR 411§ 25.5% ,
BERBEZERF(P>0.05),CaN FEH VR HFEK
(P<0.05), 51 -posiC HHBER LB ZE(P >
0.05) ;CsA +1 — postC £ CRT 1 CaN Fik¥# /R
ZHHA WREAR(P <0.05) ,{B5 I - postC 4 H#2E F 0
BE(P>0.05), I-posiC 45 IPC A BT EE
25(P>0.05),

0.12 1
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e |1
Sz 2 008t
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Fig 4 Effect of I — postC on myocardial CaN activity in rats. % +

s. n=6. **P<0.01 vs sham group; *P <0.05, ¥P <
0.01 »s I/R group.
B4 I-postCXXE DAL CaN iEHERT AN

e - -

CRT

CaN

B-actin

Sham  I/R I-postC CsA+ CsA+ 1PC
I/R I-postC

161 meRT

| CaN *

Relative level of CRT and CaN
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Fig5 Effect of I — postC on myocardial CRT and CaN expression
induced by V'R inrats. x +s. n=4. *P<0.05, **P<
0. 01 s sham group; *P <0. 05 vs I/R group.

S I-postCxf VR FSABAA CRT F1 CaN R3AIHN
% I
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B BIEAR B K # RSB I H R 2 A,
DUEEERGRRATIEAMNVER, HTEL
WEHE B R A O LS , £ X 2 8l i O UL 5% 8
BHEERDG, TREAEENBREX, EHEE
R F LAE SR ILJS SEHE Y T - postC BAF 48/ L AL
BESEE AR R LR Bk P B2 B O BE T RB 4 0 I
ByER, BA RIFss RN AR . ATHEE
BRI Wistar X BLZE M0 /R #E FESE, F
BRI J5 P T SE A R R B 3 % T /R
(30 s/30 s) B9 I — postC HH BISERHR I 45 min FFEF
24 h By, RPN .OUUEESETE FREE /N, I
¥ LDH 1 CK — MB ¥ 32>, .0 L 40 i 7 7= 2R
%, OEDIREN 2, 5 IPC ALK ERPER, W
I - postC B A WA HE A L0 IR SE R T AL 2h
BRERERG RO ARV, S0 IRE— 3K
I — postC B4 B fR 7 DL b A5 Ra A8 37 S 4
AT, CRT 2 i M ( endoplasmic reticulum,
ER) WEELIFHE, BBIEERERTS A
B FRER ER NEERSEEAEH,. 2 501
Vi%fg’j‘lﬁﬁﬂi‘% f15 ER BHMEE BN, &
4ER R B, CRT ZEEAL N P 2 5 41 A T E &,
CRT 3¢ #:4EEK Bl Hoc2 L0 L4 pa & ) Ca®*
BHUR IS Ca** IR, INEE MU A5 B4R, 3 40 i
%t H,0, ¥ SEAL MR T s . A
A Ok B A BIESE,T - postC #)
Tl B/ 2 R ER CRT i3k, BSR4 A 1=
R R CRT 3ERIATARR T - postC AR
PHLHZ —, ALWERER, VR #F CRT ik
BB, T 6k IS P EFE BT S0 1 - postC IEA .
#fl /R FrEisy CRT 3Kik i, 878 T - postC #I#il
CRT i3k , Wi O LA IR =,
I - postC #1%] CRT 3335\ WO A4 He 8 =
BT RSB M ATE R, BF 5 B/ CaN & CRT /)
THESH T, CaN WL/ HERE ABRMRER
TR , 2 B R BT B E— KT Ca®*/CaM IR H
BERATE, B 44k P B CnA R ¥ W2 f7 CnB 4
. CaN BEKHE SRR LI, BHEN
PSR TS RIEE O A BRILER , 2 5%
MRS S R R AT SER . EERE
B, CaN 72 2H 27 40 fu S8 A0 Dy RN R i/ PR A b
BEREERA, HREmR,CaN 5| 4T/
Bel — 2 #5457 ( Bel — 2 — antagonist of cell death,
BAD) L B5RRIL I ISR Fe i B2k o, 5 2 40 Hfd
BECHRERN, BRABRAT" BRMH
CaN WL B 5 VR DAURYHE X, Tkeda %1% 5
Nathan %1% 23 B7 B0 BEA S /R B8 FIE 5L,
R I RN P X T 3 CaN 15 M358, LA CsA #14
HEHN B2 0N IR $ifh, 1B CsA 2
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FHREB I E VR LIEHEERGF7E S, Laudi 2735
& ,CsA BV 345/ I 30 min FEEVE 24 h T3
BIR O LAESEE B, B X0 Th e s e . 78
AREBPUAEIR T EMBE, CsA BT B 45 /ML
WS E AR PO L4 B 0 T, B 30 D BB TCHA .
BE, BB T 1 -postC B L IBERIFE R, HL
HIMAIER, Amaudean 257 17 38 A ZERE A B 40 Jfg
Hrit ik CRT, @ 38 0 Mo 1 B 45 LTS CaN, 3
T fe i T U, R CRT @it A4 CaN 2541
TR, ALRIEE, /R 8&%F CaN HH
Fik BIRFMTEMEIE M, CaN {E4: 5 CRT REZIEHM
%(r=0.64,P<0.01); iV CsA J5, 7] 9% I/R 3%
Y CaN FiE LIFEANE HEg I, KX CaN Rk
HITRES O LA VR $i5 8RR R B A %,
I - postC A1 IPC BEHMH| I/R #5-FH) CaN 23k B
S e, B MG RES CsA Hl, &R THEE
KPL,1 - postC it 45min i [fil/24 h FFFEEFr 8L
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