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7 v MUBEEIMET /ZBT 5 ERKV2 IEMELA I LTz 7 v m % 0 O RER R
(Cardioprotective effects of chloroquine pretreatment on ischemic reperfusion

injury through the activation of ERK1/2 in isolated rat hearts)
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ORISR C 3N TUE, MM FEE R I O O REREE O E 2 R TH v, I
W L. RIS 2 I3 5 7o DI S E SE MM TOINTE ), WEEHEL SN
FETRLS, SORDMEPLETHD. BIFOMIZIBNTIE, fiv T U 73 E U THZE S UBER
(2R L CHEFAREZIT TS 7 rady (Q ORGP FEERBEEZIHT 5 & o B FEET
5. LI U7es b, Lo & M FEETEE 7 M I81T 5 CQ O FRREFR IR B IR A B3 2 @i 137w .

e M T REE DM & LC, Mreperfusion injury salvage kinase (RISK) pathway, @A
— h77o— (BEIEM), ORKIEFEMRENHE SN TWD. CQ [THRIEIEASC B S sl
HEALTWDM, F— 77 P—DHFEIEE LTHIHITWD. 0Q 12 & 5 ikds KL OV oD FE b
EINHNZB WO TEMBIEEH O 503 H A STV D0, DIRICBW T ED X 9 I kR E
(ZBIEF L NII S TR, ABFZEO BN, 7 v b &2 W DBEEIE T /M2 B0n T, QO
JHE LA G- S FRREDR % D ODBEREFE MR 2 A 20 &2t L, S OICEOMTF M+ 252 LT
Hb.
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EBRO : DIROAE T T /I D 0Q O IE /e £ 55 Ot
10 WEROHED Sprague-Dawley 7 > h DMz T 27 KV 7[RI TR L7-. Klebs—Henseleit
buffer (KHB) T 30 3R L7=Dbh, 30 MofiRaEi (37°C) & Lz, BMERIEERICE
B U720Q OB LY 4 BEGSHEE 4 VST D) 1201 7= (KHB #F < KHB O Z, KHB + CQ50 u MAE, KHB +
CQ75uMEE, KHB + CQ100uMEE). Z D 60 /3] KHB CHHER L7=t%, AR KNIE & ODHEORET
5 rate pressure product (RPP) DEIMERZMEE L7-.
FBROQ - 0Q M LA 512 & 2 FRE % O OBSREIRE NI 0 AL & i i g iR e B~ — J — O Rt
Z 5 RV BT OOBRERIXIEBRO & RERIZAT - 7o, BELE RN EEIRICF G- L 723k &
D 2 BE(BRE 4 VU 0) 243 F 7= (KHB ¥ : KHB O, KHB + CQ B : KHB + 7). ZDf 60
53T KHB CHREERT L721%, LA TOOMEREOREHERZRIE L7 « it i, L%, left ventricular
developed pressure (LVDP), +dp/dt, —dp/dt, RPP. & GSIZHENT 60 /3% O DEAEE L, $%H CQ
DIEAEFT 2 M5t D 72 DI Le. FRERRE OOHld D 7 R b — 2 &34 5 72, TUNEL
et Z1T-7=. RISK pathway Z2Hiid 5 7=, AKT 33X WNextracellular signal-regulated kinase
(BRK) 1/2 2 xAZrTuayT 47 CTERLE. 4— b7 7 &GO -0, 4—h7 7



U—w—h—& L THRLH K7 microtubule—associated light chain 3 (LC3) -11 8L p62 2
TR T AT 4 T TCER L. RIEME~—4—& L C tumor necrosis factor (TNF) -« % ELISA
ECERLL.
FBROQ : 0Q LA 512 & 2 DHSRERE NI R 3617 D 1EHBF O RRGE

FEBROIZBNT Q Ty =AY T ayT 0 7B IOVELISA IETHIIN L Ce & w37 2k
HIFER ML, ARt O DR LU A b —2 2 & i L7z (KHB B, KHB + CQ ¥, KHB+
PHEEHERE, KHB + CQ + PHFEZERE, #HE4L7D).
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EBRO : 4 CQ OPRSE T L O RPP OREHFRIZZNCILKIB £ 43.8 & 2.6%, KHB + CQ50u M 37.0
+ 3.2 % KHB + CQ 75 uM#E 65.3 = 2.3 %, KHB + CQ 100 uMAE 69.0 = 7.4 %THY, KB +
0Q75uM (P=.048) BB LUKHB + CQ 100 u M#EE (P=.002) |[ZHBWTHEIZKHBEEL VD &doT-.
P> TARERR CIIA B IEHEEN D272 CQ DIRETH 5H 100 u M Z LAEOIERTIIEHTHZ & & L
7.

EBRQ : FEDE% D LVDP, +dp/dt, —dp/dt, RPP DEHERIZE, KHB +CQ B CHEICH N> 7 : LVDP (KHB,
68 *+ 8% ws. KHB + CQ, 91 & 3%; P =.034), +dp/dt(KHB, 52 + 3% vs. KHB + CQ, 91 *+ 7%; P
= .002), —dp/dt(KHB, 47 + 4% vs. KHB + CQ, 74 + 8%; P =.019), RPP (KHB, 44 + 3% vs. KHB
+CQ, 69 £ 7% P=.019). TUNEL FHMERIAEERIZ KHB + CQ BECHEICIKD > 7= (KHB, 8.3 + 1.2% vs.
KHB + CQ, 4.8 % 0.6%; P =.044). AKT OV UF{bERICITFEFZED RO -T2. —J7, ERKL/2
DV ARAEERIL KHB + 0Q ¥ THEIZE A - 7= (KHB, 0.78 + 0.05 vs. KHB +CQ, 1.03 * 0.07; P=.029).
LC3-11I, p62 3 L TVINF- o DIEBLEICITREFIZEZ RO 2o 72

EBR® : QT X H+dp/dt, —dp/dt, RPP O 5%, EIRP ERK1/2 BEZEOUSIC X VX L KHB £
LIAEE L 7p oo, S HIZ, CQBED TUNEL BEPEMIRESEIL, BT ERK1/2 PHEFSEOUSINC X 0 #E0 L KHB
FEE R L 7poTe.
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AHFFETIET » MO ME T MW TC, CQ EMLATE 512 & 0 R O/ DBERERE S 35 L O
AN b= ZHIENE DT, 52 Q F 5T XV RISK pathway O—2>Td 5 ERK1/2 OIEMHAL %
R o, IR ERK1/2 BLESED CQ ~OUNIC LY, CQ DOHAER S KT A h— A
IRBER LTz, LIe> T, QMR G & 0 FHERR O OHERERREMEIN R MG S, 2000
BEREREEIHIZIAIL, RISK pathway O—>TdH D ERK1/2 OIEMHLIIKE L T b EEx bz, K
FFETIX CQ #H-DA— b7 7 U—B L ORIESIE~DOBGIIHREN £ B2 DD N, & 57225
VETHD. CQ DEHHEE TIE QT ERIEGRESCBIEIEANTENR, #ER EORIWERO®RE R 5.
ABIFFED KHB + CQ B IZ PR (CH] B 0 e MEEARE B D 78 o 7203, FEIRISIEA ™5 72Tk
W% & 0T in vivo BTV TO S LR LEBLETH 5.

[5R]
7 v FOLFHERET I T, CQREMATEE 512 L 0 FHEF % O DHSEERE EH RS D v,
FDOLHEREREESNHIZNET, RISK pathway D—>Td % ERK1/2 OIEMEALITIKIEL TN -, = D%
FE RN L CIRFIT I 1T 28772 22 D PRI SO BRI AR A~ DRRIRIS IZ T 72, & B2 DBFFRICD72
NHEZEZLND.



