PR P S BB R B IR A AR LR R R Th sE RV 2 M
O, BHUUE 12, B 12,
ko412, BEL S BGE 2, REE

BN BR 2 KRR R A B s 2B T BR 2 K2 B

SEINFEZ RS o FAEWFE SRR, SN PEA RS S FieWit s b, 5 550025
OB, FITEo S ERE R A% (acute myeloid leukemia, AML) LKA NI/ER . MTT &
PRI AML 40 HEL A= KIS B R0, P & 400 R AR 1 o Je e A 437 R T e 4 L
TIER ML, Western blot R ZRLARJH TR AR DGR ROk, 475 58 SR 30V 20 HT BRTSE flie xe oL A e 378 M
# 1. (mitochondrial permeability transition pore, mPTP) [KJFZI, JC-1 JLRIG £ R4 E d A7 9284k, 2856
FB LI E = BRERAR Y (adenosine triphosphate, ATP) 7K°F. 45 5= BEERZAN & HEL 41 i 4 K 184 1
I SRS R) R BEACHRIE,  BEL 40 R 3 T GO/G1 1. BRSEfG 5S: HEL 4 2R kLR 42 T2, 0% HEL
M mPTP AOFFI,  FRAR T 2Lk s A F ATP /KF. LA 25 SEUEIT, BRSO T HEL 40 i f) Sk 4
Thfe, T 4t e 43 5
REEE: WML SRR A MR ZoRiAaliE R gL, doRiiA R, T
HESES: RI32 CERFRRES: A

Effect of rocaglamide on mitochondria function in
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Abstract: This study aims to explore the effect of rocaglamide on mitochondria function in acute myeloid

leukemia (AML) cell line HEL. MTT assay was used to determine the effect of rocaglamide on the proliferation of
HEL cells. Cell cycle was analyzed by PI staining. Flow cytometry was used to detect the apoptotic rate of HEL
cells. Western blot was used to detect mitochondrial apoptosis pathway related protein. The effect of rocaglamide
on mitochondrial membrane permeability was analyzed by calcein method. JC-1 dye was used to detect the
changes in mitochondrial membrane potential. Luciferase experiment was used to determine the effect of
rocaglamide on ATP level. The results showed that rocaglamide inhibited the proliferation of HEL cells in a time-
and concentration-dependent manner and arrested cell cycle of HEL cells at GO/G1 phase. Rocaglamide induced
mitochondrial pathway apoptosis, activated the opening of the mPTP, and reduced the mitochondrial membrane
potential of HEL cells as well as the ATP level. The above results indicated that rocaglamide remodeled the
mitochondrial function of HEL cells, thereby inhibiting the proliferation of AML cells.

Key words: rocaglamide; acute myelogenous leukemia; mitochondrial permeability transition pore; mitochondrial

membrane potential; apoptosis
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R, 5 AT B BN VR TT R0 7E 408 B8 H R R Bdr, HAE S B s A Bom R
A 3 AR ML A B sE T2 0. 3 H TSR v 2 BR% 100 5 AN EH AML, & AML 4t
TIAEGEE 10 75123, AML 21 28R ik 5 1E 5 40 ML 2R ki B R [F], AML R A8 Rl
LERIAAThREMI GRS, Q. £Bkifk DNA (mitochondrial DNA, mtDNA) 2845, £& kiR Ui
R R AR BT8R e e R /A i R SR A ST, A R T IR R G L4, AML
SRR A S UL mDNA I FE 25 2 S0RE0O0 . T 1A AT 90 0o e oA e ] 261 sl 3 504 2 vl
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Bt (AiE>98%, MCEAH]) ; BCL-2 Hifk (EEAbcamAH], #t5: ab32124) ;
cleaved Caspase-9 Hifhk (EECSTAF], #5: 7237) ; cleaved Caspase-3 Pifk (SEECST
Aw], #6'5: 9664) ; PARPI Hifk (EECSTAR, #5: 9532) ; cleaved PARP1 Fiifk (3£
ECSTAR], #t%5: 5625) ; COX VIR (RlFEA REVMHEHRARAR, #it5: AC610)
GAPDHPUE (MM BEZR AR AIRAF, #t'5: AB-P-R001) ; B-actinfifk (X = /&4
MHEARERAA], #5: 20536-1-AP) ; FifulgG—Hi (RECSTAA, #t5: 5151P) ; fif
AfiE (LA %1 Biological Industries A H], #t5: 04-001-1ACS) 5 A T-REIAF & (3
[EBD Pharmingen’Aa #l, flb'5: 2119964) ; ki fitar il alfl & (Bl E = RAEMHR A
AWAT], fitg: C2006) ; LRAMBEVEFHAANINAIG (EEES RAEMHARARA
"], #it5: C20099) .
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F5 8 23 V3N 52 2 b A i M 5 ¥ £l (mitochondrial permeability transition pore, mPTP)
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VENES s G I TEX IR, F TR mP TP O A .
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Fig. 1 Proliferation inhibition of rocaglamide on AML cells ( xts,n=3)
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Fig. 2 Apoptosis of AML cells induced by rocaglamide ( xts,n=23)

2.3 HREE BRI AMLAARE LR R T E BRI

Western blot 73 Hr Bk iz % BCL-2. cleaved Caspase-9. cleaved Caspase-3 PARPI . cleaved
PARP1 £ [ RIEKF I o SKEG 5 RO, 5%F FRAHAH LG, BRIk Ab 34 BCL-2 A1 PARP1
FEERIEAKE T, BUEH cleaved Caspase-9. cleaved Caspase-3. cleaved PARP1 & [ %1k
I 4 2 A R 0 T 45 4R AR 2 i 64 ¢ (cytochrome ¢, Cyte) Rif, 4
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Cox IV Z
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Fig. 3 Effect of rocaglamide on mitochondria apoptosis associated protein in AML cells ( x £, n =3)
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Fig. 4 Effect of rocaglamide on mitochondrial membrane potential in AML cells ( x + s, n =3)
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fi i ¥ HEL 40 1 d 5, Calcein AM Je€a il i€ 418 mPTP 254k
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Fig. 5 Effect of rocaglamide on mPTP in AML cells ( x % s, n=3)
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Fig. 6 Effect of rocaglamide on the level of ATP in AML cells ( x +s,n=23)
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PRI T AR R PR AR AU BRI RS 5 X s ARG SR IR e . A
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MCL-1) HHU, BCL-2 XEH VIS5 T Cytc FilbhiksMNER R . BCL-2 KR
o, G I N SRR B P, R EZRLAR Cyt ¢ MBI, I BUE Caspase-9 F1 R
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