T E M AE AT A% hitp://www.biother.org
Chin J Cancer Biother, Mar. 2019, Vol. 26, No. 3 + 299 -

DOI: 10.3872/j.issn.1007-385x.2019.03.008 B sk o

=RNEHAMAP30E 1T AKT/mTOR B BEi# 2 & 4B HEE M B
FURT

TR, 772 ' REA? A (1L BN EA RFWE $ — BT i, i @ 325015:2. A FFEKRFH
BKEER FHiSEA, L 200433)

(3 FE] 8 &R0 NE A MAP30 76 2 R ME 8 B8 1B F & L . 7 & <8 A\ H #EJ8 RPMI-8226.NCI-H929 Fl
U266 Ay SR 40, DAAS R B2 (1~ 10 pmol/L) 1) MAP30 Ab 3 )5 , R ] CCK-8 i Aar il £ i iy i Jed 4 ik RPMI-8226 \NCI-H929
FTU266 (1 BE /T, Annexin V/PTIE 22 AR B B8 200 1) 98 T2 175 60 , Wb S BRAG W B B8 200 0 T2 40 5% & 1 (PARP) | I
#1228 A (LC3I1.P62) S AKT/mTOR Ji i 41 5 8 (A 1R 1K /KT, CCK-8 2 it 204 i AR AT Wb SZI6 A8 Il MAP30 Bk 4 H W i sh 771
A K (Rap) B [ W4 il 70 £ 35945 28 2% (Bad ) Jis 15 S8 41 M s e R TR W (A5 4k . 48 R : MAP30(1~ 10 pmol/L) 411l
S TR 0T ) 98 4, S 98 ) 1) 2 SRR 2 A 5 5% 2R (P<0.05 B, P<0.01) . MAP30 SRl A FH 15 B 99 40 Pt i » 4 B 1~
I E G0, PARP 2R3 £, LC3IL 3R IA /K FHI N, P62 3Rk I . T B& (33 P<0.05 3% P<0.01) s MAP30+Rap 1E FH & B&IR 41l i J=
LB MAP30 2 189 52 8 18 L 4 1 a0 D 19 W VR 2L  PARP A R AIG \ LC3IT 3 K FRAG % P62 I I (¥ P<0.05 B8 P
<0.01) s AR , MAP30-+Baf 1 F ‘B I8 41 fo 5 50 MAP30 , 41 A 8 58 22 93 /0> - 41 B8 T2 28 35 00 41 B B 038 0 - PARP 22 590
LC3IL R IEIE N P62 KAk PEAIL (35 P<0.05 B, P<0.01) -MAP301’EH§%%‘L‘§T 4HHf5 » AKT/mTOR i % AH 5C 25 1 p-AKT # p-mTOR £
2 KT B 2 A (1) P<0.05) . 48 4 : MAP30 ]38 i AKT/mTOR 3 4 {1 i3k-15 5958 20 1 10 R T2 0 1 W05, T 8 9 i B8 1 3 7 4Rt
IR TT 505

[x881R] 2 R MEEBER ;75 INE 1 s MAP30; AKT/mTOR G 5 1410 5 Y5 17

[FES2S] R733.3; R392.1  [XHEAFRIREB] A [XXEHS] 1007-385X(2019)03-0299-07

Momordica protein MAP30 promotes apoptosis and autophagy via AKT/mTOR
pathway in multiple myeloma cell

HE Ying', FANG Fang', YAN Hongli’, JIANG Songfu'(1. Department of Hematology, the First Affiliated Hospital of Wenzhou Medical
University, Wenzhou 325015, Zhejiang, China; 2. Department of Laboratory Diagnosis, Changhai Hospital Affiliated to Naval Military
Medical University, Shanghai 200433, China)

[Abstract] Objective: To investigate the role of momordica protein MAP30 in multiple myeloma (MM) and the possible mechanism.
Methods: Human myeloma RPMI-8226, NCI-H929 and U266 cells were treated with MAP30 at different concentration (1-10 pmol/L)
and then the proliferation rates of cells were detected by CCK-8 assay. Annexin V/PI flow cytometry was used to evaluate the apoptosis
rate of myeloma cells, and the expressions of apoptosis-related protein (PARP), autophagy-related proteins (LC3IIL, P62) and Akt/mTOR
pathway-related proteins in multiple myeloma cells were also detected via Wb. The changes in cell proliferation, apoptosis and autopha-
gy after the treatment of MAP30 combined with autophagy agonist rapamycin (Rap) or autophagy inhibitor bafilomycin (Baf) were ob-
served by CCK-8, flow cytometry and Wb, respectively. Results: MAP30 (1-10 umol/L) inhibited the proliferation of myeloma cells in
a time- and dose-dependent manner (P<0.05 or P<0.01). With MAP30 acting on myeloma cells alone, the apoptosis and autophagy of
MM cells, as well as the expression of PARP cleavage and LC3II increased while the expression of P62 decreased significantly (all P<
0.05 or P<0.01). After being treated with MAP30+Baf, compared with MAP30 treatment alone, the cell proliferation was remarkably
enhanced while cell apoptosis and cell autophagy were suppressed, besides, the expression of PARP cleavage and LC3II were decreased
and P62 level was augmented (all P<0.05 or P<0.01). Conversely, after being treated with MAP30+Baf, compared with MAP30 treat-
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ment or Baf treatment alone, cell proliferation and P62 level were reduced, while apoptosis and autophagy as well as the expressions of

PARP cleavage and LC3II level were increased (all P<0.05 or P<0.01). The expressions of p-AKT and p-mTOR were significantly re-

duced with the effect of MAP30 on myeloma cells (all £<0.05). Conclusion: MAP30 can promote the apoptosis and autophagy of my-

eloma cells through AKT/mTOR pathway, which may provide a new therapeutic strategy for treatment of multiple myeloma.
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Fig.1 MAP30 inhibits cell proliferation of multiple myeloma cells by CCK-8
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A: Flow cytometry was used to detect the apoptotic rates of RPMI-8226, H929 and U266 cells 24 and 48 h after treatment with 0, 1 and
4 umol/L MAP30; B: Wb was used to detect the expression of PARP protein in RPMI-8226, H929 and U266 cells treated with 0, 1 and

4 pmol/L MAP30 for 48 h; C: Wb was used to detect the expression levels of autophagic protein P62 and LC3II in RPMI-8226, H929,
U266 cells for 48 h after treatment with 0, 1 and 4 pmol/L MAP30. 1: MAP30 1 umol/L group; 4: MAP30 4 umol/L group
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Fig.2 Effect of MAP30 on the apoptosis and autophagy of multiple myeloma cells
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A: MAP30 combined with Rap reduces the increment rate of RPMI-8226, H929 and U266 cells by CCK-8; B: MAP30 combined with
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Fig.3 MAP30 induced apoptosis and autophagy of myeloma cells
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