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Research progress in microRNA regulation of apoptosis in tumors
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Abstract: MicroRNAs (miRNAs) are small non-coding RNAs, which are widely involved in the post-
transcriptional regulation of genes. Both the expression level and function abnormalities of miRNAs play important
roles in tumor development and progression. As a form of programmed cell death, apoptosis effectively eliminates
abnormal or damaged cells that may be cancerous. Therefore, apoptosis disorders not only may lead to tumor
development and progression, but also are associated with treatment resistance. MiRNAs may exhibit anti-apoptotic
or pro-apoptotic effects through different influences on classical apoptosis pathways, including mitochondrial

apoptotic pathway, death receptor apoptotic pathway, and endoplasmic reticulum stress apoptotic pathway. This

article mainly reviewed the research progress of miRNA in regulating tumor apoptosis.
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FE A % th 22 3 4% 68 #% BR 8% Drosha &6 4 (1) 85 V]
1 FRE B HE 2530 R 4K (pre-miRNA), 2R 5 i@ i 4
HH 5 (exportin 5, XPOS) Feiz BN Ao, FFHAZHE
2 W VI8 Dicer PJ#I, 7 £ 1] RNA XU 5 AGO
[ (Argonaute protein) £54, W AN HLEE miIRNA
#4543 RNA 30T E 5% (RNA-induced silencing
complex, RISC), 1fij 548 mRNA DUFCAT 21 LASE 4B
FEA HAMICTE AT AR, 155345 {8 RNA (messenger
RNA, mRNA) [ & i #1801 3 40 ) ' miRNA )32
Z5MEKE b BEME TS ISR,
FRIK 5 5 22 B SR 1 R A B AR O B

2 ATSMERXAR

TP R BN AR . R 2F . Geth
JoR R A SRR TR 28 578 A0 DA R B Tl g Tt 22 2
I% (phosphatidylserine, PS) (] fliX 2 #& . DNA Jv Bt W
o ERTEM, 20 S 3T IF A0 2 W R I By )
B AR 5, BEJS 2 B IR TR R T MA, TS
P /INAR AR R A BT s e T 2
RNt R 4Bl (cysteinyl aspartate-specific proteases,
Caspase) [ & ABES BEIAT . Caspase F A& 4l
T AS SIS O ROR, BT TRE R 20 R AE T 1k
Ufi# (Caspase-2. -8, -9 Fll -10, FEAF T TIER
PIFFG6 ), MoEA AT (34T 3 (Caspase -3, -6
A7, SR 2R )

B R T ML o P AR S S PR R A, TR
Z. b, EERRIINTE ., H kA, RS
S FIR G RE R A . AR P EBE T B T
(%) 2R 423 A b Jed 200 i B AR £ 28 A S ORT R AR 1R 400 T
WAL, DRI, AR YE T 258l R R AL
AR B, ke, WEIRERE T AL KRBT 4
(D R TPTRE T B PRI - (2) T2 EME
SN RERERT 5 (3) Caspase JiF P F#1IC.

S0 M T8 A o NIRRT AN IR IR AR . IR IR
BRI HERAEN S — RPN E MG 5 EAE R
Bl ), fe 2 5 BUZR R AR A I G832 A8 (mitochondrial
outer membrane permeablisation, MOMP), 4ilfifd 3%
C J HAh 8 A R B A0 ; 4tk C 51
T 5 A B8 #0375 K 7 -1 (apoptotic protease-activating
factor-1, APAF1) #i#y, ‘3 APAF-1 [ RS A
TR, TEEFR AP TR (apoptosome) HIH RS #);
P T4 B8 4E 305 1k Caspase-9, 0% T~ ii# Caspase,
PATA AR TR P ZE TR R B R T
B 4H i bk 1987 -2 (B-cell lymphoma-2, Bel-2) 5 Jti ik

H IS, Bel-2 S0 i 42 i ok 4 o 40 g
oz C SR T 7 RO (2 A T s bt TR
M R R 1Y B SRR R, Bel-2
T2 bR VRSP 50 FURIE . 1 I S5 i g
Btk U,

HMEIB M T IE T AR S AR S5,
fitk i FH B 195 AH ELAE FH SRS R 20 PR P K S R, IX
R ZARE T MBS 72 B Kk, RAE
2 D0 SR (1) L A1 &85 ) SR B PN B T 5 R 35 (death
domain, DD), 4% TNFRI1 (DR1). CD95 (Fas/APO-
1/DR2). DR3 (APO-3). DR4 (TRAIL-1/APO-2).
DR5 (TRAIL-2). DR6. #iZe 4K K152k (NGAP)
FI4N 5B A Z 4k (EDAR) 45 ", JETFC 4 58
TG G FEOCT R ERE, @0 451
ST U0 Fas AHOCHET 480 [ (Fas-associated
death domain protein, FADD) ¢ TNFR1 # 5¢ 40 1215
5 (TNF receptor 1 associated death domain protein,
TRADD), #7 4% & H H B 56 T2 24 B 45 14 35 (death
effector domain, DED) %4 )5 Ui Caspase (pro-Caspase-
8/10), LT F 15 5 B & 14 (death-inducing
signaling complex, DISC), {2 pro-Caspase-8/10 H
oK. 1Ak, U5 Caspase-8/10 B i 2 il i
BB — R A BB N A ST MY 2
BWARY, LTG5 DhReREtg 5 s ik
JREVIM DG, A2 B 3R A3 1k iR 25 MLk 2 — U,
Wang % " 7R I, Fas (MMRRIA S B 8K R KX
SR AL LR AHOC, FFiEE T Caspase-8.
Caspase-3 [ ZRIAFN i SR B IRAZ E SR Sl 1
[poly(ADP-ribose) polymerase-1, PARP1] [ IAH1 ]
B AR T

IR T A5 I I A A R T USR]l F- Caspase
g S MM T, KAETRESYZM. Caspase
Ab T A TR RO B, H D) RERERG AT R S B4
M2 00, A SEMR LA ", Pu sk ™
FL I, Caspase-3 15315 5 FL s 3 IR iE 4 F
SRR R A, FRAEAN A B FUMR I 4 8 42
BETE VPS8 . Yao &5 P ¥ Y Kk Bl Caspase-8 Al
Caspase-3 1E NS EH e BB A PG e s B
P EIE A, e T Re A5 45 B T 14 A Hp ke B B
YEM.

3 miRNAVEE B AR T

g I, miRNA [ I)fE 2 A S0 7 58 2L 7]
DUBR. DAL, R E 9 miRNA 78 %85 o i 4E B (3
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e oA ) T AR AR T H AR LR . — > miRNA 7]
DA 2 AL, £ miRNA 0] BLE 5 R — A
BRBEER,  ATAL R A R 2%, R R A% S
5T ZANE AR (R 1),
3.1 miRNASRRRATIRZRIEE

Bel-2 FGEAFEFHIE AR : () PLETEA,
£ 45 Bel-2. Bel-xL. Mcl-1 A1 Bel-w %5 ; (2) /2 1=
#H, fUF5 Bim. Bik. Bid. Bad. Noxa. Puma. Bax.
Bak il Bok %, {178 FRIPLIE T2 8 (A 1 L il 7
URAET - FERE « PfRd & A AT B O VA 97 1 SO BE
e % EEAVEH Y, Bel-2 & MOMP e 45 A7,
AT DA A M 3R C AT H A T 1 R R, X
1 K] -2 0% Caspase M 1T 175 S 41 i AE T ) R 22 [A]
=W, e 2 K I miRNA 7] BLfE4E A Bel-2.
flhn, Lu %5 209 78 K3 Bel-2 /& miR-15 f1E F 48
A, EHCR IR, miR-15 Rk TR, Y
F miR-15 A5 4004 %% 4 HOIR B e 41 s /2 MDA-T35
J&i, Bel-2 MERIEKE TR, BB 40 yE R &
Tt £ miR-15 fERIA A HI5S Bel-2 78 FUR IR
R BE TR, Ma 2 PR R I, miR-143

I8 o i Bel-2 #3145 %5 5 Caspase-3 1G4k, MM
PERERTH IR 4B T2, 4878 miR-143 T RE 21T %
[ VB E VR T 4 bR . Cai 28 PV R, SIEW
TE W E A AE e, T8 A (EC) 41 M &
(HEC-1A, Ishikawa) H' miR-326 [{] % i& 7K 7 [£ 1K,
Bcl-2 ()R IA/K T . £ HEC-1A h#E 4 miR-326
REFUW) 5 e 35 S 40 B g, R T4 A b g A
¥ghn, 4298 1% B Bax fl Caspase-3 1R iE Tt i
IEAh, miR-326 BL#2HE A Bel-2 SR EC 20 11
FEANET. . Al-Harbi 25 P9 i@l W 825} Bel-2 #3541
il 71 ABT-199 (venetoclax) i 24 [ 75 1% 14 K B 41 iy
R EL R (DLBCL) 41 g #& (SU-DHL-6-199R F1 OCL-
LY-19-199R) & B, ABT-199 [iif 25 4 it 7 Bel-xL 1)
FiEWn, H'5 miR-377 (1 F & 2 FM 9%, miR-
377 i@ i iH ) Bel-xL ) 3" digdE4mtg X (3 untranslated
region, 3' UTR) 1 ¥ 4™ 45 & A7 s 401 Bel-xL [
ik, REGIN T MR AIIE T, thAh, BelxL [f1E
Fik 5 76 gL L 40 ML (chronic lymphocytic
leukemia, CLL) &3 4 A TCIEIT AEfE A oG, 3R
B miR-377 38 it ¥ 5] Bel-xL #1711 B 41 Jf 3% 12 bk 12

1 — LB AR T A miRNA

Y S miRNA ALSER i g 2 Y SR
PRI T miR-15 Bcl-2 FRR e [21]
miR-143 Bcl-2 T i [22]
miR-326 Bel-2 T B A [23]
miR-377 Bel-xL W, K [24-25]
miR-101 Mecl-1 /Nt e it [26]
miR-193b Mel-1 el S [27]
miR-144-3p ZEBI =P [28]
miR-221 Bim LM [29]
miR-9 FOX03 (=T [3]
miR-142-5p XIAP. BIRC3. Bcl-2, BCL2L2. Mcl-1 Y 5 e [30]
AN T miR-200a A20 =p [31]
miR-128 SIRT1 EAEN 7] [4]
miR-106b DR4 iR [32]
miR-7 DR5 Jiigpigsaiokid [33]
miR-429 PD-L1 B [34]
miR-181c¢ Fas TSR [35]
miR-21-5p FASLG iR [36]
DAL DR S S R miR-451a BAP31 o i [37]
miR-34c HMGBI /It il [38]
miR-1281 USP39 NE R [39]
miR-637 CALR =R [40]
HAET T miR-122-5p p53 NE PRI [41]
miR-3174 FOXO1 Ji- e [42]
miR-214 LIVIN 5 24 [43]
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RIMALITIN 251 . Ge %5 2 (OB FMAESE, (EATRE
i miR-377 38 i 570 4% Bel-xL 11 2 i 41 35 40 it 7
T, 0 bR A 1 2B K AR Y& (1 .- Shahverdi
2 DURRE TR B, e Y miR-101 BEH0L 4 T 5 2% 4 ]
Jii 8 4 i 22 A 549 T Mcl-1 632, H. 5L TRl s ,
N T A0 1) fe 8 A B 3G B, S ELRE N T AS49 4 Xt
1RI7 259 ABT-737 (st . A, miR-101 nf 4
PN AE /NI it (NSCLC) £ 3 I £ VA )T S0 AR .
Sarif 2% 7 B 57 T 8 ) Mel-1 [ miRNA Bl & Mcl-1
JEPEAN G S63845 fEE B ZIMANME P IMIEH, K
P miR-193b A1 S63845 i i # 1] Mcl-1 ¥#i% Bax £l
Bak MM % 4000 1, £ miR-193b 2 5 T £&
RLARE T3 42 B R 3% 3 9% TRAIL (1 Bt Ji 988 1 FH o
Gao 25 P9 K I 2] 5 Je 41 23R40t miR-144-3p %
LK, E SRS A8 E 1 (E-box zine finger binding
protein 1, ZEB1) ik Ff & ¢ i 75 miR-144-3p 5L
T2k ZEB1 5 £ Bax #l Caspase-3 3 ik /K 7 Ft &,
58 T A LGS U U . O R R A A
R HrB6AIE 7 miR-144-3p EL 32807 ZEB1 M 1%
HE Ik, £ miR-144-3p/ZEB1 Hh{E 2 5 B 9 1
BHEUR M R OB E . Ye & P HE AL, fERL
Mg g, miR-221 (RIAAKCF RETH &, T
I miR-221 Ji5 v 334 5 M550 XoF e 783 &40t F) A A 1
FI|FH TargetScan 4 7 i i £ Bim /& miR-221 ¥
BN, TEE— 2P W AR S, miR-211 i B
i) Bim R4 Bim [)3R15 ; /EFLIRE 40 5 MDA-
MB-231 # Yt miR-221 1 | ¥ J5, Bim ik I,
[ 5] 7 44 1) Bim 5 Bax. Bak #H H.{E FH RS A2 32 i
Bk ST ER . Zhang &5 P AF 5T R I, miR-9
EEIEAR P REF =, H miR-9 5RIEREE.
WO 25 R R0 B AR A 2R A G . miR-9 JE T B R
] FOXO03 (forkhead box O3) #11 ] } ¢ i&. itk 4k,
miR-9 AJ {5 FOXO3 T iff#h [ Bax. Bcl-2 #1 p-Akt
MR, IS5 & 50 40 Mtk SiHa 1P 2. Li
S5 P RUR I, AE YN ELE (EOC) B 1 I PR b A
H, miR-142-5p R IE K5 X &80 T4 i &
H (X-linked inhibitor of apoptosis protein, XIAP) f{]
AR E, miR-142-5p il i 411 XIAP [
ek WTT 3G i EOC 4 it 5 WG &1 (1 Uk 1 5 b ok,
W2 5E T miR-142-5p 56T HoAth Bt 8 T 5 DAl (1 B Jik
[, 4 $5 BIRC3. Bcl-2. BCL2L2 (Bcl-w) 1 Mcl-
1o 25 BRTid, Bk 1 miRNA #4552 sk, &
ATIAE Bel-2 S0 IR A 25 R I8 1) 520, 9 AT e A
TR IR IT T IE TR HERE A

3.2 miRNASTIMNEMBATIRREREE
3.2.1 TRAILR/TRAIL

Ji 8 VR AT IR ¥ FH < 8 T2 155 S L A& (TNF-related
apoptosis-inducing ligand, TRAIL) J& T i J8 35 2
TRMBRGEL —, R—MIIMEBEER, EAX
A JURI N 2% R B B H VR RGE, BN, 45
P REAE. RGRR. AU ZU MR BR A DL K G g 4 .
TRAIL 4 5 f15244: DR4. DR5. TRAIL-R3 (DcR1).
TRAIL-R4 (DcR2) DL F — Ffi o] I35 14 2 1R i PR 97 &
(osteoprotegerin, OPG). DR4 F1 DR5 #CALT- 5244 (DR)
WIVER, KZ0A4A TR Rm, RNA SR
TS5 K3, T HARR I 52 44 (DeR) 15244 K
Zor A T IR MR, T DeR1 BRAIE T 451
5, DcR2 [ 30T 45 f i A e 4, Rtk W # fig &
TRAIL 45 & HIARALIB TS, MMk TRAIL
FEET, g T ¥ TRAIL fg i 5 b
AT, EARESIEF MBI, Kyl
HE — AR BT S 0 MR VR I . R TRAIL
BB s PR i, (2 TRAIL i 5 1) i 41
LA T BT — BB A I R S 1 R 1 2,
2T o4 A 980 A0 K i s 40 Pl e R % TRAIL i 24 7.
FEARFZER A AE T, miRNA 78 TRAIL fif 2581
Hl b R AEE R . Guo %5 P B KB, 7EH b
JEIRBEIN T o 15 5 28 A 3 (TNFo-induced protein 3,
TNFAIP3/A20) /& miR-200a [ B #4805 51t 2540
JIAHEE, %F TRAIL BURK B 40 b A20 KL
i, miR-200a ikt . % 4% miR-200a B 4]
il 7 TRAIL fii 24 5 #2410 fi & (SGC7901 Fl MGC803)
HA20 ARGk, HIRS T2 MAMEEREA L
(receptor-interacting protein 1, RIP1) ff] £ iz &1k,
M HE T TRAIL S HI40MIE T2, R 7 miR-
200a T §E 7] A20 355 TRAIL 451 B J 40 i 07
TofMLA. Lian 25 Y BF0R I, 1645 B e B
JH SRS B A &, miR-128 13RI T
B 5 A AR AE 5 B AR08 6 R BHR S 0 Hr i
iE 7 miR-128 B4 [T B AE S 4% K 7 1 (sirtuin,
SIRT1) #fi| H 3Rk, M {Edk TRAIL &b 1) 45 B
Ji7 e 4 i 2 SW480 HH % P48 (oxygen species, ROS)
(A, BRI 5 S DRS B3k, (2 HEgn T,
2 B miR-128 i@ i 4 /) SIRT1/ROS/DRS i #% 1 i
45 B ekt TRAIL [RUEME . —2E miRNA 55 5
FLHERE ) TRAIL 524Kk 10 15 /18 41 fg % TRAIL %2
WESHFE T BUERE. i, Xu P HRRI,
miR-106b B # 1 #5012 52 & (DR4) [ KL, 1E
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JiF9ee £ 2 rpJd 2H 2URD FFE 40 B miR-106b i Rk,
H 5 40 B 6t TRAIL B4 97 SRR 2. R4
SEEG R B, miR-106b (14K 3% 1A $ i el I8 241 i 38 5
i (& DRA A Y BRIZ — 2087 5 R Y S2 88 R B, 7R AT
Je S P RS REL B A b, ) miR-106b {2 2 1Y 5 T
TRAIL [Hi& 1E . Bhere 25 PV BE90 R I, 7ER
RIS (GBM) 4, miR-7 (il I8 FHEE
A KR ¥ 3244 (epidermal growth factor receptor, EGFR)
1 p-Akt fr) 1 LN AZ K -F (neuclear factor, NF)-kB
F5 BB MBeE, M T8 DRS R Fifl, &
SR 24 1% GBM 40 fuxt TRAIL H4byr U@ . Ly
2 YU R B, miR-429 5 B g 4 TRAIL (40t
fiAlSe, HFEFMEFET- ALK 1 (programmed cell death
ligand 1, PD-L1) /& miR-429 ({403 A, I H 5 TRAIL
ok B IEAH G s FHH % ILUTVE (co-IP) AR AL
B R (PLA) WF ¢ & B, PD-L1 3@ it 45 & F o
EGFR e #F i a4, 287 PD-L1 7E miR-429 (1]
PR 4492 5 EGER [00E, MIfidsit TRAIL
FHF A E T
3.2.2 CD95/CD95L

CD95 (Fas/APO-1/DR2) #& it J8 38 BE A -1 %2 14
BN — MUl R H A, 7R 5Bk CDISL &5
GRS ETUAREE, T SR . CD95
TEMR P Rk, (HPEMR. IR O A0
JCRFEE. CDISL £ ERIAEIFHM T ik 4
FMERAGARS, MAE “REiiaiBhr” RiK,
19 52 FURER B M. 5 BT AR TS SZ AR AL, CD95
I T HRRAE A2 L 2R XA — B 80 AN % 4 1R 2H B 1)
IKEE, MIRAET- 45438 (DD). CDIS5 e I8 =i 1t
JEfE CD8" 4 fifd & 144k B2 40 i (CTL) 1EH F A 59
TR B A B R AR T Y, R4F CDI9SL A
BTG DT, ARKZHON KM% 40 i e Hl b H 40
FEEH . Kawano % BB 50 R UL, 720 SC AR (ES)
1, miR-181c FIA & & T+, Fas £i& W2 FF1L,
H Wi Rk A, @il B %A% Fas, miR-
181c MR 1L BE 2 2 10| ES 4 3b 58, (2t
JRORI T, T ke A AR TE I R s, 3 HLX S
B PR D e 2B KA B R R VE A . $2R miR-
181¢ J& Fas 415 1 J03C 1K AR 40 B i 2 F B B0 1
o Chen % P #f 7t & 3, miR-21-5p £ T 9 41
SURIZH i A (19 208 /K7 B 2 T 1B 4 4R 4 i
EARERMRE, £ (DDP) e &+, miR-
21-5p BIRIB A AT R, H miR21-5p () ERik
5518 B 0 R K/ TNM 23 S AT ik B 45 46 7%

ARG s kAR A Ab SEEG B 7T K B, miR-21-5p
] B AR 40 B % DDP U 5 3E— B T
REL, miR-21-5p i@ i #17] Fas fii /& (FASLG) 11|
JHH 40 f okt DDP [ RUEPE, (2t g r A
3.3 miRNAXT A B B35 S 4R A RO %
W5 ¥ (endoplasmic reticulum, ER) J&—Ff 741
MO2S, 2R 40 i N RS A RN B 1 o T 22 T T Ak G
YEF, SR N T X s T B 2 B S50 VF 2 00 1
PEAREE B U B, WA R A (cadherin). 85 M & H
(calreticulin, CALR). %] %] ¥ i 717 25 1 78 (glucose-
regulated protein 78, GRP78/BiP) & [ i # 7+ 14
g Y. 20 P 2 R A R Bk n R A A
B B AR R G pH AR EE) I,
ER 325 7 3 52 e 2 o 47 28 9 51 A2 N J5 I N 93
(endoplasmic reticulum stress, ERS), — R ¥ KP1&
5 H ¥ (unfolded protein response, UPR) JH%/j. UPR
I I G2 AR AR A AR AS . AR,
YRR GAE T B 1, UPR 5 4 B F T 2 Y.
UPR FE i =T HRE SN T, XEE5H
B =AU PR A J5i P S IR 2 SR B0« B
A 5 R 388 (protein kinase R-like ER kinase, PERK).
JILEE 75 KW 1 (inositol requiring enzyme 1, IRE1) FlJ#
555 [F 1 6 (activating transcription factor 6, ATF6)™,
M kA R, UPR Al g —EXJ]8) « 1%
THHLT, UPR RIEGHMIRIFVER < SRTT, 24 A5 kA
NI B ERCRE S I [A]id KINF, UPR 2 AE T2 0E 1F
B AR, — 2 miRNA O 4%AE i it
FERE I UPR IR Ui BB 5 5 e P o I 2 9300125 <3¢ )
AT ™ Xu % R, R4 EET,
B 4 o 5% & #H 9% & 1 31 (B cell receptor associated
protein 31, BAP31) %Kik, HEMIHIGKRSH, @
Qb %% H % Y1 AH 9% . miR-451a i 1 B #2407 BAP31
IR AR e e 4 PR A A A . AE 45 Bl T 4 iR R
HCT116 A1 SW620 t i 15 miR-451a 2 ff BAP31
UUERIN 95T 0 BSEOMH 5 B2 1 GRPT8/BIP [ R 1A 1
M, JE#ECE PERK/elF20/ATF4/CHOP {5 5l i, A
T3 I A Joi (90 7 e i 5 L s A ML R R 5 [T
PSR I, T BE R K miR-451a BTUER BAP31
REAIHI PR AR K. Tu 26 B BRI, 7R/
fififiE (NSCLC) #', miR-34c 5 i # K ik & 19 Bl
(high mobility group protein, HMGBI1) [J5RIA /K2
K%, HMGBI /& miR-34c [7EFH#045 . miR-34c
i Feik e HMGB1 2 [l 41 i) NSCLC 2 HE 5
73 AT R, (R E T . HMGBI )it %
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ik 1] DL #% miR-34c X NSCLC 03458 T
PN XS S S o Jiang 25 B R4 T DY 5 IR0 S 3
B A FAT TR, 0 B p53 B %5 miR-
1281 [ )5 &) ¥ 45 & K1Y 5 miR-1281 f3RIL, L
HRRARET . B BRI R, 2R
S H B 39 (ubiquitin specific peptidase 39, USP39)
7 miR-1281 U¥L £, JES 5 T A5 #0555 1)
MR TS, AR A BT RLEAR AR R, B R 4R R
U208 1 ] USP39 ik T %, e 4t miR-1281 11
7 RE 1B N T N 5l kS 1 USP39 1Y R B s AH R
miR-1281 [ it ik 5 3 USP39 [ F %, F£ W p53/
miR-128 1/USP39 Jif % 411 1] N VA I8 40 i 42 P9 Jo 4
RE¥CF (3 5. Kong 45 " B 58 B, TM (ER [
WOE T ) A 40 )5, miR-637 RIA T B,
2 B O TR P Jo R O T, O B R B O
miR-637 Jof %% ik {2 i3 T™ 5 5 19 40 ffa 8 7 F1 ER [
WIS (GRP78 F1 CHOP) [fI5KIA, {HA] CALR
fIFRIE . OEERBER S &, miR-637 5 CALR
mRNA f] 3" UTR 45 & iP5 CALR KR IL ; 1
AR AGS 3L 4L miR-637 LU FI CALR
KL, I CALR 7] LU % miR-637 HIf2 M T-1EH
3.4 miRNAXTE R T EFRYiEE

AHMR T ERE P S 2 R, B e 540
NSGFE A S R e R R M R B, LT A S 2
#] 4 ICE (interlukin-1B converting enzyme). c-myc.
p53. IAPs (inhibitor of apoptosis proteins). PTEN
(gene of phosphate and tension homology deleted on
chromsome ten) 2, Li 25 " W57 K B, TP53 (p53)
/& miR-122-5p (WL K], 7 B A8 40 ffd &% U208
rh &% 4 miR-122-5p B4 j5, TP53. PTEN, Bim
A1 Bax [ 315 235 380, 177 PI3K. p-PI3K ., Akt. p-Akt,
mTOR. p-mTOR F Bel-2 [f] ik i 2 FFA%, £EFE
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