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Progress of miR-29 family and its target genes in tumorigenesis
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Abstract: microRNA-29 (miR-29) family, including miR-29a, miR-29b and miR-29c, is a group of small molecule
RNA that is closely related to organ fibrosis. Accumulating studies have demonstrated that aberrant expression of
miR-29s could be detected in various tumor tissues. It is thought that miR-29 serves not only as a tumor suppressor
but also as a tumor promoter. It was also expected to be served as a potentially valuable tumor marker and a new
target for tumor early diagnosis, progression or recurrence surveillance. The progress of miR-29 family and its
target genes in tumor proliferation, differentiation, apoptosis, invasion and metastasis will be reviewed in this paper.
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miR-29 5 5 Jo HL AR DR 5 S g 5 &R O 9 3k 841

] miR-29b, miR-29a 1 miR-29b-1 & 7 T- A\ #¢ 4
14 7932.3 b, AL T NG 0 4R K JE g Y % ok A
LOC646329 {1 N & F M ; miR-29b-2 Al miR-29¢ 5
PP NGk 19322 &, ERRA S50 R T
Ji& CD46 A1 CD34 %5 8 11 ot 4 i B K ML A . 55 2 %%
miRNAs AN [F], miR-29 M\ hsa-mir-29 HifA 37 i
BEAN T 3. Hodr, miR-29a 42 W6 2L 3948 il o 1)
FELLELR, T miR-29b HFH 3 Kok AF
BLF 5] “AGUGUU”,  [H 3 BT 51) F B4 T 41
Hii% . miR-29 F= 2@ i HoAd+ 77 41 5 L5 A mRNA
f#1 3" gt X (3'-UTR) F1 ( 5 ) Hog il 5 4145 5 1k
gy, SRR RIS .

—BIN A, miR-29 3 K 75 iR iR B 20 SUR Rk
AR RIE . A BE R E 40 i 2 A A2, miR-29
IRIEIENN 5 B GRS 2 2 T R AR LT AL I BT
i B, O, miR-29 [V RIAE ERIL
T 7E T2 44 B 2 T 40 B 10 5500 I URE B8 /5 1 21 4
JEIR ZH 2 = 38, miR-29 RKIXIE D 5 (HHLIKF E 8L
DNA #if #2, miR-29 [k #1528, 78
HEIM ARG, miR-29a 75 M4 (hematopoietic stem
cells, HSCs) A i 212 , 11 7E i [ #H 41 A (hematopoietic
progenitors) "R IE T

2 miR-VIEFFRESEMMEXR

2.1 miR-29EFE 75 M & PRy FRIE

miR-29 F AL 2 MERE R A 7% (AML) [ &£
KRB R EEEMEH . AML B35 50 & i 26k 40 i
B & CD34" 40 g 1, miR-29a/b/c ] % ik B AR
FIEw R B, Hodr, N LA EAZ YT A I
(AMKL) 3% 1 56 0% 41 miR-29a f)3%i% W] &
KT A28 /N )L AML B3, miR-29a k£ ik 5
B TE R A AE AN S A A 0 0 4 s )R ok 1,
Butrym %5 P i 5% & Bl . miR-29¢ ik TF & i) AML
BT e MG S R AR, 1 miR-29¢ ik
I 12 4 AML B35 0 Bl 4L H IR 9T B R R
Burkitt #k [ 98 58 3% 5 £ A MYC % ] 5 A7l miR-
29a/b IR, JE MYC % 5 A7 i Burkitt ik
FLR 4 41 R miR-29a/b (R IA dRE 7,

Z i 15 98 41 i 5 R S 8 iR 41 4047 4 miR-29
KA FRIE PR A2 iR T 5, B
S 4120 miR-29 RIAIE N, ST 5 E R K 4
21 miR-29 RIEPEAK, HRIEKF5 B LR A&
AR IEA G . miR-29 1) FRAK -5 e 13t R A e
12 284 o< 1% Yang %5 " %} 107 i) 11, 111 4%

B EHEARE | FREISWE R, TR EE MR
Hd miR-29¢ MR B FRE R EE, H
& miR-29c RFHEE R TRERNEE, £
7 miR-29¢ RJ A R 4 B Ve R 530 5 i el 4
Fro Dai 2 "5 % I, miR-29b 7R3 WPE. Bl
P % 3% W 20 A b O e 21 4 R i R IE W BAR T IE R
UL Z,  H AT VI HH 0P S B 3 miR-29b {ik
FILZ B = T 1 HAON S 5 . miR-29b (KR
LSRR R RAES, IS MR e A A AR T
JR AW IE A ¢, miR-29b K 23 AT 1y o L
TR RIGTE R, 7T R85 00 S8 407 U
P

Sun %5 SR I, AR 44 K £ B i R
S A0 AR miR-29a (1308 I 38w, 5 e 1)
B 2 IE A%, Zhu 2 " R ] miRNA 85 F fll qRT-
PCR VAIESE,  dE /N o filides il 83 2H 24 miR-29¢ [
KU TR S A4, H PR B I E miR-
29¢ M EEINEE S TR IEE, 78 miR-29¢ AJ
AR SRR 00 7 9 A /) 200 et P — o ) G B P o i
). miR-29a/b/c 751 PR I8 4 2R LIS ) 3R
Poge ot IR 41 i B &, I iE miR-29a/b I 7KF 5 i
R HERAMEREDIMIS, ATE NS R
BEWUGHTERE, (2 miR-29¢ [IFRIAKFEH 5 H A
o O PR 0 BB P AN B 2 TS ek 1Y
2.2 miR-29EFRIXHFHIE

X miR-29 FIA v K AL LA 24K
(1) Gt oK1 o P A7 A R J2E R A I AN B IX 3
miR-29a/b1 % [K # 7 T A\ 7q32.3 3 38 B fife 14 17 £
FRA7H M. Garzon % " §E Szt 45 7q32 4L o 4 Bk
& (FRAK 7 LA AE ) 7 AML B 3% miR-29a 1 miR-
29b ) KAk K P B B AK T H A % 8 AML B %
Feldman 2 "7 % T, [6] 28 14 bk 20987 B4 B (ALK) 2
DAL S5 2k 19 8] 7% 14 K 200 A 4 bk B2 40 M 0T i 38 A7 7
t(6;7)(p25.3; q32.3) AT 507, 6p25.3 HALIIXURF 5+
PE % 1R B 22(DUSP22) 5 [A] W & 5 7 47 5 £ir 2
7q32.3 ffi PEAL A5 FRATH #547, M ifi 5 £ DUSP22
FIK5 T &, miR-29a Rk N, (2) RMIBAL =
Cui 25 " B H WA BR AN P2 K B, #F DNMT3A
DR R B B RS 4 L, miR-29b/c B T IX CpG
By HIEAE R 34.2%, BRARTX R (58.6%), [F)
B, 4 H miR-29b/c [AIFRIABTRIG I, $EoR B I 40
miR-29b/c 1% S 5 I JE 27 X ey R K
(3) ¥ 3K F. miR-29a/b-1 Fl miR-29¢ & 3l 1 [X &
A % 5 F F CCAAT 3 5 1 45 & & H a (CCAAT/
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enhancer-binding protein-a, C/EBPa) {45 &7 .,
It C/EBPa 1] 7£ % 5 7K ~F {2 ik miR-29a/b-1 [ %
& TR A B (COX-2) i 5 1 40 1) 7 2 ok
A Al @ 2 3 C/EBPa 5 miR-29¢ J& 51 X AH N AT
B S5SNI h miR-29¢ (1) F ik . miR-29a/
bl I miR-29b2/c J& 2l F XL & c-Myc Al [ F 1)
FeE4 &% A -1 (sterol regulatory element binding
protein 1, SREBP-1) [ 45 & 47 i, H c-Myc 7] ¥ 5%
] miR-29a/b (A% U, T U IR AR U A SR TN
T SREBP-1 A miR-29 [ P, gt4h, miR-
29a/b-1 % A F2 & 4 RUNX 45 & A7 £, RUNX3 Al
Smad3 454 )5 A i miR-29b 5% B, i AMLI1-
ETO #7] i miR-29a/b-1 f1 361k P, (4) Hift.
PR ST ARSI A 55 55 vy o0 o) 35k 2R UL e 4
ffs miR-29a/b () 5k, (H AL HAE BT 52 7L IR
e R P BhAt, HEBER IR AT RS R
40 H miR-29 F R A 3k Y,
2.3 miR-29EFE 7B A % & R P H94E R R EHLF
2.3.1 VPR 0 s e

P98 B0 R A e R DR S e IR ) 2
UM IS, DNA FILHER 10 3540 A8 4 m 5 ) gk
R 75 . DNA HI3E4L 3= 22 il i DNA L fp %
% I (DNA methyltransferases, DNMT) 5% J% 5K fi 1k,
SER . SET 45k93873 3274 1 (SET domain, bifurcated
1, SETDBI) & — M4l 5 1 AL RSN, F 26574
I H3 5 9 A BRI H 251k . DNA A1 H3K9 1)
HE R A0 T 5 A e 36 T A TR 5. Li &5 P R B,
SRR S AR N R AN R T, R AT SR
PTEN J2 3l 7 XA H 34k, PTEN F1 miR-29 ik b
¥, DNMT3a/3b KA N B 1 sh 4k P b SEBIE K,
miR-29 1) 771 ] BEL W7 5 28 BT B X SR . R,
miR-29b 7] 8 Jf i '~ 1 DNMTs [ K ik, M i
PTEN J& 31 XK H 24k, {1 PTEN (KL, #
T ) PR AE K. Xu 2 PY RS, miR-29s Al B %
#01a]) DNMT3A 1 3B, #5422 35 [ miR-29s 11
il USTMG & R 40 i i 3 4 . 1R 2B 56 Hs, e ik
YU TS . Wong 25 P WE 5t &K B0, SETDBI 1 i
HEhRIE B EW R, HS5MIRIHIRE. B
BE AR B WG % PIA 9%, SETDBI1 JE [K R B
BRI T )R A P B B RS R AR P RS A
RIEK. #B. #—P U RIESE, miR-29 AT7E
5% G /K40 SETDBI (1314, Ten-eleven iz
LA (ten-eleven translocation, TET) £ H /& — Fl B %L
() DNA 2% H AL, M40 8 (A R 2 H L (L

2A (KDM2A) HA LA (A E e e Rkt R A4
F RV B ThfiE, DNA ML [0 2= &4k
Y RT 4 e T A AT (1 B S A M3 ik . Takayama
26 PR ROR I, HEEER AN {H R miR-29 R IA,
11 HL3& w0 517 51 i 40 i TET2 [ RiA8. #—25
W F0E 5%, miR-29a/b w] §H [a) 41 ] TET2 1) KiK.
AMJE N T ik miR-29a/b R T 41 i 4n i TET2
MiE, FAEA S-hmC FREIE 5 4]
miR-29b 1)1k 7] Y5 TET2 (1) 3834 B 40 f) 3 =
FEUE AT B IR /S BRI A K . Lin 25 P9 B T4
L, AhUEE ek TETL 5 % 5 e 40 i G, ]
EL it AN T 00 o LA 0, I s 3 T ) 400 e A K [
THSFHIEA I AR ZE . miR-29 7] 42 [ )
il TET1 [3RiL. AMNEM = #RIE miR-29 w]#if] TET1
[12Rik, [P 5-hmC [13RiA. HhAh, Kong %5 21
70K I, miR-29b 3 i 42 (7] 7] KDM2A )3 54
S T 0 1) P s 4 ) 384 G R FS

1T it ) 1 3L AR e A T BRI R AR LA, o,
211t JE 91 9 (cyelin) A 3 8 0 2R e
(cyclin-dependent kinases, CDK) 15 [5] 1 FH 7] 5 Wi 4
H A BRI AT, TS R T B2F SRR 5 A2 T 5 41
o JE 1 i B EE 9y . Gong 25 PVHF AT R L, miR-29
T B A 40 4] cyclin D2 [k, AR
1k miR-29 v] S EAH M E B G, BARH W, H0H] A i
i E BESHELH I B G 58+ miR-29a/b/c ## ki 5 7] 2%
fiR SPEBE 2 (IR BRUEREIR . Garzon 25 U R B,
AMJR A Ry 2R 1A miR-29b AT ] AML 40 g A K 2
BEICA TS, miR-29b AL it I8 P o 03 S IR T R
2 PN AT 1 9 ) SRR A K o JBE— 2B AR SE,
miR-29b 7] £z § 1] 411 1] CDK6 A1 i £ 21 i (7 1.
J5i -1 (myeloid cell leukemia 1, Mcl-1) £, 3k 5
ek R 44 O P 186 B AR T . Gong 4 PV 3IE 52, miR-
29a/b/c A] HE [ 4011 cyelin D2 AL )i 42 )& 2 1 -2
(matrix metalloproteinase-2, MMP-2) ] & 15, 4h
P 5 R I8 miR-29a/b/c /N H A] 11 1) 15 95 41 B 11 38 G
G /S B, i FL w400 ] 47 98 /) BRI ) A=
miR-29a/b/c W] E 44 [ #1 ] E2F7 (F)3Ri5. MR
7 2% 1% miR-29 AT 401 ] A% S L A R 40 i E2F7 Al
cyclin D2 [(JRiE, 5 G, WM, M &) g
40 o 33 5 %0 miR-29 15 T ) 390 ) 40 A 4 2
T A 42 (cell division cycle 42, CDC42) ; #MEM: =R
1% miR-29a ] 4 FLARRE A0 pR AR, FRAE AT R A
Gy/G, 1 B, gbAh, miR-29a AR [ % R F la
(nuclear factor 1a, Nfia) ; 4R 4 /5 & 1& miR-29a 1]
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ZKEE, A miR-2950 S SR IE R A IR O &R AT Ak e 843

NI Nfia [1)314 [F] 0} 307 Noteh {5 Zid ik, Ml
HI SR, S35 Gy/G, Mg R g n B,
miR-29 & w] #E [ 4161 5 T o AR 5 VI AH OC A% e 5%
K]~ [ B 1 5 JefE 25 A 8 1 -1 (sterol regulatory element-
binding protein-1, SREBP-1) J HZL A0 5 | (SREBP
cleavage- activating protein, SCAP). & Py 4 70 &
l, miR-29 ji i #1#) SCAP/SREBP-1 ] 3% ik 7 i
041 B o B A A R 1 AR A AU P S 3R IA miR-
29 W] I S5 B4 TR 2 AR 1) R 2 A s R 4 i 3
B, RN BRI A K SZ I AR K P,
2.3.2 X A M oA s

Wang 2& 1 &5, PMA il ATRA 55 THP-1.
NB4 Jx HL-60 [ IfiLJ95 2 i 1] B AZ A (BR) H PR 4H
fa oA FE H miR-29a A . 3 — Pt TR sE,
miR-29a 42 7] #1111 K T2 (cyclin T2, CCNT2)
CDK6 )ik, AMEME S ik miR-29a A 4 & #E
T2 g CCNT2 A1 CDK6 ik, it (A 19 4
o m 6 R 4k, T AR R R IA miR-29a T a] 1]
AR AN k. Zaidi 25 P2 RS R B, miR-29b-1
ATER ) M2 B 2 RE I I A R ) AML -
ETO MKk, AMEME R 2R IE miR-29b-1 w] #fi] (7 1
ARG TE, (R T, R E 1 AMLI-
ETO A8 () 1 11775 40 H PR 23 A4 L vty A e 3¢

miR-29 75 2 55 7, g 40 f 25 704k e 40
Cittelly 55 " WF 7L R B, 23803 AT T 10 L s 4
R ) L D 4 AL 40 b 5 ) CD44” L e 4
Jif miR-29 X% R A 3R, 1 miR-29 S5 i 5 1)
IR AR AT 2 s Fir B0 CD44 Al (550) 48 il
R 5 (cytokeratin 5, CK5) 234 BH 1 (1) FL i g 211
WOBGHE, AR AR N AR T S B g T P R
o, BE— D FCUESE, miR-29 8 e H1 ) #0015k [A]
F Kriippel F£[F 4 (Kriippel-like factor 4, KLF4) it

s FL e T A A A A ) E

2.3.3  fe b Rg A o

T H M B (protein kinase B, PKB ; X Akt )
Je— M2 IR - 75 SRR B I, A A A AT
TR R IEREREAVER . PKB/Akt 7] DLIE X #E8 H 7
R R PR T AR, tnld i E R A )
B 5 & BB (glycogen synthase kinase 3B, GSK3p)
(R v 1, AT BHLLEYZ 2R S 1 cyclin D1 (1) A7,
BETT M 241 M S 1 G /S 545 . Gong %5 PV ALK I,
miR-29 5 Jf& 7] B 3 #0 n) 41 ) Akt2/PKB2 (1) K ik,
HMNIEE R A miR-29 W] 4N Akt A1 GSK3 )
WRER LK T, (et MR g E . Yu 25 BRI,

miR-29a 1] ELEZHE A 40 T B4R R 8 1 ol 5% (collagen
type I alpha 1, COL1A1) ; 4} 5 4 i B miR-29a/b/c
BT S8 COL1AT Rk n,  [RIAH e k40 i 41
T F B 1/2 (extracellular signal- regulated kinase,
ERK) 3% 40 1 GSK-3pB [ 2K &, A58 01 59 HE 4t
G0 B 50000 4 PR T R B AR . AR YR T R, Ak
J5 AR R I8 miR-29 W] {4 3 4k T X [ caspase-9
caspase-3 [E R /D 5 T /MR 1 = 2208 miR-29 &
REA 1) i 988 /05 BRUMRE (T 1, 38 e HORH BB B 97
(BB, $27R miR-29 3R A Bh T 9P L9 40 g
XoF IR 25 o

LR b AR AL A RE B AR I Ly, R4
FTAE S SR CBEAER . ZOR RS B H A
B f-ifiiE (voltage-dependent anion channel, VDAC)
VI 0] AR 2R R AR T e, 3 B2k R A I 32 M
A PR, B R C. MRTETS N T2, R
SEYNMF T . Bargaje & PO 3@ 9% s KBS 0AE
52 miR-29a 7] B $% # [7] VDAC1 Al VDAC2 mRNA
3'-UTR, MIfi{ELERARA T B4 M T o R R
Muluhngwi 25 P78 95 % B, miR-29b-1/a 7] & 2 1)
il Ath 55 75 S5 24 LR A0 I IR 3 A . AR R R IA
B IA miR-29a 3= B fth B 75 25 it 24 3L e 41
MR R W Thfig . S 5 B PCR. G RBEHR
5 B DR 25 B 9T 9F 52, miR-29b-1/a /2 38 i< 51 fr) 100 1)
ATP &5 i g WV ¥ 437 55 [K] ATP & 1% 8 & 5 2% (1 P1
(ATP5G1) I ATP Fg 41| K F 1 (ATPIF1) 23 ik
IhREEN .
2.3.4  miR-295%F i 5 41 B A= 28 54 7% [ 520

I IRE (1) 42 25 2 6 2 P e 4 M 55 7 3 440 PR E A
FMES:, T4, 20\, W A K
T (VEGF). B REFEKE T 1 (insulin-like growth
factor 1, IGF1) %535 FLAG i i3k Jiyed ifL & T8 B VR
T AP RGO 8 T2 ol 0 A 308 A g 3 AR K ) S e 4%
. Zhang % PRI, AMETERZKIA miR-29a/
c Al 18 i B 400 VEGF 138 FURE G, R B T i
HE LA N B A M A A s oz T ) e 4
VEGF (W3R E AL P 52 20 B IR 3 0 . 8 sl FDE s
TR, IR/ AR R A . Melo 25 B R,
miR-29b A #E i) 4101 1] 5 106 TR A A0 A0 3 5 A R )
{5547, t VEGF. MMP9., ANGPTL4 HI%i % ik
E AL (1ysyloxidase, LOX) 2%, 3 1fi 491 4] fith 98 1)
Ly

FTRE %1, CDHI1. ¥ E [ (Catenin) 55t
SFA S ANS A E] 4B R () R AR B
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Z 54 MR ERAE S S%, SRR
T SR M. Wang 25 VB &L, miR-29¢
A AL 5] 41 1) Catenin-8 [ KiK. 1K N 4b SE56IE W,
HMJE T =R 8 miR-29s T catenin-8 £ [ KA /D,
) B o 0 IR L R R . B-BEE A
(B-catenin) 223 N BN 596 41 4 28 1) S B IR -7,
B-catenin J& PRI [ 40041 i 8 /0N BRI (1) 5 #2 . To
g WOt 98 % B, B-catenin 3@ i K i Dicer 1 i
miR-29s %5 & Fl i /N RNA 1) R 1L, PR p-catenin
FE PR B AR 5 2 9 Dicer B miR-29 3 a] FRA i
F Op S A Mk T RE ). RBEA R - SR E N
fiff 12 (a disintegrin and metalloprotease 12, ADAM-
12) X FRFl & & -a (metrin-a), & —FP& 2 5K A B,
BAKEQ MERES MAMmEEEA, K,
ADAMI2-L 5 LIRS A I 5 - 18] 5 % 4K (epithelial-
to-mesenchymal transition, EMT) 148 fg 435 V£ DL %
FLIR e 5 1R AR AR I ) B AT BB Tl &5 %55 1) AH
. Duhachek-Muggy 1 Zolkiewska*" #ff 5t % i,
SR P 5 % i miR-29b/c T 35 [ A 2L IR 41 g
ADAMI2-L fI3R3E ; POt R MR Y], miR-29
F R 51 AT AL [ ] ADAMI2-L 3Rk

EMT 245 b j2 32 0 i Ji od o5 7€ R e A0
) B R AN, RIS B AL e R SR U e )
Chou %5 ™ 3@ 1ok 5% 't i %5 5 M S 30F 9, miR-
29b AME AT [ 22 A R U A R B
FE E KA KL, W VEGFA. ANGPTLA,
PDGF. LOX Al MMP9 &%, & R] DLAERE SR Jm 7K 410
S o AL b B 1A U AL O R B, IS R a6/
Bl (ITGA6/ITGBI) A% 4t 4= K K ¥ B (transforming
growth factor B, TGF-B) 25 ; #MJ§ 4 /& % 1X miR-29b
AMER R FL R A b B FE R AL S04k, T ok mp
) 7 L g /N BRI B8 . T Wang 45 R B,
R PR miR-29 ik PR AT AE AR P A 3 25 41 1) A 9
AR TR R T, A P i o AL i e 40 i
TGF-B1 #ik, ik ps3 A T-E 14 (p53 up-
regulated modulator of apoptosis, PUMA) % iA 52 Bl
) o FA AL 2 (LOXL2) A& LOX SR ARG »
HAEGH A 3 B2 5 R 5 IR R 2 A RIS B A
VI B, ARG N 208 Snail H A% 5
EMT if . Nishikawa 25 " #f 50 % B, 5 & 98
55 XTI I EL B, i iR 2H 2347 1E miR-29a/b/c
RILN A LOXL2 Rk M3 m. #t— L HkFiE
52, miR-29s W] 8 [a] 4 ] LOXL2 )ik, Ah 5
e AR ] S A A M A B TR AR 2R .

ATP1B1 (ATPase, Na'/K transporting, beta 1) 5 [ 7]
2 5 90 o [B) B PR R A AR A A, R L
JE N2 22 F1 % . Cochrane 25 ™ i@ it PCR iF
SEAEFLIRIE VR IT 22 AT ] miR-29 SR ) K
ik, R L BESE R ATPIBL [, A
I 4 P D) O 2R 28, e A B0 L e A4 L P 0 1

e 25 DR PR 9 A ot 3R 08 AR 0 o 25 R T 2R 7
TEMIR R 22 R N A H AR, B S 3+
DX F AR A AT RS R R Rk . Cui &5 VY BT
iESZ, miR-29b/c A A #1f] DNMT3A %Kik, 4t
P57 55 miR-29b/c AT A7 R ) 22 Fb 5 9 40 D 1)
IEEAe )], A DNMT3A Rk kb, bR - 45
#i % & (E-cadherin, CDH1) F£iA 140, LA % CDH1
J& B X H ALK 1) R B 5 S miR-29b/c #1i]
FIU AT 52 19 i DNMT3A 63k, 1 405 v i s
DNMT3A 75 7] 5| 2 CDH1 3£ i& 17 3% . I,
miR-29b/c ik T B f2 DNMT3A [ 5% # 8 AT {3k
B RER AR 2. L HIHIE A -1 (inhibitor
of DNA binding/differentiation 1, Id-1) J& T-#2 € - £ -
Wi £ S R - KR, RT3 A ik
e, HEME A =22, Hd, TGF-B1
MR IR IEIR 1 o 25 0] 5 5 1d-1 ik, T c-Src WG
AJ 41 H 2 15 . Rothschild 25 " H 5¢ %& ¥, miR-
20b AJ 1 [ #1141 Id-1 1) 3-UTR [X. 4PJE 1 = ik
miR-29b 1] 35 30k 1d-1 (28, (R4 it e 2
FURIE R FZ 28 5 M SR PEHI ] miR-29b [ 1A 7]
8 1d-1 PIRIE TR0, il 40 Bk # AR 28 B
JITMRER . AMEE SR IA 1d-1 7] miR-29b /5
FILMMK S ILREBE T, 10 AMIE D] miR-29b JF
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