334 1) A Vol. 33, No. 1
202141 H Chinese Bulletin of Life Sciences Jan., 2021

DOI: 10.13376/j.cbls/2021010
XEHRS: 1004-0374(2021)01-0087-08

TRIM297% FE R RV 5T R

X R, HAKW, BES
(SRR, RS e AT WL TG, FLE 443002)

 E: TRIM29ZEAJE TTRIMEAFE, & —ME3ZZEHN, CEMBENNE. RE%E. W&
PR T EENEM, ARG RAMBRMALY R, TRIM29E (0] 8l 5 pS3 1 AH B AE A
R T e TR A ) S B s TR SR A R b R - TR B A A B0 22 B Wnt {5 5 3 I S 1 o R 4 e ) AR 28
e ). mRIANTRIM291] 5DNAEE P FRNFSAH B AE T DNASTG K& E, G PI3K/AKT
55 IE (R P-HE AR (R IE, AT B 5 R A B AT R A2 . S5 4k, TRIM29IE n] i #NK4H i
Qi W A Y T e . B TRIM297EAS [ i o i 20k /K F 5 Thk,  mT oA s i 2 b 5 6 o7 S AL 1

K,
XRHEIR: TRIM29; B3z 2 EHERy; M5, RZBHM; M MWRiE
hE 5SS R734.2 HMFER: A

Research progress of TRIM29 in cancer
LIU Chen-Xi, TIAN Qiu-Ming, SHENG De-Qiao*

(Hubei Key Laboratory of Tumor Microenvironment and Immunotherapy,
Medical College of China Three Gorges University, Yichang 443002, China)

Abstract: TRIM29, as an E3 ubiquitin ligase, belongs to the TRIM protein family. It plays an important role in
tumor proliferation, invasion and metastasis, drug resistance and tumor immunity, and its function is cell- and
tissue-specific. TRIM29 protein can promote the proliferation of tumor cells through the interaction with p53, and
enhances invasion and metastasis of tumor cells by promoting epithelial mesenchymal transition and activating the
classic Wnt signaling pathway. Overexpression of TRIM29 can interact with RNF8 to promote the repair of DNA
damage, and activate PI3K/AKT signaling pathway to promote the expression of P-glycoprotein, thus enhancing the
tolerance of tumor cells to radiotherapy and chemotherapy. In addition, TRIM29 can also regulate the function of
NK cells and alveolar macrophages. To clarify the expression level and function of TRIM29 in different tumors may
provide a new idea for the diagnosis and treatment of tumors.
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TRIM29 (tripartite motif-containing protein 29)
J& TTRIMZK )R, 5 HAMTRIMZ R & 51 A 7 (172,
TRIM29%E [t = RING-finger&5 /3 . $5r (I HF 72
RIL, TRIM29TE J¢ ks . s . 8. /i8R
Ji L DK G e 55 22 bR h RIS R, X
IR S AR ST AR A TR . RRRGER Z F
WL, TRIM29K) I A v A Bt il . i 21
JideE . BRSSO MR I A A KR 1R EH
B — RIVEY) SRR Rk, TRIM29T] R8N
JHIRVRIT I 2> TR R — o ARSCRET BL B AT T HE R
E—47R .

1 TRIM29WYZE#I 5 ThEE

TRIM29FE R SRR ILH O M 1t B4 L 5k DAL
H %% [A] (ataxia-telangiectasia group D comp-
lementing gene, ATDC), fiiF 4« 4K11q23.3,
TRIM29 5 H H1 588N R FE TR I i, AHXS 70 7 i
965.8 kDa, 5 H A TRIMZ % & [ B 52 A A,
TRIM29% (1R A A RING-finger4i#), L4545 NBI1-
B2-CC#!, EJHHB-box1. B-box2%k#i Micoiled-coil
SE R

TRIM R [ 25 0 A [R] 45 44 388 A7 AN [R] i A 427
Difig. RING-finger&i i NEHIREA IR, FES 50
FEARKZRER SR, SEARZ AT RESE
PIM26; B-box4» AB-box1MIB-box2, %4k #H
NEFTR AR, R TRIME R RAEPE S R, HT)
RETHI AN coiled-coil4h M (1 2 >l iE 45 il
HERIV R R aii, FTEERERG TREEY
I AT VIR« th FTRIM29 A4 RING-finger
g, —RBOANARRZ RAEMEE A D)
Ae. HAMRM, fEMRERAK Y, TRIM29
A3 1T 4807 #i & R (K48) i #2 1 $NEMO (NF-xB
essential modulator)iz &k, fERFZEEMEM, KiE

T TR 1% (]l i B-box 45 My 1R 5
E3vZ AT, H LS U RING-finger st #4)15
RO BERRES Y-, BTizEA 5t
FrORR BN E Y ERAIE I, ke ar LU )
U . B4, TRIM29RI 2 NEETE 45 F 38 Fl
— AN SRR B RE S5 T LS 5 R A A I R
RARSSFIR ZRARKITE R, Bk, e e R A
Ao A H AT DL R B S 4
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TRIM297E IE W 4LZR, wliti. &% . A5,
Sh . I E R A ) SRR R, RO R
iR R RN /N By 5 A 2R b R IE AR . B F Sangerbox
(http://www.sangerbox.com/) 53 #7 i I8 2 SLE 3 e
TCGA K GTEx % ~, TRIM29TE A [a] fif g 4H 41 3
HFTERIA 2 7 (E12) . BT FIRR b R 40 i g e 2k
F& A0 A BRI AR R IE 2 —, TRIM29A /i 51 iR b
R 35 RS 4 B R R S AR A, (B TRIM29 B 4 41 il
TERT A I s g, Rk, TRIM29 W] B2 /i 41 iR
T2 W R A AR iC 2 —. TRIM297E fBE it
T ZH VR Bt s 40 i R rp ik s, HLAE IR IR AW
B TRIM29RIE 15 J5 R B R &S OR IR EE)
M, RRBETEERED. EALLEE
7, TRIM29EE [ 7E Jir 4H B AN 1E 55 20 i 9 1) 93 A A
[F: fEREANA, fnfEieE . e . e K g
farr, TRIM29F ZRIAER T ML IR HL,
Wk B8, AU SEERRan s, TRIM29
FERIEAME B, Hik, TRIM29A[{E N —Lk
Jiev e 200 e D S SR A 1 D P RE T2 TR B £ B 1
B

TRIM297E il . Rl . Bt . B
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e fiRg o, IA I TRIM293E 5 85 K (1) Jifyed 1k
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**p<0.01, ***p<0.001. ACC: ¥ Bt : BLCA: JFEMEIKES b BRCA: FLERIRIENE: CESC. B3l
J#; CHOL: JHE#; COAD: Z5M7a; ESCA: @ : GBM: ZIEMRMARANMIE: HNSC: KEhRgNfusE:; KICH:
Bkt KIRC: Bk KIRP: BI R4 LAML: SRS A 3 %; LGG: WK R i ;
LIHC: JF4ifefff#; LUAD: fiiflids; LUSC: Jiliffdd; OV: UPHLARMEIEE; PAAD: FRME; PRAD: R4 ME;
READ: E7fiRfE; SKCM: EIKEMAFE; STAD: Hi: TGCT: SHJE; THCA: FURMRE: UCEC: & A RE;
UCS: T ERH.

E2 [ FiSangerbox 73 i ¥i#EETCGA K GTEX 3 HTTRIM297E R [E] i 5 IE B4 LA I FRIA

L BORBRIERE . Bm R 2. e ':F‘[z’lo’”]o TRIM29J5 8 X 75 1E 8 FLIR b 5 41 g vh
DL 2 B i s % DDA 9% . TRIM29m) i i & 4% 1) W RARH R, fEH A b Bz 2H 2R A i R A
W38 A% T 2 (B FEmiRNA) & 5 98 3 K] 11 ) i o @CE‘J: MAEALE T, JE3)¥ X i AL 2 B TRIM29
TRIM29f{)RIEZKRAS/ S 15 S BB AL AN RAR  HIRIAPRE. GuoHFFTiEsE, miR-7617E FLIRE
SHi BB, ZIKKad S NF-xBfE Sl fimiR-  F1 A 5 TRIM29 mRNA3'-UTRX 454, #1
1850 . 7 NNtk an o b, IKKaP#fr]  TRIM29HIFRIE. 54h, ATM (ATM serine/threonine
PP TRIM2OE #IE . (e, KRASH i kinase) I8 ] e FTRIM297E 7L i o () 2541
TRIM29H R IL, BE i 28 M (I Wntf5 Sl g 75 $E4RkIE, TRIM297EMERE 2R FH L HI B Y 7L s
SRR S A0 B B R 18] B B4 4K (epithelial-to- v B PRRIIIHITEED . 7E Sk SR IR 0 T M iR
mesenchymal transition, EMT); TRIM29ilid il HIWFFTHr, HIHASLHHE BT DNA I EAL 70 Hr
B-cateninf{ 5 P f5 1ISOX9 FFRIEIE FEMA B, A B RS IR 40 f i 41 23 Fh TRIM293: K CpG
(acinar-ductal metaplasia, ADM)[lRfl¢ bR (MR S iy AL, T IR0 3R R b R 0L S i F L
(pancreatic intraepithelial neoplasia, PanIN)f i3t &, BEH A A g5 R R, TRIM297E T M e 40 21
TRIM29/B-catenin/SOX 5 T Ml 7E R AR MBI AU AR THIRAAC T 55 I8 b R VR R YRR K38
RGOSR TS E A, TR RTAE B ATRIM29  JAMITRIM295 1 85 (AFAMS3HAH LL/EHT, ffi =%
IR F ARSI . B R, miR-185FIET  FEAE TR T JEgn iz At
i TRIM29 ¥ 435 DL KR ¥ (1 Wnt/B-catenin s 5l TRIM2952& —/MiUkRF ) 2 ThRETRIME
B, ARKMEATEESSIERSHAMPTRIM29  TDDR., REREIL. S H/1E 2. ,EHE@%{JC
K215, S #Tip60 (Tat-interactive protein 60)7 A 2 L IWntfE 5 BiNF-« Bl B8 875 . KT A [F Y
Jlb, FHIDNATS B2 (DNA damage response, 0B ZH 23R ES, TRIM29 1] BE & IR & A Y 1E 8-
DDR)ZEDNA$R 5 AL BE o (0%, AT gl ol -+
MR AED,
TRIM297EFL IR« 51 Jl e S B bk Sk 25 4 i
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B2 580E R, BRI g0 b .
T DNABEMER, AW6E 8 E A FAN
YER 2 drRB, TRIM29TE S . 1278, &
St HE LRI DN A 497 J A 5% 1) LA i 72 v R A A
M, TRIM29w] 4| TP53. PTENZE 01 FE R 1) 22
ik; tbAh, TRIM29IEREfE HENF-xB. JAK2/STAT3
FNP13K/AK TS 5 5 5 8 B IS - TRIM29(1 3R
T R E I 2 AL IR (R R 2R RS R i
7%,
3.1 TRIM295 i mpaE5E

TRIM297E 22 b 3 41 it H (1 3k 22 0 12 33k 1 4
MusasE, HAUREHE:. (1) TRIM29T 45540 EE 2
Wk 4 2 B Tip60 (histone acetyltransferase KATS)F: ¢
BEHRRAAE, HEmRpS3H LWk (2) TRIM29iE
M6 R R N 2Bk, SpS34s & L4 T
NS, MApS3HIANHEE L, EpS3 Tk A
RS, T I p S 3T 44 1 T I 3 R R4
BEANIG5E, (3) TRIM29W] 5p5345 4, F5HipS3xt
p2 1 fnox AR, i+ SANMPLMEG 301, 3040
Mo T, (4) TRIM293@E i 3 7% Wnt/B-catenin £l
PKC/NF-xB%(5 5@, (et manfu g, 7
Jik R i, TRIM29W] LA g Dv12 (dishevelled
segment polarity protein 2), FEUHEFE S BR3P
(GSK-3B) B4 ill RN Ji7 25 375 P B-catenin 3G 11, Fifi 5
WO T Ui 1) B-catenin/ TCF A 5 (R #E R LA, DA 2k i
JEAN G A . (EE T, TRIM29:# i G NF-xB
S5, M Eifc-MycAlicyclin DU i3k i3
gt fERBRE R, — 5T, TRIM29A[i#
T HImiR-29 1) KA L DNA H % 5% g 3
(DNMT3)% ik, S5 PTENIDNA & /54 1 3
BR, MTI(R AP AN IR O, R
AlE T BOEPKC/NF-kBfE 5 i@ Bt R dE 38 5, FF Eif
Bel-2#MHIH T, fEAT4RM0E . TRIM29( it %
1438 1 O GSK-3B/Wnt/p-catenin/TCF-4{2 3 1 Jib
R 51R T, ke, 4EA
% OALER9 (histone deacetylase 9, HDAC9) 5
TRIM29AH B AEH I 2% 2Bk, Bk 5p5311)
gELy, FEAMEI TRIM29 (2 40 i A K ),

— LR R D RNA ] i TRIM29 [ 1 428 1 76
— R AR T MR s . R E Y, miR-
6217 5TRIM29(#3"-UTRZ: 4, 03 F i (1 Wt/
B-catenini@ 5, L ific-Myc, &3 I8 40 ffa ) 4
B, 7E BUIR IR FL R (papillary thyroid cancer,
PTC)+, LncRNA HOXA11-ASFikTFar, i

ffImiR-76 138 i 41 [ TRIM297E #1hIPTC Ik e vh %
FEVERIPY, fE BIHJE S, miR-335-5pAImiR-15b-5p
1R RS EC 7 TRIM29 i %A, AT iE i PTEN/
AKT/mTOR{E 5 1@ #% 175 T SR 4 M (389 5 . Bk
. EMTAIR: RS,

3.2 TRIM295HERZEITH

REAMEHEEREEARMEZERE, &
Je 18] J5 A (EMT) i 4H B3R5 4% A2 RE /). fEEMT
SR, RS 2 (integrin) - 41 B AR5 (extracellular
matrix, ECM)[AH B/ A 38 1 45 2L 5 & 8 28 1 i
(matrix metallopeptidases, MMPs)[{] T fE & 4% | B %
YERHT e MMPXTECM .75 B B it 028 1 i g 1R sk o
Be, HEAREE T REAE R . X SR i R R
SNAIL1/2. TWIST1/2F1ZEB1/2%% % Fhi 5 [H 7 3%
FAEH . BRiX SR 74, pS3HBEM A Z
——p63BEIL NS RN KL S SRIERE .
TE 55 e 41 i RBIU-87H1, TRIM29) i Rk {id ik
G, [F] S I 40 i J& H9 %% 46, 4 ) I AH OG 2 H eyelin
D1 ficyclin EZRIE L, X355 1 b8 40 i i 12 2%
AE B FEFLIRRE AN M A, TRIM29 R & H AL T
B, BT TwistE AWM ERE, #mEn 7N-
cadherinfll Vimentin UL & [%AI% T E-cadherin[f] % i4,
8 3 345 2200231 TRIM29 7E ifi J& op o ik | i
MMP-9F1 K i E-cadherin ) 22 ik S {2 i3k 48 g ) 12
Ze10 P E SR AN, TRIM29 1 Ji i fie it
pO3 MR IL, B4 20 Mo 1] 86 B O 384 5 i Jg 422 28
P IR TRIM29 1) 3214 7] W %2 £ E-cadherin [ 3214
1 PL A N-cadherinfl1B-catenin ) 2L i, KA
TRIM29A] {2 #EEM T2, 75 8 PAI 98 40 i
TRIM29 7] i it | iffN-cadherin, ZEB1AISnail L %
N HE-cadherin{g #EEMTit F2, D3 555 i 83 41 i 1Y)
227, TRIM29% T TP63 IR 3] (1) — F i It Je 2%
PR R R B o E ., TRIM297[ 5
p63 MKRTI14MHxiAEX 44, L&
ik, (ERER A )R 22 R AL, TP63-TRIM29 i
P B T e,

i 2 AR M 4 K (anchorage-independent
growth, AIG) 2% 1t MR e 2 1 ook — 28, 248
Y B AE B VRS N B, AN B T AR AT 3 R A R
71, SRR ZEERERE )1 B VI . TRIM29Y)
F I A 2 R R 4N RIMALG, S EURE &
HWE AR,

CD44E N —Fh 2 ThAE S IE A N A, 7515
TG OB MR R R RIS EEAEH
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TRIM29 7] 3 B-catenin/ TCF44Z 5@ £ A1 _F i CD44
(12205 SR e 10 JEE RS2 41 B I EMT,  JF 4 FPanIN )
B g AR E K h, TRIM29i@a i
CDA47E K i (1) 235 17 H0E Wnt/B-catenin {5 @
B, {2k A0 EMT K228 %8 . TRIM29
AL 38 I T TAK 2/S TAT 338 42 12 3k K iy e 4 Bt A4 4rh
22,

15 52 A Sk S i g i 4L 230, AFETRIM29
B . AR 7R AT R 1R 20 A 2 S R T AN
T, TRIM29M)E R AT 28 /i 8 R 40 A, 847
M SR 18 23 AT A AR R A A, 2R TR a2 6 e
L1228, TRIM29- A 8 1 ] UAE N 2 2 6K
b R PR B2 W AT S AR Ae s, R T RE SN B 4 i
S IR T SRR s

Z MAEgm S RNA R @ i 5 TRIM29AH HAE
VR IR (P42 2R 55 75 . IR AR HH miR-449alf Ik R IA
B F I TRIM29E j# Wnt/B-catenin/CD4445 5 %
S, ATGGL kR R R P P miR-424-
SpIIIC R IX B B2 8 # TRIM 292 i3t i Rg 1 42 281
76 HUR AR AL SRy f, TRIM29 1] B LncRNA
CYTORKJ# ik, CYTOR5premiR-8734H B4 F M
MAPHImiR-873-5p KIEAY) ¥ Thie, #Ei FIHFN]
(fibronectin 1) LA 32 83 40 i (1) 1= 28 5251,

3.3 TRIM29ERIE R H LT =

A7 AT 4575 S DN AT 5 5 35040 i o T A
SR AR R IAEIE TR YT ) — N E 2@ 4% . TRIM29
TEVFZ IR p i 3RIA, AT 5 DNAZ KK -FRNF8
(ring finger protein 8)45 4, MIMEEEDNAMZE FIL
SHIEPT, Bk, AT RE MR AT 25 R0 B B AR S A
BRI P58 K K . RNF8ZDNA XU i 2445 52 i
W, 2 MR HARE, HHZ 5 TPARP
[poly(ADP ribose) polymerase] 5 Z( i . TRIM29
HMIRNFES [’ AH LA H AT {2 #E TRIM29%% 1z 21 41 fifd 4% ,
B S DNAXUEE W 2L, ffiy-H2AX7Z %M. 53BPI
(TP53- binding protein 1)@ER{k, et H B 48 M 5
RNF8HIBRCA (¥ kb 1% 52 . U 2 — Fo Jid o
DNABHHLEATT &P he A7 2590 PR 4k
PRIE Dt BIU-8 740 i bk, W] FI TRIM293d & 417
il T BIU-87TH L 12, FREITRIM291d R IA 4 5i%
T I e A B K R (T 24 P s 1 R B NF-x B i
FUFNPK CH I 71350 73 BT 73X P AL, X $E/RPKC/
NF-«xB 4l /£ TRIM29 1% 5 [ 41 fg 3 58 A4k 7 it 25 v
E B, EIEE T, TRIM29] GE1E AL
FH,  DAm6A-YTHDF Vgt 7 2 2 N e i 24 74

5N 559 1) IR AR R s R R YTHDE 1R] 4101
AT TGS 245 B0 S 9 200 G P Jieb 8 20 BRI, IR
AT DA o S A7 A TRIM29 K 45 850, 7 H B 45 5
FITEHL T, ATM (ataxia telangiectasia-mutated)#%
i, AN Lhp3 8Tl A i v U7 X3 BIMK 2 (MAPK-
activated protein kinase 2)BfR1t, HILIIIMK2 5 Ser-
550 (p-TRIM29)45 4 3115 F TRIM29BE R b, Jf5
RNFSHIEAEH], {EiEDNAGE MM MTERE, £
P RN O 17 A

P-# 55 H (P-glycoprotein) W Hx N 2 i 25 85 H 1
(multidrug resistance protein 1, MDR1), s&—FhZj4)
X, e AR AL, YEi N 2R R
W, DTS 250 (4l = PR AE R, 7R AR T 24
P o PI3K/AKTIE H HI0E 7T 5 250 F i P-HE 2 E 1Y
Fik, MNiFEP-HEE A KK MM 25N R . (E
FHCLR 88 40 i 2 7, TRIM29 3 bRl il o ] 3 i 3
PI3K/AKT, 358 A A6 ST U %, Fiflcyclin
Bl. cyclinDIfICdk2, iflp21Fip27, 4w )H i
P T Gy/G 3, Ffilid B 5% caspase-3. caspase-9F/l
Baxifith, BRMEBel-29E, MMiASapmE - ",

BEX TRIM29 3 BUHI TN 25, S5 il A 0F 92 A B
AT LLIE I X TRIM29 75 1 25 16 (1) i — B it e vt
AR 259K 7Bl . TRIM29/E ADNAE R (152 48
EH, @i HENK G Walker AR F 54 EAMH
YER, Il HCoR i X I8 5 DNAE 5 8 A LA
F, M S DNAS . R, 5 iX N b A1 C
Al FAL R &5 A AL S P AT BE <A HIDNAZ &,
MNTT 5 5 R DN A R 285 49 (e A 711) 550040 ) B9 ) 4
F, 5 80 40 it 25 P BUstr: (358, AR HE A
E37Z 3 IER N I 25 53 ] Re BH 15 8 8 A I 45
BRI, H2 i I L 24 ) BRI BE AT R T
HRYY o« A ImIKHEFEUEY], 1EApS3HE3ZEREBE )
MDM2 {47 W] LA VF 2 e RV AR VR 777, ]
LS W) 368 o 400 1 TRIM 29 1) C i JEC 420 1R 1) 465 44 30 5
JEA BAH AR FRAN R 555> T a5, ANITTIEH]
WBITHE P . 38 7Rz =-E Mg R g
FETRIME (I 7E N INE3IE MG, v BE< 8T B n)
SRIE VR TT PR A Ak Y
3.4 TRIM29SREGRE

JH IR G e VR T e AT A R H IR — A R A R T
JIRI IRV TT H 7%, BB R G . B A Bk
52N B 95 22 8 Dy e R0 | 0275 47 Frh Jeg 2 i

NK A2 08 S e L) A 224
Hpimr RN G TR DUR EdE, AF ISR E
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P27 i 40 s HASSZMHC (major histocompatibility
complex)PR ], HINKEH 4% W0 AL ST ieRg i) 28—
TEPT 2R, TR 40 e 2R I MHC-128 7 1R 1k KF
RN BRREG B R AR I DA S B2 0 T 3Rk K
PR BT, YNKAH S R 4 A 5 1
Ml s, nR A 2 MR IR fL AR kL
LA K TNF-y 25 /] #5441 it & il i ADCC (antibody-
dependent cell-mediated cytotoxicity)ff: FH %173 il J8 4H
. TRIM29 w] 1 il iif A6 B NK 41 Jfg 7 A TFN -y
(interferon-y), MIIHIHINKIM K TEE". K,
TRIM29ZNKAHNEIhREH) — D REMTTEE, Hm
I AT AR NKCH AR P S g2 0 14, DT A e 8 2
G NK AL B -

STINGH HfEFe R h R HEZAEH, cGAS-
STING{ 538 i r] P30 i 8 5 19 1) S DN A5 3
TE i 98 A I G e 4 R R BOE LA TR R N,
2 AR AH ML ANKAH M S TR B BRI R %
UMY ER . —J71H, AR Z DNAJH 234,
TRIM29 1] 22 K484 1] F&f#STING, STING/TBKI-IRF3

F I BN, e R AN SR, GRS
HI R LY. FERRIMIA I, Gal9 (galectin-9)
FISEEETRIM29, ZKASHE[A [ AFSTING, LAEiEHE

FEHI 1 41 fd (myeloid-derived suppressor cells, MDSC)
o=, b s e A T,
WA A E S B R SEA7 A8, 0 1 Wk 248 e f) ok 2
WA S, O B I I T A ARRE s A 0 M B A A
(28 e R Ak R A AR K R 1 DL R o e
1L A5 A ST o 3 g gk FE U B R LA R 4%
SRR B, TRIM297E B0 B WA A DLRLGT 4 B 5%
T B Y Ty TR PE B AR . Wang S B AL R I,
JR R e 1 R AR S TR S K B JORE R B D) %
W, TRIM29) 52k Al g il N STING & H /K
S, HET A EITE TR AR K I R, AR
AR R AR, T EUBRMR R AR AR (PanIN) 7] [
Ji e () 3k JE

FEWPIR A 56 R el b, e B i 5 2
T IR Il i 72 ¢ R U . i v I 0 A ] R
M FIATRIM29, %8 H @ fEHFNEMO, ]
T RIATH T ANF-xBRIE S5 S, W HiEL
ANEMO, B 5552 A& A BUK R, 0
iR G J5 A TR 4R 3R 1077 A S JORE DR 1 IR RS T
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