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CNYV and Its Relation with Cancer
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Abstract

CNV (copy number variation) refers to the addition, deletion or rearrangement of more than 1 Kb

of DNA fragments in the genome. The early diagnosis and treatment of cancer have always been difficult problems to

be solved in this century. CNV-related researches provide valuable insights for human health and disease treatment. At

present, CNV research has triggered a new understanding of diseases, especially in the etiology research, clinical di-

agnosis, new drug development and treatment of diseases (such as cancer) that are closely related to genetic material.

This paper reviews the research methods, causes of CNV, and the relationship between CNV and cancer in order to

promote the development of cancer-related research.
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B Je (gastric cancer) fllffilij&# (lung cancer)%s, 75 ¥ M
B I LIRS 775 I A E IR IT 7 R4
BEZE R

1 CNVHIRHZRT3E

19854, HARRISONZE!IE i 0 /K 1 1 AL 42 3]
Pt AR G AR . 201 Z0904F AR, bl A ik DR 4 4%
i AR (comparative genomic hybridization, CGH)H Eil
Fw R TASIICNV (AT 7. B JS G AR i 41
(chromosomal microarray, CMA )t 4 11F B /& —FAs: il
gER AR S K 44 A M S (loss of heterozygosity,
LOH)MICNV 753k, F#l )72 B T i R 12 It
E2 ELFI20044F, BF 76 N R A FERR K 52N
REEAFHICNVI,

H MAET K F T W B Qe il D N —
BB IR LA P RIIR TS . W], A&
LI 40 i A% 2 T AT ONVAL I . X A
TIETT UM S B Qe AR I BRGE R o G SR AL AR AL
(fluorescent in situ hybridization, FISH)F| F ¢ YR %
€ fr L KA E . CGHtl i 5206 T AL AL A ICNY,
SRIG G AR K o (B2 CGH A e A U ATl
RPN Z o N SR NE TR PSS N N S O 17 U 7 SR etk e N
fis GiL, e FEEFE R, WJe A CGHEL
ARKGIN o _ESR A B T B 5 2 FE PR 2 73 AR X
BUR, ARl Ry Bl fline R R E .

BEE B RN R, BFFEN B & m R B
Z HAS D HERCNVRIE R . 408 A TGtk
(bacterial artificial chromosome, BAC)F 51| 1] LLAS:
HAFA P IICNV., AW X H B IR 2 251
(single nucleotide polymorphisms, SNP)¥JiE 8 A
1l g b B ZH PR DX, BLRJIICNYV . H AT, BT 7T

SUH B CN VA I BA I G AR 51 AT — 4K
W ¥ (next generation sequencing, NGS).

G O AR TR 31 & — i BE % 72 7] — I 1) 5 B
A JE DRI DL Ren il 77 vk, B PR . KSR IR AK
AR R SREG PR I B U R IR IR BT s
SE NG A5 T3 ik i ot Fr, R ANFEAS A 53
B R AIZHDNATF I LAbRiE, B 5 2E I ZHDNA S & )y
BEAT SONE, # Ja R s A5 5 R EAT S5 R Hr e B
AR B B 271 2 41 75 9 R 4 42 R E R B (neuro-
developmental disorders, NDD)&Y 2 /& 4 51 K 1 Wi 7
(multiple congenital anomalies, MCA) i 3 [1] — 2 Il

PRAZ W 7350, 003 1 20 500 w8 T 4% 42 1 400 it A% 27
T3, PTG R A AN, AT DS M R kAl
BR[O/ SR pt se b, Gt AR B 4
FEAR KA SE _EBUR 1 9GRS 70 i, H T4 5E
FE A H I B0 PECN VT,

A SA R Ay v B 7 (high: through-
put sequencing), A& — i i K& H A B EAT Iy
SONE, I T R A5 K B I Bl f 7 7% SRR
N e i ot S 3 22 B DR A, SR 5 IS B Hh 4R
FIDNAZE 4 5 1) £, RIS AS 2 2% 0772 ANGS
KPP AT ICNVE, ANGSHUIE 1 M CNV [¥145h 3=
B H 5% RP(read-pair). SR(split read). RD(read
depth) f1AS(assembly)l. RPJ5 7% Al LA MANGSH 4
R AR N e B A AR, (E /N BERIAE N
BRI AU . SRR T DURS R A I Bk 2% 1y BOT
SRS R AL B, H R R R B S5 A8 0. RD
J3E AT LRI BICNV B D) HcE, JF HoAT BLR SR
RICNV, MIRPHISRAR ME A I 2 & A1, fE 2 bk 7
2 0F /N FICNV (N T1 Kb R B B, ASTy
AT ES IR, H R IR 265 145132
SO, Ak, RP. SRFIAS J5iEANIE F 46 &
DI b AR 082020y W, BRI VAR e E
SRR ER . N T SRR OTERIL S, AT LR H]
CA(combined approach) /7 7%, Il 254 5k B A
B AN ITVE R EE, AT AT B s iR S A ik
PRI, H T H FINGS F /5 A lllumina HiSeq/
MiSeq. Life Technologies SOLiD#IRoche 454",
AR PP HAR B B IR AE A P CNV I B 2T
B2, B — AR P BORHE S e B 72 00 [F) I, )
2 R T RIEEAE 2 R EE S AR I VRAY . R B IR G2 A
FERE TS 2 WS, 76 B0 Jiloie A0 30 e (R Bt 9
ik S U 2 FH A A 5% H 125280,

AT, I PP 50 AR 3 ARG T Rk D] 2 ) R 32 B
HRAT I AR =S X DU R K PR 31, 2%
TN R AT (HEHTCNVEEEREA
SE R X3, R X 6 B A5 X3 ) H I 45 CN VA T
kBRI HERR

2 CNVHEIRZRHNE

W4, BE I R TR Y 2 ONVIE B HL
il ER H ATV Ik A E SR 7T LB I CNV
T2 FR 0 JEL DR, DRI I3k B T R M . AN, A7 4E
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When homologous chromosomes are paired, recombination occurs before the alleles are aligned, that is, non-allelic homologous recombination, may

result in gene duplication.Among them, A, B, X, C represent genes.

1 FFUERERELHER

Fig.1 Diagrammatic representation of non-allelic homologous recombination

Pk NN T R B ot I MR i 76w T | S/
Hig.

IR B T PR E A T e . 7R
WAy SRR, [RVE G AR, AR ok e i
KA H e, S RN RVEEL. FFEEAE
BLAFEINUYEL, BURTEC S RP B BRS R T AN
Holliday &5 #4773 o 78 [RIVR G LR B X B, i 22 55
N7 3 [R] 10 A o A A A A L, B Al A5 3 A ] 9
HE), MATRE TR ES .

[ 5 2 TR 2 48 v FE A AL (297 %) HLAK B3 H
[FIDNA%E B XS o [7] Y5 Ao X 72 KR T 5 2DNA
e o /D BRI K A AR AL HEAT B . AR R A i
2 5| KONV AT R i Kl 2 —. DNAXUEE & A= W
AT, W 2R g AN 75 2 [ 5 M B AT O B kT ok A&
STWEHIDNA . B FE 1 oK v e B2 1T e 4 3 350k
RECIAR . Rk, I TR E B FIDNASRAFAE
AR, IR R DA CNVIE B R R 14 B 8
WEZ

3 CNVERELXEAXRPHIER

S8 R B LA TR TR 2 A 200 B 38 A 400 R 1
A5, AR LY. 5 ARICNVE ., LR
5 I IE A AE e (R SE R R R FERICNVEY, B
DRI 43 7 32 1, CNV S S B 5 R 4 0 o (B S A

TR TS 4 A AR A . ALk, BRI AN AR
SENE, JEHAZCNY, il ) —Mr &, FEIRIRIZ W
EHEAERKE . SCRIBLRER . AR
TR,

ARG D 0T T Z A E20 85, LU
(S M. v e TR T L W R L e o K
Ay BB FRCT R AT H AT, e
CNVHIWF T —BOR 2T IR LR AR S & HAT
FI7i%e W WA I A EAE R AL B R R L A
ARG R AR I, SRR AR ) e il B
2H 2158 Fy (tissue chip)s W15 B 2% 7 3 AT 504
Iy AT, o 2 i g e ARz AE 43 #T (chromosome
arm-level z score analysis, CAZA)UL X TCGA(The
Cancer Genome Atlas, https://www.cancer.gov/about-
nci/organization/ccg/research/structural-genomics/
tcga)s GEO(Gene Expression Omnibus, http://www.
ncbi.nlm.nih.gov/geo/) 5 4 FE iz H . Ib4h, BT
N R JRALARAS . AHMIG5E . IR AR 2855
TRy G RAR B — D IR AL, R
FEITVEM B T SR T EHR S0 E, 1T 0 A s
PRI R RM e E IR SERST g
3.1 SHULRGHERERE

SiE W WEAEZ —. WEITRY, 45
B H S AR RS R AECNY, FR A A T e
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Table 1 Genes and proteins in this review
EHE| ETTE S HH EOLE-S
Protein Coding gene Protein Coding gene
Polycystin 1 like 2 (gene/pseudogene) PKDIL2 Cyclin dependent kinase inhibitor 1B CDKNIB
Solute carrier family 18 member A1 SLC1841 Microtubule affinity regulating kinase 4 MARK4
PLAG] like zinc finger 2 PLAGL?2 FAT atypical cadherin 4 FAT4
Erb-b2 receptor tyrosine kinase 2 ERBB2 Phosphodiesterase SA PDE5A
Small nucleolar RNA H/ACA box 18-like 5 SNORAISLS Purkinje cell protein 4 PCP4
MYC proto-oncogene, bHLH transcription factor MYC Macrophage scavenger receptor 1 MSR1
Tumor protein p53 TP53 Exostosin glycosyltransferase 1 EXTI
RB transcriptional corepressor 1 RBI Diaphanous related formin 3 DIAPH3
RPTOR independent companion of MTOR complex 2 RICTOR MIA SH3 domain ER export factor 2 MIA2
GRB2 associated binding protein 2 GAB2 NADH: ubiquinone oxidoreductase NDUFC2
subunit C2
BRCA1 DNA repair associated BRCAI Eukaryotic translation initiation factor 4E EIF4EBPI
binding protein 1
BRCA2 DNA repair associated BRCA2 Prostate stem cell antigen PSCA
Phosphatase and tensin homolog PTEN MYB proto-oncogene like 2 MYBL?2
Checkpoint kinase 2 CHEK?2 ATP binding cassette subfamily C member4 ~ ABCC4
RADSI1 paralog C RADS5IC UDP glucuronosyltransferase family 2 UGT2B28
member B28
Damage specific DNA binding protein 1 DDBI1 Plectin PLEC
ERCC excision repair 1, endonuclease non-catalytic subunit ~ ERCC/ Cyclin D1 CCND1
ERCC excision repair 2, TFIIH core complex helicase subunit ERCC2 Cyclin dependent kinase inhibitor 2A CDKN24
Pre-mRNA processing factor 19 PRPF19 Branched chain amino acid transaminase 1 BCATI

Hdf sk il HGNC U 5 (https:/www.genenames.org/) -

Data from HUGO Gene Nomenclature Committee database (https://www.genenames.org/).

PR, IX e B PECNV S 45 B0 R AR A o5
PLAGL21E MU ML N sk 8, HAES I Bl b &
ik BT S iEAs . Hb, ONVIR S B e
PLAGL2:d 1A 1) Jifk K 2 —B%, PKDIL25YSLCI8AI
JE DR B R 4 i T 4 L AR I XU,
UERT UL, CNV S B4 B e R A EZ R H . XU
SDOSE I 45 i B I RE S (n=32) A E A If.
TRE Th(n=38) ) 4= T DK 4L I ¢ 1 o T 45 L W R
CNVIPTE L, HH7E A % 1T T SVM(support vec-
tor machine) 7 K25 . W FUE ], FHHSVM 32 d e Il
FHAZE B e 0 R B Tk 100%. 4, MOLPAR-
TAZEPIR) I 548 1 5 96 28 B DN A (circulating
tumor DNA, ctDNA)fT A FICNVEE4T 45 B 19 12 W
(1) A7 47 #£. DRULINERZSCOHE 4 H 1] DL 181 35t
FE WA FOAE BIOR 4 225 T e A 0 R RS DA BRI R
&Y. Bk, JATAN, FIFH 4 E R AHRCNV %
THEIE SIS W7 R A2 AT

B A OURIE R 2 —, U A N S

B KZHE & & B 7% (gastric adenocarcinoma,
GAC), R Laurensy F8ik it — B4 43 A R ATRIE
RIDFP RGBSR, 175 OB A ERZ
CNVESL 3 HAE YLt iR 17q12-21 1 A0 22 5142 D1 K4
I, Forh L5 ERBB2, 1X 2 — MOkl 15 e i 250 v
CNVE, 3758 [X B A 1 22 8 R T B i [ 1 0 e hie
KA, ABRE K2 B R R AT SR 2 A Fn IR, A6 75
BB

JH 440 0 e A2 B0 T A 1) e RECY, B 9T L R
DAL BT 40 B Je 1) 32 W AN R 7 7 T B B S
JIANGZEHMU FINGSFICAZA 7Y A A6 0 FFF 40 it Jaes 1f
W15 FI8S Ye R IICNYV, & P184.4% (1) & 4 1l
W EDHFINCNV , xR L% A CNV. 7
CNV 143 R H ARG I 7, CAOSEM R B, 71 4%
B R15q13.3 K A DALY B &, 3 EtSNORA18SLS
i ik, i E ik KISNORAISLSHE it — & 1] ;b
A 200 e A A i, i B /0N B P 4 A 4 A B
AR £ K. ZHOUSEMATE B 9 40 2B 55 Hh R I,
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CNV IIAF1E T 801384k A [ 3R 08 2 R A2 2 A0 (934>
R RIE, 45 R RIE T ). XL 255
Py M2 DNAS RS TR 5 A R
5RO TE B VI ORI AE AL I B[R] I, JH 40 i
TR A SCNVE VIAE O, W LA S AR R T
2 0 e R I PR 250

1 18 J& (esophageal cancer)s2& ¥ UL 198 hE 2 —,
A] DLy 2 A2 B R Ay 55 1R 40 i S (esopha-
geal squamous-cell carcinoma, ESCC)HI& & itJE
(esophageal adenocarcinoma, EAC). 4 g & 1A
TMYBL2JEDR 5 VIEE N, Jf HMYBL2 [ id R ik 4
hn T B TE SR 40 M 20 i R ) B BET. Rk, CNV
5B SR A Mg K AR AR AE A3 0C R . SUNSEMIZE
e i fA13q32. 140 K I T CNVIX $8k, - HAIE 52 % X 35
W IR ABCC45E R 32 52 15 0 5 £ 3 % 0K 2 it e 1) T
R E M. IhAh, UGT2B281)%% DKL E R MPLEC
(48 DUEOE e s 1 R e SRR A e i R, b
WA LA R LW, BN KA SCNVAEE—E B
R, WEFN 7 B — IR LA 2 S8 R B0 1
CNV,

3.2 MR FRGHEKEE

i AR 4R 2 05 B 27 0] LA 43 2 F R Y /N i
Jiti J¢ (small-cell lung cancer, SCLC)F = /)~ 41 o fifi &
(non-small-cell lung carcinoma, NSCLC). /) 4| ity firf
a2 o5 B A e 141 5%, 5 WA 5 5 10 AH O )R
AU, DUSEWIXT /I 20 M it e S5 55 8 B w0 i 8
DNA(cell free DNA, cfDNA)EAT#5 VL7 Bt R I VF
ZCNV, BHEMYCHIY 1S, TP53BkE . RBIFGRAE
Fo KONV K2 AME I8 B, WiNotchl {55 1%
FRASE . DUy, BIF 70 /N i il 26
cfDNA A FICNVIS I KA I AATT 5w 5 iR
HERINRE. RICTOREH 1145 VIR L T 2L
/NG AT 98 240 ff - (U RICTOR B [ A AR, X 5570
YRRt 0 R AR B UIAE G . SAKRESER I ik B
B Ja, T AT A FH L 1) 245 ) B A %5 3R (rapamycin)E
ST /N . BT O, AR 5K AT DLl i R AT S0
PECNV, TG T ROR, FREERAE BT 25 K
JMGPRARTS o IX AR 2506 9T FR B0 7 M)

A /IS 4 i it e 2 BOE B s I 2 —,
A i 9 (lung adenocarcinoma, LUAD)A fii 4 1K
N9 (lung squamous cell carcinoma, LUSC)2F
A, Ak, FECNV T T it i Jes 60 s 8 DR 248

Rt 47%3E R (11 000 LR AR Z 7", |
T3q26.2407 191 T BUR 46 B0 FOIRRNA (proto-
oncogenic circular RNA, circPRKCI)7E fiili i Ji 26 23
TERIE, [t 7 4 B ) 3 5 A i K A2, PARK
SEPORIF S AR JE (R L CNV s, HEI GAB2 R R
B AT e E A IR 2 4 I R 200 e e A Hp S B AR
FH, It HL T AR Dy 3 B 5 i i DR 4 e ) 95 76 A2
MikrEY . 5, CHENSECUIF 17— il I 55 % 14
I i R 4411 P 9 B 2 (M cfDNAFE U180 7 (1) 5 ¥, 1t
JER N RIS W 5 S RGBT .

£ 98 (nasopharynx cancer) e 1 & W 5 i A &%
A EERE . LOWEEPZHACK, CNVE SR i 5) Ik 5
FORHK, HEMICNVAE &M & A A HEAEH . 1
S MR e /N B ASE 2R v A U 8] 4 ) A OG 2k TR )
T R, AFECCNDIF B FCDKN2AGR 5 . Al it
HSUSEPIRE 20 it J&) 393 2 1 A i A Jis it 400 o) 7] e
T# 78 #K (palbociclib) /] LA Jy S A s (14 37 284 46 32k 24
.
3.3 WFREEARGSARELE

YN B g i B A B0 A RHE, 4t AR AR AR T
N 1150 00054, B 8 N 526 B 5398 AH oG JE A
HATCNVEZI, %5 5E H 12004 [F] 1 8500 1 58, A4
BRCAI. BRCA2. TP53. PTEN., CHEK2FIRADS51C
FRAFBI 1 I 3 22 A G A X I3k AR 8 DL HS T
BUBR IR, BE 17N WT LUK S M S ) G S B S (1)
BT TS 2R R, WHEDDBI. ERCCI. ERCC2,
PRPF19. BCATI. CDKNIBFIMARK4™Y, {H#, b
G 5 ATAT, 155 I RIS IE o

I #1 B (prostate cancer) & 55 P o i 4 12 b
HREEAE, 7E 36 B B4R 2976220 800 A\ 12, 27 5S40 A
FET-BO, LR HT A AR, DNA$E DUEL s 2 A i
HUR T ERE AR G R R R A, SEURE K. THA
N G IS LGB A1 R R A 5 T AR AR (R R ]
FILHE 293N EAEA SCNVETH . FEIXEECNY
X3, HANSEPTR I3 3 028 & 0 35 PRI 1) 2k A,
RIFAT4. PDESAFIPCP4, 3 H X343 [K %k (1) &
HE £ TRE(E 5@, weiHEaES1ERIEse.
Ih4h, ROSEZEPVR IR, 17 F19°5 etk 1) MSR 1 FE A
RV DURGAR S, INTIT B BT 90 e 0 3 T i o

FU MR A 1 WL R RE 2 — T FE IR IR |,
FL M 2 Jik T3 R A FU IR (1) AR W s B ——E
P Z (estrogen rector, ER). 2% 5% {£& (progesterone re-
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Table 2 CNYV research in cancer

JEREAY JEAE P CNV IR £ JAICNY SH 3R
Types of cancer Characteristics of CNV in cancer Typical CNV Reference
Colorectal cancer CNV is concentrated in the chromosome arm PLAGL2, SLC1841 [31-34]
Gastric cancer There are more CNV on chromosome 17 arm ERBB2 [26,38]
Hepatocellular carcinoma 138 CNV-related genes were found in liver cancer tissue SNORAISLS [41-42]
Esophageal cancer MYBL2, ABCC4, [43-45]
UGT2B28, PLEC
Small-cell lung cancer Copy number analysis of cfDNA in small cell lung cancer RICTOR [46-47]
patients reveals many CNV
Non-small-cell lung GAB2 [50]
carcinoma
Nasopharynx cancer CCNDI1, CDKN2A4 [52-53]
Ovarian cancer Addition or deletion of copy number was found in multiple BRCAI, BRCA2, TP53, [54-55]
chromosomal regions PTEN, CHEK2, RAD51C
Prostate cancer At least 93 cancer-related CNVs have been identified FAT4, PDE5A, PCP4, [57-59]
MSR1
Breast cancer There are gene additions and deletions in breast cancer tissues ~ BRCAI, MSRI [25,59,62]

The most frequently added gene is EXT1 The most frequently

deleted gene is DIAPH3

ceptor, PR)FI A 3K J7 A= K [K] 752 #42(human epidermal
growth factor receptor 2, HER2)%3 2] ¢!, FATIMA
EIIE 59/ FL 968 40 il 2R A6S0 7L Mg B rh gt
1T T MammaPrint ™3 K [FICNV - #r, &5 R EoR, FL
i e 200 R AN L e S h A AR B RIS TR AR 2K,
o BN B L R R EXT, F M B F 26 IR
DIAPH3, RIZZAZE>H\ N, BRCAIHR: R 5 HE o] gE 2=
FEHBRCALE A KDy Re g 2k, M 5]k FLIE
Ji . ROSEZECVR I, MSRIAE Jhy 1 45 3 IR 3k 1) 43
TIFR, BT H R A 5 DUEOAR e i 4 T 2 R 1)
VAT X T R AU R AR R R 2 — . AR S
J&HE K| BRCA 1 HE I FIMammaPrint ™3 K ) CNV
T3l F T B2 W S AL e R I TS
e - pMI42. NDUFC2. EIF4EBPI1FIPSCAXE
[F A 1] LASE T FU e ) B2 S, b4, dx i
FURPECNV A AT LLE A0 I 2588w . DRI, 3,
g A SCCNV IR FUAE S iiE R AR LR 2 . 6
7 M FE AR S E

TEIG RIS, SCHUTZE: VR B, IfLig
cfDNAHELE I e A AR e T INCNY, m] AR Al
BT 1 g 0 AR W br 9, R R ik 83%., XUSER
BRI, CNVAEAIZ T FIHCRCI bR E VI R
B ATIE100%, JF HAE 2 Fo AECN VAL b 124
W HECNVIRAEAE, JUH AR ILAE MR CNV ) I

REE R, M3 CNV ] B B R
R 5 PR I AR bR E R, Bk A, 8 BUm M
CNVHFFE, w] DA T m) 25490 {51 1, SAKRE
SFUVR I, RICTORFE R ()45 DI K38 A0 /)N i it e
KRAEFEYI GG, T AT A A B A R8T R
HSUSEEITE S0 9 /1N BRASE 2R Hpore ) 1) 41 it & 394 5%
FER 48 DB S5, DAUR R H i 19 DG bR AT DAAE Sy B
W e (10 BT R 25 . DR, T 2 Bl iE H NV
(IR FE, LR R IR A DG IR G BECNY, DA A hiE
FHEZW . 1697 R 25%) K Pl S 07 ) (3R2).

4 HESRE

CNVZ& K 7 BXDNA(CK 11 Kb) ik 2k B H 42,
RS HN INERZ AR, CNVEANA
gt Z HEVE DTk, HRE L SMAE K FIRLE
(neurodevelopmental delay). [ W %E 1 5 [ 15 (Au-
tism spectrum disorders, ASD)%5 2 Pk #1505 A K
PINTOZE1Voy 112 44641715 H HIE 1 5 B A5 95 52
(IR BE, R IAR T W R 2 X2 e iR 16p 1.2
2p16.3, i WG R X 32 15q11-13. 7ERG 1732
i 5B P BEAT I 4 JE R AW 9T R IR G 4 15q13.3
F12p16.3 1) B 2k LA Kz 16p11.2f1) & &P, MEFFORD
ST g P 4 35 DR 2 B 471 L 25 56 DR 2 A A DS 17491 VR
A B R 13 DLECB R I, K2 H0(69%) B3
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EAE BRI R, FF BRI T 501 /8 35 2% B 7R L fufk
15q11.2. 15q13.3M116p13. 11404 B k. B 50 45 R
IR, IX RS R A VR 2 A A I EUR ECNY, I
LIRS P00 1) R AR A BE AT LU R T CNV I
BAANIRANILR, T2 2 R R AE I AE SRS, thab, #
PR ZERENIIRTEVETE R, R ReA I AR, JF H B A
HIVEIT 23 Xt g P A B BRI E B 2 A
[F] 7 2L, BRI, RS B VR 9T (R B FE B AE
T 207 HECNV B FC BB 7R T RS #hm Hh s 2
R, X A R AR AL TR T .

KEHIEERY, CNVEIAER K4 K 85 B
Ko JUT-FITA o RE 1F G oA 5 2 X Ik AR A7 7R 45 D15
BB o bR Bk 22 (1) JIE A OCCNVAE IR, (H
Fe G R VR PRI IR 5 EAR R . Ibsh, Jk
T-CNVAS i 22 A7 2505 5= PR BB 72 07 2 1) SiE Tt A7 94
FRi N AE . DR R 2 Bl WM 2R HECN VY FE
RO T500 Kb), 5 A& ZAFERC, AR
PECNV A (13573 32 R AR R R, AT it 7 DAL,
PATTH LT e R T BORBEFICNV. JE ik 1
FL 2 W M AN G B A 1 i 5 SO VR T HE R OK
. BTN GOk I e R AR A R ZH R [ CNY,
T A L 4 H B0 R R R AR 92 W BT
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