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Abstract

As more and more scientific research scholars focus on the tumor gene, the relationship between
chromosome amplification and malignant tumors has been revealed and validated. By discussing
the chromosome variation in different malignant tumors, this paper reveals the rule of common
chromosome mutations, concisely provides the new detection methods and clinical therapeutic
targets and helps the application of new technologies and drugs.
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1. 518

AR SR PR A ORI 2 (23 KA TN BRI 7L b, (ERAT WIE. SRl Bl SIRIT S
HI FIRE FE S0 HUA 1 AT B Gt R B AE R R K BT TERANIIRIF S . KB SRR IR (1 R A 5o
HE PR S A R RIS B YR R o T G R DLECR R AR R N R AR R R R R B T — A E
. PRy e SEUE R RIL LI, TG GRS B S R R A Bk . DNA R AR
Jeto i Fm IR AL, RGN M AR P RRAE SR AR, L5 P IR I S S B AR DG [1], — MROOR UL TE e B fd /K
ST 565 T8 106 FA iR 20 L (CTC) BE R 2 W S AE B o AN ) SRR AR FE AN [ I e Bk S i I 0, R AR 90 AT 15 B
LU

2. FLBRAE

FUIEREY 8 T 17 SHOMAERERAENE S, HrEREE2] 4], IFHRATH W
c-myc/HER2/TOP2A 5 JE K] J2 FL i Ki67/ER/M B 73 B &5 I IRFE AR 2 DIAHOC[3], &%t 8/17 5 Qe i 4
TEOLI 4T, W LAEE 3 FLIRE I R 126 I Wb LA 0 Ak «

it 8 5 Ltk 1) S i Ak IR M S B AN R TS AHOC[4]. TAE 17 5 Gtk ifs ik i, 5
Joi B3 Z4IER ik /Nottingham 5 #5055 2 MAs R 1905 T A+ 2. 35 A5G [3] [5] [6]. FEVRIT 71, 2 b
PRARISESEAE CEPLT Z ARG HL N CEF J7 RAEE R I Wk T CMF ZH[7]. X T TOP2A Jik [R5 1) B
INRZWNIRIT i1, CEPLT ZARIEHL T R IR R LG B v SRAF5E T3] [8]. FEREMIVRYT B J5 1, £ IHC
J7E HER 3+ HL T, CEPL7 HE 24 1) 8 % T~ B 4l [ 7 S AN

3. Wz

filiJee: £ R 8 5 et R S BT I O, S I v BB g AR B A AR (9] AR A T M R |

CEPS %54k Lol [F) A= A7 3 2 A e (BB 5 22 %), B CEPS ¥ 3 Ll ok, 5 4EAA7 A% [10]; [RIRE, fir
T 8 Sk F I c-myc BT 1Y RIB IR TS 22, IR P FR(CMY C 97 38/P53 Bk 2k ) IR % # #H 5% . 1] CEP8
M 3 FA T3 B c-myce J& P53 [IRIA 2 IEAHDE, #k CEP8 (4 5 CEP17 Ry R H A 18 3105 %
FEMMEF[11]. 8 SYLEfkd S8 CTC TEA R4 HARI AR /NG Mo it 253 b 3548 AR B B B ) 3R, [
I E DA IE H N B0 R s B X B AL, ROV R e, S A B A SR b B, JE T 8
YRGS CTC R I R TR bR 72X 52 2 A0 7 B0 BRI /NG i e S8 VR TR S VRIT
JE i CTC frligh H AR5, SR E/R: CTC W74 R R B 58 0 m E — 3k FIRT LA
CTC B4l S BWAE N F B R, W 1) PFS A SRS HE R Ti[12] -



X
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4. FH&

JiHRE A R 15 e 8 5 e i A B e b ) S SRIA 03] Hob 1 S QAL R AL T 1 S gtk b
) = AR R O 3 FLLE IE 8 PR Rk b s, SR B s ek [14].

A, % FISH HiARF %2 1/8 5 Y R 7E T /% 7 A R FE 1 R A s h ) o A 1 . 45 R EOR
BE A 2R B BT, 18 SR KT H IR B A B (p < 0.0002), $RIRG AT E
£ (chromosomal instability, CIN)FE B FE /0 AL FERE 0 R B $ TH[15]

5. EME

i H e B P BRI HI 7 5. 8 TSROy EIEIL[16]. 7 SROAZAIR LR S5 MET
A MACCL RIS K17 TAEFHRE 3 PR 2L 7 SO EHR Y, 8 SHORHIEL. 18
i IGEILR[16]

6. DREE

GRS R 8 5 L Ry Y SRR TE MR R PR O S A R R RIA, RO T U SRR
/18], 8 S YA L) c-mye ALY 5 TS OS, FHid e-myc 3155 5N ST P LR S
LA IR[19]. 8 T YL iRy Y CTC ERMME S AR P S 38 vh 246 AN A B (1) 329, IR CTC
H S5 CAL25 KFAAFEAM M, HiRZ CAL125, REEMER E[20].

7. FRBRER

JEE e S5 8 5 Y B ARAETE AN [A] L 4™ 38 S R IR [21] o 1% R IR 5 OB L s 8 5
ok 110 c-myc FEH [ RIATEFERMEZ 220 R b 2RI T RIS, 451 I8H c-myc 3 T ag 5 i 54
R HIR AR R O, M5 SR R AR 22 A S AN K [22] . DA 8 5 Yt S8 o S R iR CTC (1)
S IUATE 78 27 < AN [F) 0 390 14D R i £ 8 280 T o 1) CTC ARG HH 28 5 o482 52 T AR T Fil e R 3 () B U7 s «
ARJG CTC PHE & A 215 AE A7 [23].

8. BfE

B B T 17 5 5 Ak 2 R B IR A B Az v e R 1k BT AR BORIR 5 IR SEAEAE A oM.
Hf HER2 ¥4 5K RIAR L RO A o<k [24] . fEHER I B B b, LR IRITITIE 6T
J& 8 ST I CTC MABIE A & . WHEZAITI AGC B3 7 THRITHT . 18T )5 40 lidk AT
CTC f &5 R B R: PR HIEHIRITHT 8 T Ytk =1ARFT 5 LB fA%. VA7 )5: PR A1 SD (&4 8 Sk
EARDUIR e Z AR LU E A B R B, T PD B R . $EOR 8 S YRR S ARAEAE SR AR TR 2, 1 DU A
55 2k 55 FH 25 U B RAS PR 25 40 55 [25]

B 5 TR R 22 (1) 25 38 IR T 8 1) 3 R B RS BB RIS, AT B R U Ry a 7 B B T — A
B . HAl AR 2 5 ALK, HER2, EGFR 580 A ZWIHE NI PR, E48 = Mg o N 1 26 A7 A R0 i 3
TG 55 77 AT BB SR . 55— 071, IUAREE 2297 T BURe = i B4 T BRI H i s 2 24
Jb R I TR SR AL T B AR A Uik . i FISH B0R, DUAZET FISH JEELK) CTCS AR LI E
WA 20 B (CAMLS) ¥ il iz A T IR . BOR H AT 70 FI2 e A e LR AL G A ZUE K, (R8T R
(32 FH R KB 1 I PR R 5 PO AERA VE RN T vk o R — 0B R AR 1 Hh BRI S R B8 3o — AN g it
T2, AHR2EEMAE B R T Y R DR 7 IR AN B, FE LR Rl B AT AR SR BRI T B 2 2
NI g i) — KR 25
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