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(—) HER2 ZRy AN ZREN

1. KREBRNEA
FLIRE S H AT FE AT TEAR X B2 BB R 2, I8 R R AR I b

P A R . B LA AT S (40—55%) Wl Lok o de s, FLm A
IR, 7T e 5 MERE RIS s S S ARG TN SRR B A K R 32
2 (human epidermal growth factor receptor—2, HER2), WliFKAZ KA E MR
HEWEG (erbB-2) | neu. pl85%F: R HENFME G W T. »FEA
185kD. AMSEIRIMBE ERES R e, R E M T A4t 17q12-21. 32
by AR AR EGFRF IR i A 2 — .« %2485 BGFR FikHAb R R R 45
TR GEW HTHER2 W3R T8O IR = R M 0T 45 M35 4 s R e AR 1
BEIRAG, 5 20 &M Il , T EUAH ML GE AN R & 4 . HER2 lEid PT3K/AKT
HMIRAS/MAPKZ: 5m A E . 1228 HRAME TR 98 H ATt it £915-20%
IR T 1 7L s R 30 W HER2. L PR M A E O 3208 S 15 %6 B B e (GO f
F I HIHER23 S A

2. WEFHR
HER2E PR3 A PR T, =8 2 DARE €8170¢ Y6 43T 1C HER2 DNA X 35k Al 2 €858 '

SFRRCIT S Ye iR 22 ki X (CEP17) N#RAEL: LT 4n i i fIHER2 AN
cepl TEEH 741 2852 HLAh o FHT-HER2 DNAFRIC X 38 A7 T-17q12-q21. 32 X CEP1T4R%}
FERH o TEFH, FIEAWRE RS, Ao AR R A8 ™
A2k e B TR



D — CEPT] RH377269 H37994950
2
I e== HFR? (17q12-q2132) %
0.27MB

Tel

Gen «—— 17q12-21.1

3. IRIREX
HER2 IR MAE G5 B A% B A e 23Uk (THC) e SeJEA7 4428 (FISH) #E

A7VPA . THC AU HER2 ZEFIMISRIE, T FISH A HER2 JE[R4 14, FISH #
REBUAF NIRRT MHER2 K 1 “ bRt ” , BERSAE4H M Hh A7 HHER23E [A] F
P UK, S5 HER2ER VI Sy Ak, J2 HmlE PR _EASIIHER2 L R (1 £ 22757 [
NFTSHEZ 1l 43 17 A8 8 A0 73 B A8 S ARSI /0N, TR A Sy i — o S 0 R v 1 )
WA T7 25

4. FRGR

HER2 RGREF R G R BoR

5. 2% CHR
[1]Xu Zhigao, Xu Peipei, Fan Wei, Huang Ben, Cheng Qingyuan, Zhang Zheng, Wang
Ping, Yu Mingxia.The effect of an alternative chromosome 17 probe on
fluorescence in situ hybridization for the assessment of HER2
amplification in invasive breast cancer. [J]. Experimental and
therapeutic medicine, 2019, 18(3)
[2]John M. S. Bartlett, James J. Going, Elizabeth A. Mallon, Amanda D.
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Watters , Jonathan R. Reeves, Peter Stanton, Jim Richmond, Brian

Donald, Rhona Ferrier, Timothy G. Cooke. Evaluating HER2 amplification and
overexpression in breast cancer[]J]. The Journal of
Pathology, 2001, 195(4).

[3]John M. S. Bartlett, James J. Going, Elizabeth A. Mallon, Amanda D.
Watters, Jonathan R. Reeves, Peter Stanton, Jim Richmond, Brian

Donald, Rhona Ferrier, Timothy G. Cooke. Evaluating HER2 amplification and
overexpression in breast cancer[]J]. The Journal of
Pathology, 2001, 195 (4).

[4]0h Do—Youn, Bang Yung—Jue. HER2-targeted therapies — a role beyond
breast cancer. [J]. Nature reviews. Clinical oncology, 2020, 17(1).

(Z) TOP2A ERY HREt
1. BRBERNA

T g 2 DR L 1 5 WL S PR » 2 3 B MR ) e RO [ R & M A
R ZFRR . — sk, FURRERE R AOm R W 2 BL EA &S . i
DNAFH MM (DNA topoismerase) AEAEMIARP T 2 A71E B — KR E E 1%,
& PR AY R B OUREDNARKT FE I 45 6 AR IR IS, AT SR DNAFR 4R $h 25 o AR
JEDNAIT 24 S5 7t 2 7 AR S [ (R B P m o 2 T g 4 R A i (top—
oisomerase I ), FEIEFAFEDNARIMIZRL: 11 B4 4h 7 HEF (topoisomerase IT)
FEEGREXUEEDNAMTRL, JEELHE o 1B PIANIEEAT

TOP2AE[R (Topoisomerase 11 alpha , TOPIT a ) ZiHSDNASRFNFAIMEIT
a, {ERZAENAE SRR . FEAE LR R 2 (R 25 1 sh A2 1,
Z 5DNAE ] e, HAKMEEERE. STOP2BM L, TOP2AKIE T 21T
e, ERMET —RIHEENAS, FPOEE DNA JEERR, REHILEEE,
X fEd, e R DNA BOFRAINRA AT VR T et fAk o 45 A
(LA S)ES . i T TOP2AZEDNA S i RS AR I Bte B OCHAE F,  [RI A7 FETOP2AKE
PR i R SR TS 22, E R R AEAF ARG, DU R TOP2AJE PRIk 2R 1) 58 2 Tl 3
%o
2. HEHHER

TOP2AJE R H 4R %,  HI36KbBRIEXTZH i, A3BANIMET: B T175 4t
i, SR 170KDalf 8 15, IR BbRIC X IR 32 B4R 17921224 o 1% AR EF EZE LIRS
567 T FR1C TOP2ARE PR X M 45 8,5 ' 77 AR i CEP 17 3 [T X gl 48 170 B o 1

3



KEIVN

] —cerr RH3849437 H38688000
T TOP2A F
B — Tor2A (17q12-q2131) .
0.2MB
Gen 17q12-21.31 Tel

3. MREX

AR, A2 NISEIEME T, 7% S TOP2AEE FE T F2 A
FEBNEIR R A E R, IS B GRS . TOP2AR) A f Hh g &
RGN B ia T N IEFL I S 007 28T RE P AR S BT R 2K, PRI R TOP2ARE ]
IR SO B PR AE A P 22 B MR 1) — R B R 51 IR YT 5K
. TOP2AYENJEZ DNA Sl I SCBEMEILRE, O 2 VSRR T T AL 4T
s I HTOP2AZE PR IAS I 45 5K, R Dudia T PR AL ST A 293 77 1) — Tt )
Rl BL.

4, ERER

TOP2A PbiREH HA G R BN

5. ZECER

[1] Wei Hua, Ke-Di Sa, Xiang Zhang, et al. MicroRNA-139 suppresses
proliferation in luminal type breast cancer cells by targeting
Topoisomerase 11 alphalJ]. Biochemical and Biophysical Research
Communications, 2015, 463 (4).

[2] Maxwell A, Bush NG, Evans—Roberts K. DNA Topoisomerases[J]. Ecosal
Plus, 2015, 6(2).



[3] Labbé, David P, Sweeney C J, Brown M, et al. TOP2A and EZH2 provide
early detection of an aggressive prostate cancer subgroupl[]J]. Clinical
Cancer Research, 2017:clincanres. 0413. 2017.

[4] Seoane Jose A,Kirkland Jacob G, Caswell-Jin Jennifer L, et al.
Chromatin regulators mediate anthracycline sensitivity in breast
cancer. [J]. Nature medicine, 2019, 25(11).

[5]Almeida D , René Gerhard, Dina Leitdo, et al. Topoisomerase II-alfa
gene as a predictive marker of response to anthracyclines in breast
cancer[]J]. Pathology Research & Practice, 2014, 210(10) :675-679.

(=) MYC ERH R #£RET
1. BWRERNEA

H#E (cervical cancer) &5 WATIARREYEMIR . AL & K 0 A
30~35%, RiEJE N45~55% , MTAERIAIRAFRACHE S . B 8w 2 2RI
L A AR T LR AN 2 L 1R B 3 DL IR SIR I R, AE R R [ K AR T
FU g B 585 20 LG PR R i L L A T T A R o MY C gt i R
SEANT T Yt R8q24, Huit— i 7 AN AR K 3G DR 1. 32 BEIE I 1 R0 et f
Sy AR T7 FOBOE o MYCEER 50 S =Wy v (R sk i, kB 4k, 2404k
AT, 7E2 PR ERE LG . Sl Mo 1 R G MR ET% il 78 b
Kb ¥ B B AT

2. BEHER
MYCIEE K9 S A MR T, 32 B DARS 6,58 6 40 T AR e MY CHE [A] X 35 AN 4 2,76 Y 7

TAME8 T Yot 22 ki X 3k (CEP8) #REl, (8 ILT-Fe 4t fuZ vy RIMYCHE [K] 7 51
AT H AN B TFMYCHAIFRIC X A4 T-8q24. 21, CEPSTR4T K F1t o TR
Frid, KL B AW E R R, Ae5 AL G R E 2h 8 A = A 4 . By

7N

128600312 20109558
MYC f

0.51MB

Gen Chrgq24.21 Tel

3. ImREX



MYCEE LRI SELE J R rh o2 — A WELE, ) WL 2 Pl e iR an LB . 5
WA\ S S, TECLLHAAT 8% K AR 26 . MYCHE R 38 L g o TS e 22, (X
RFNEAST RN o 5 IRE AT INS 5 Y iR 2 £ 4k

4. LR

MYC FOEERE G R e

5. ZEFILM

[1]Chen H, LiuH, Qing G. Targeting oncogenic Myc as a strategy for cancer
treatment. Signal Transduct Target Ther. 2018 Feb 23:;3:5. doi:

10. 1038/s41392-018-0008-7. PMID: 29527331; PMCID: PMC5837124.
[2]Baluapuri A, Wolf E, Eilers M. Target gene—independent functions of
MYC oncoproteins. Nat Rev Mol Cell Biol. 2020 May;21(5):255-267. doi:
10. 1038/s41580-020-0215-2. Epub 2020 Feb 18. PMID: 32071436.
[3]Lancho 0, Herranz D. The MYC Enhancer—ome: Long—Range Transcriptional
Regulation of MYC in Cancer. Trends Cancer. 2018 Dec;4(12) :810-822. doi:
10. 1016/ j. trecan. 2018. 10. 003. Epub 2018 Nov 2. PMID: 30470303; PMCID:
PMC6260942.

[4]Ponzielli R, Katz S, Barsyte-Lovejoy D, Penn LZ. Cancer therapeutics:
targeting the dark side of Myc. Eur J Cancer. 2005 Nov:;41(16) :2485-501.
doi: 10.1016/j. ejca. 2005. 08. 017. Epub 2005 Oct 20. PMID: 16243519.

(PU) EGFR Zt R AEMI#RET
1. BRERNA

FZ 55 5200 B R — oo A A R, BRSO DS B R Y
J5 b A K, (B AT 0 2 A — b X DNASS 475 1F s B A5 470 ) 1) v AR N A b
o SR, N T AR R IERME R TN, IR X IE G BIE R, b



M A% G5 (10 40 M 25 PR AT 37 1) BE A RS T i . SR 2 HUAEE — R, TR
AR (GBMD VAT R AR TR VbR B 73T . EGFREER Y JBOK B
RAZEEAZASEGBM (1) B SR LI IFR &, EGFRIBURZEZ) H50%. HFFEEH,
EGFRIEE A [ 5 A i 7K P HOK S5 GBMAFEGER - mRNA P A ik i e 1k 5%

2. HEHER
YL E AR SRR IRAT (LST) EGFRIREL, 4238 & Tpll. 2-Tpl2[X 1K, 4 th Y

kRG] SERER (CEP) TIREF R BT SRkt 0o I FR

(] — EGFR (Chr7p11.2)
[l — cep7

RH55406355

RH75506986
EGFR

0.34MB

Gen Chr7pll.2 » Tel

3. ImRE X
EGFRIE PR ) 4 A48 2 A= A2 L 50% R GBM AT, 44 531 2 A J R M iR o o 3 2 4k )

WIF ¢ 5 B o A 5 I A S B AN A A7 A% e A5 e i, WIMAPKARTPT3K . R 171
B IEAER R, R WIXM28 R0 5 JE R R 0 i D RE A B IE R 2k 1k, IX S8 Tl RE
&P B2 BUEGFR AR T AR AR S B o 5 A5 IR IIE S R W, EGFRI 1 5 4 it
AR TR 5 B GBMAH i %o HAR A IE N S AT K Bk, ASFRIZH M =
(EESR ML AN ZRAR D 52 R R A7 £ 1% HIDNASR T AN IR 1T S B2y iR J sl A
A B RO ML PR B 2

4, TGER
EGFR KGR X G5 R B



5. ZEWR

[1] French PJ, Eoli M, Sepulveda JM, de Heer I, Kros JM, Walenkamp A, Frenel
JS, Franceschi E, Clement PM, Weller M, Ansell P, Looman J, Bain E,
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[2] Lassman AB, Roberts—Rapp L, Sokolova I, Song M, Pestova E, Kular R,
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doi: 10.1158/1078-0432. CCR-18-3034. Epub 2019 Feb 22. PMID: 30796037.
[3] Fischer I, de la Cruz C, Rivera AL, Aldape K. Utility of chromogenic
in situ hybridization (CISH) for detection of EGFR amplification in
glioblastoma: comparison with fluorescence in situ hybridization (FISH).
Diagn Mol Pathol. 2008 Dec;17(4):227-30. doi:

10. 1097/PDM. 0b013e3181642230. PMID: 18382350.

[4] Zahonero C, Sdnchez—Gomez P. EGFR-dependent mechanisms in
glioblastoma: towards a better therapeutic strategy. Cell Mol Life Sci.
2014 Sep;71(18) :3465-88. doi: 10.1007/s00018-014-1608-1. Epub 2014 Mar
27. PMID: 24671641.

(F) PTEN ZEFHE 4L

1. BRERNEA
PTEN ARG AR 10 EMIBRAIBEEREEA TENsin [FYE, 24T 10 54

Bk 10 ZmiBXIE 10923 XIEM L SR HHIIE A, T 403-2 5 R 2 YRt H
o CRUN MW 47 kDa) , B AR BUR 8 F S BERR BB PE . PTEN - 1977 fE =1
Mo T WA E SRR, AR = AR AE AT VERN PTEN, B1E
VOB 5K R I Y P s R P 6 R i 5
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2. HeHR
SRR L A T e ARG L2 R HR A s 216658 Y6 hnic PTEN B [K], & 3% 450kb.

3. AREX

PTEN ThREME ¥ I8 R A0 M 58 AL . Bk R T BR BRI AL LA AR AR K — 8 0 A
AL AR, IR A R RAR AT RE R AEAE T PTEN U, ARG 7R AN R
HE PR (LRI PTEN 361D AT RELEN R BEL_E 5 e A R R S AN 3k Fe A
Ko BEAHh, B ILRESE W], PTEN J K/ 8 50 & L8 I & e i A e
ESEARSRH, KDY PTEN ZHEEMIER 21K CRATIhEE) 2 DAt Rt NGt i
LK. 25 PTEN SR I A5 4L . B3 RNA (miR) BROF R RIA,
CLRE F B, PTEN JEMR 8L 2 SR . ATZUBRE . HERR . it i
TR (1 R 22

4. BEICE
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doi: 10.1016/j. semcancer. 2019. 02. 001. Epub 2019 Feb 7. PMID: 30738865.
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B

(—) TERC ZRF¥ WREr

1. WRERNES
B (invasive cervical cancer, CC) A& WLATERNEMEMIE 2 —,

T T P A S P R R B T R R DY K R Rl 2 —, At AR 20 2900 5 A8 T
B, NEREBA3005 N, 1HHEEETERL. BRGNS —
AR AR A AT AR RN B 80 R AE (cervical intraepithelial
neoplasias, CIN) , MRHEHIHAZFEE A 73 ACIN T o CINIT JCINIIT=%% . W5k
CINIY K AR e 5 5 v KRG 25 VI ARG, B CINJB R FE FRIaX 19 1, TERCHE [R5
37388 1Ry S e S 7 18 (1 B 240 388 . RNAS sz B 5L R ( te lomerase RNA component,
TERC) 1B N\ 20 KL B 2H e 43, SR AL skl & BRI ARAR , S I AR RF AR
It HAF S 1 45 B NI G (O PRDNA o LTy R 35 1L ) 2 3 3500 WL FR) A W7 40 0 B8 25 T
7 i i L R R 2 DA A A e i 3 e P B D R o Rt SR B T TERCI T 1 2
B A e 1) L IR« 3 B HH T A0 1 R AR R R LT R PR G
B 10 4% B AR R AR SR 85% A 1R 28 1 ' S 0 4t B AR R AL ) AN P 97 3
NI 5 3035 G (R H2 DU G o 17758 67 T~ N IO B 8 148392627/ Fr B X 48k )
TERCE: A 222 555 20 A A2

A DAL (WHO) 5 SR 4% il 4 B e O B 29140 2 Ao 5 A0 N 7L Sk IR 75
(HPV) DNA Al A T-H 800 & . )L HER, BT B3 DURE ., A
RO A B e W s AR M R 2V 3, A L RO R AR T 205 32 1A R P
1. (ER T 5 S0 22 A0 7 5 2 R DAt 5 2008 73 242 P 0 e A s o ) L A3%
2, HPV DNARGI )40 5 0 ey R BRI e, DRI RS S0 v . T SE AR I
ke 1M« UGN AAE (Fluorescence in situhybridization, FISH) 4%
ARSI TERCAE Pl 47 18 %of T B S50 5 25 A1 L 2 Wi K I IR & 50, JF HA B T
T I3 7 133 R R B A R 2R

2. BREHER
TERCEE NI # ¥4, FE M T NG tifik3q26. 34, K &FH450bp, HImg

12 TR 701809380000« 4R ET 12 LR G ZL (19t 7T PR IC TERCH: [A]
PR, RS OTOIE DTS5 R ORE 2R XK (CEP3) . WER
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[l —cer3

RH16931758 RH169676713
TERC

0.36MB
Chr3q26.2

B —Terc (chr3q26.2)

Gen

Tel

3. IARE X

A FHFTSHAS U TERCY ™ 4 , 7T LASR fIt— b ELAT B ey U P AT S 28 P i AR A 1
J3iF o TERCHE PR S ASHIU A AGT TN C TN/ T 2 Bt B vt FA s Ak, D9 B 008 U 9
BESRA T 0757 o [ H 5 TERCm WL BEHAGT 7T B A2 B #9088 2B IR ARG ST A 25
Y, DR E TERC S WL B 1 A L 2L 9 (23K R e o B SR BB 2 W A TR 1
W E bR B -

4. FRRXGER

TERC RIGHREH AL R BN

5. ZEMR

[1] Obermann, Ellen C, Prince, et al. Prediction of outcome in patients
with low—grade squamous intraepithelial lesions by fluorescence in situ
hybridization analysis of human papillomavirus, \\r, TERC\\r, and\\r,
MYC[J]. Cancer Cytopathology, 121(8):423-431.

[2] Zhao XY, Cui Y, Jiang SF, et al. Human Telomerase Gene and High—Risk
Human Papillomavirus Infection are Related to Cervical Intraepithelial
NeoplasialJ]. Asian Pacific journal of cancer prevention: APJCP, 2015,
16 (2) :693-697.
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Amplification of the Human Telomerase Gene (TERC) in Pap Smears Predicts
the Development of Cervical Cancer[]J]. American Journal of Pathology,
2005, 166(4) :0-1238.

(4] Tu Z, Zhang A, Wu R, et al. Genomic amplification of the human
telomerase RNA gene for differential diagnosis of cervical disordersl[]J].
Cancer Genet Cytogenet, 2009, 191(1):10-16.

[5] MeyersonM . Role of telomerase in normal and cancer cells. [J]. journal
of clinical oncology official journal of the american society of clinical
oncology, 2000, 18(13):2626-34.
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WRESE
(—) MYC Z& D5 3 A U 4 41+

1. BRERENAH
myc & K8 AL T Jefifi8q24. TgH. IgK. Ig A BEIFE RN 5540 HIAE 14932 2P13

N 22q11, TEBLANME A3 1E H BLC-my c 3 R i 5 T g 2E R 5 22 (R 1 2 4or, B
CmycHhr BN Tghr A pImEG s X, IR — A m st E LR, J53)
C-myckes%, i C-mycRikifom, (RiF4ipEas, &jaSEHMRKAE.

2. BHEHER

MYCKU W L 4R R P N BLEERR I VR &3R8 %T, 7E8q24. 21 X 34T 44738 . Horp
R AT 10 08 e Ykl B AR IR IRET MY CIE R (i o 3E 4T 23, T4 e Yehnic i)
FREF DU FIMY CHE R (1) 322 v 1HEAT 24 22 o

128834026 129434026

128081739

128681739
MYC-F MYC-R

]
0.60MB 0.60MB
Chr8q24.21

B —MYCF (Chr8q24.21) Gen

= Tel
S H—MYCR (Chr8q24.21)

3. AKREX
5%—10% ) 77 8 K BZH B bk L2968 R85 A7 AEMYCHRE R BT 2, ZE A7 S0 I S ) T AE AR =8

H, SEEPFSHI0S 5l A31% 66%F133%  72%. MYCIE K| W24 AIBCL2 % [A W 24 5l BCL6
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ALK J55 D5 W 2448 5% PR 41t e AR 0 ALK JE[R (37 3) 2p23. 2 X8, R

M EGUBPRIE ALK (57 %) 2p23. 1-p23. 2 X4 ALK FE D] b 2R B RE Al e
A ALK JER A, G 1 e I — A R A SR BN .

3. IRPRE X
ALK 2 fififegs R0 S Ath LA i FF AR 3] 44 308 A4 b g 1) B s v o7 s, B 36 ALCL A1

IMT, [RIi s Hetath 5 A0 AT ALK [3RIE B4 4 WHO JiE A ALCL FIIG PR 12 Wb it 2
—.o H 1994 FRIWEAZIER LG LK, CEXJFEAER G YA 15
ANK T . SR, 2 ALK MR C#EAIRK, 24581k, ©fF 3 MRy
We 3 ALK BHPE 9 IR AR HETT V5
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(+) MALT1 ZR MR ERET

1. BRERNH
MALT1 B S5 t (11: 18)  (q21;q21) REENT, £ 30%Ik, BEAH

FERELAL LY (MALT) HRER SRR 9] AR il WL MALT1 dEid B2 S YR R ¢ (11:
18)  (q21: q21) B ik, Gk R2 /2 MALT IR 91 1) 30%, I3
FAPI2-MALTI Rl . MALTI HZhREMANTERE, (HEEREE D AIARE,
FEIETR (DD) + 2 AN BR R ISR — DA I fm— MRFFET A
API2-MALTI fhAf 35 24 . MALTL i@id 5 BCL10 W E M BAEM, 5 B 4ifu sz 4k
KPR NF- x BA5 5, MALTI A S AT NF-kBE5, MASMIE SR
b, TS BCL10 B35 0 [FI1E -

2. BREHER
HHRE A B kRl 18921, 31 X, 3£ 981kb.

3. IRAERE X
KISk, MALTL #A N 2— R T2 & A, AHALE S EARME T A4

PG, 2 MALTL WA R IUEA & RS AN S SOSLI e JIIN, 3 bt
RORAE T BERZN. BIRHE R C &R 77 71X —FE48, B MALTL & 5 & fu i
B 4 bk R TP AR A R VR T RE AL AT, Maltl 5-R¥S 1A Bel10 AL
SEk, LR Ag 2R SR . E BRI E y— R AR R A ¢
WAL B Ak R 5 cTAP2 Bl SRR R, 33U NF-x B (AL EGE L,
TSt AR 29 20 1 A A A 5 2 OC EE L
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(—) MET ZF¥y &4
1. BRERNH

MET 76 2 i NS pE R G50 B 45 B FROIRARE RO 5058 . O s
AP S R IR Y, FRAE DA R R s i O E B M . T
B A 7 (Mesenchymal epithelial transition factor, MET) H#%A
c-MET, AR, &R RIEE R R A 2 —, %HE RS 15 i 52
AR A MET, B BRI AEEE . MTE Ji B8] 78 JUR 5 351 R AR 3 60 % A 1) 2% A
DS EEAER, RN TR RE S O URCB I R i — P A . A
o4 A K R - (HGF) & —Fh R AT AR B AR K Rl F; MET 5 HCF 458 )5, Al
T MET SRR I N BOTIRS , B R BRI, A0S TS
e (e R A I AR TR M A . BRI, HGF/c-MET 7E4H i 34
B AP E T . MET BRI SRR AR . IR L EHE. B
J6 R MET 97 38R 4 A P 6 MET 3075 s A8 (AR REUHUR D SR TE A2
RILEEA MET ZERRAS . JUT4EK, 72 AR ik — CUAN A MET HE 8 # A2
TPR-MET, ‘& FERAAE B, i EJEE D W MET i FiE e & T MET
FRAZF GO, FAEE/NA B it T 50% I iR i & 2635 MET.

2. BétHHR
MET JE[R P BEHR%E, EALT 7q31. 2, B4E 21 MR T8 20 MNNE T, Hrp

MET #MEF 14 S5 a] 40 A FE /NI B il (NSCLC) B T B EUEE S . %R e
PELL TG 70 FF it MET 2[R X 3 fe A1 FH 8 (170 S 70 T-hnic 7 5 Gt i 22 5 [X
B (CEPT) o B P~

I — cer7

RH116216463 RH116632957
MET
0
0.42M8B
Chr7q31.2

|l — MET (Chr7g31.2)

Gen Tel
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3. KRR X
MET 52 o8 14 B 1 SRR AN se T2 R /0 0 P AE TR 557, MET JE[R Y AL

FEVUREARITIGE . EIE N T, MET § 34 2 58 EGFR-TKI i 251 3=
BRERZE . BRI MET 36 5 45 F wo e & Je 7R T RUR & A BT, 1E MET
SR P48 1955 N H FH 24— B s ] Jim o H B0 R B 4 /N B 42

4, FXGER

C-MET Z: R FOEREF RS R R
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VRIS 21 DL AR — B SR

(=) ALK E[F W24t
VELI A48 0,55 = 25 bk B

(PU) ROST Z:[X W44t

1. BRERNEH
/N ffRE (Non—small-cell carcinoma ) J& T il i —Fh, MRHEHF T

RINA 5%l AR NNt (NSCLC) , L4141 A LA i A . B/
PR SRE ARG RO IR R I A s R . AME R, IR A5 53 P s 1) R 26
FESEE R o 8 AL, MR R 1R AT 5 O T R DG K, BN A I 1)
FETAE BT A M de i e 4 B AT SF

ROS1 JE[K (c—rosoncogenel) : X44 c-ros AR EUE K T S2 AR 2 IR B
(ROS proto—oncogene 1 , receptor tyrosine kinase), J& T B2 B I &
R — o 1-2%AE /N fities 23 A ROST JEPR B HE, i e A
RAZ o W RAEAETRE . AR Bl A B IR O P s S8 o, AR M ites o 6%
RN Ji e B AR R B ROST EEHE. ROST ELA MIAMEC A4 54 5 JIEL 1% s S i Py
MR IR ARG, SIS E VI OC . LU MLH]Z 2 ROST 5 CD74.
SLC34A2. SDC4 S&HEPK K AERN GG, S HRr8aldal ROST Bz MR ity [X K& L T i
JAK/STAT. PI3K/AKT. RAS/MAPK Z(5 Sk, M1 #C/HIR I & A= ROST il
I TE 4 25 4 F ROST SAE DX, {3 ROST N ilfefs 545 Sl Es R R, M 51 e i
AT HAT, R R bt FDA HEvE F Ti677 ROS1 B A NSCLC i,

%) E L ALK, MET F1 ROST =R SR IE/EH -
2. B4R
ROST JE A Wi 485, EALT 6921 Jetafk, w2347 NEIEERR (AN gmfid2H ik

HIEEE T, 06 47 MNET, EHE S E B R AELE ROST JEK Y 32-36 4MEF.
AREF R E R IR L 56 FhRi0 ROST JE[K 57 Uit [X 38 % 5% FH 44 (0. 58 6 4 F
FRIC ROST LA 37 wiXiR. tE TR

31



RH104060 RHE0556

ROS1

Gen Tel

Chr6q22.1

3. AR X
ROS1 WrZHR %5 REMe A J L ~F- BT 45 /) ROS1 [ EEHE, M T 8 G0 1 B A ) 3

—E GRS IRIZEGE RIZ . AT RE NIRRT TS A R, ROSI
R A B R e AT e B JE AR B A e B RTT 6 Fl S, TLLE
1 It 50 ek T g A PR A /N T RO B o (B TR B e M JE 2 AR T 24 M 5
WL, KZ9E 50%8 60% 1 B o MR I H 5w IR R4 R4
(CNS) ¥ #% o [ A 5 R A5 R N BIX ) 22 R (1) AR 5 DT S AL LS K] A
AR IR TT T 2L
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(F) PD-L1 EFHI BERE
VESNA 48 0,55 = 250k B

(73) EML4/ALK ZE[R ph-&4R4
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1. BRAA

2445 g () R A TR RE 2 B, 1T 85% (I i 2 AR/ N iR (non—
small cell lung cancer, NSCLC) , H 70%[ & RKILE CaFIIHILL E. (8]
ARk R G (Anaplastic lymphoma kinase, ALK ) j&—Fh 32/ H& BRI,
JE T RS KRB R . (EIER AR, ALK 7RG LRI 2 RGUR B
AVEH, MEUIER. fEMR AR, ALK RAEEH, PARA IR, EMLA-ALK (3
fi¥2p23 £, HEEZ) 12 Mb) R WA ALK @ &L A3, EMLA—ALK JERK
TRARS MR, BT A SRR, 2GS S B, JAK—STAT,
MAPK/ERK. PLCy A1 PI3SK—AKT &A% DU/ NSt (5 Silig, ZapAtc. miE
AT/ AN E R R 7, e AT s SRR R M EER K.

2. BEHiR
ALK ¥REHE RSB43 : 20 300Kb #8258 Yebric ) 37 ALK 4R EHF1Z) 442Kb

ZROIOLIRICHT 57 ALK #R%T

B— ALK (chr2p23.2)

PCART ACO70496.1
.| ===
L ]
Gen Chr2p23.2 Tel

3. ARENX
R b e Je ( Crizotinib), ZEFGEJE ( Ceritinib) AR k& 8

( Alectinib), Ai##Je ( Brigatinib) M%7 Hi% JE ( Lorlatinib) 25K & BRI
PO FRISRIATT ALK BHE ¥ NSCLC e« [RItE ALK PR G i e v B 2. [E bR B
DA ALK-FISH #1 ALK-THC Jy & BRI 7735 7E ALK-FISH o, # HW B (50 &
100 4Hf) KPBHPERR, 50 NANMAESHr, FHEZR /N T 10%04)E ALK %, FH
PEF KT 508 FHE, AT 352 ), WRER AR H 2 100 FR. 0
S ALK-FISH A HBL 7 3 FHE, 75 Blad ALK-THC 33 NGS &5 H A Il 5 7256
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4, ZEHR

(LSS, 3. ALK AR B A A T RO BT A
FREE %15 4R
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after treatment with ALK inhibitors. Cancer Genetics 241 (2020) 57 - 60
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(&) RET Z:[FWiEFEr

1. BRBERNA
RET J5J&# 3£ [K (Rearranged during transfection , RET) s&— P& uXs)

B, ST getfk 10g (10q11.2) (055 ZoRn i X4, 5 24w A0 s s R WG 2
Ao PR RAR RO 5 2 Ao IR (R R AR B UIAR G, 36 /NN i e
(NSCLC) « HUIRiRfErEsE (MTC) FIHVIRARFLLRIE  (PTC) %5, {H 240 RET H:[A
KE R RREERG, F2IB B RmKRE LR, mkeRIEES . RET
F|AEG S BOE NIFNME 5@ (644 RAS. MAPK. ERK. PI3K. AKT %%) , &
FUAMRIGTE . TR AL . RET W& P 2N RET s8I RET B A =
HE: BUmPE RET J M OB (et 7 B AR PE 4L it RET W& 1k, M {2 ik T
JIR (1 R A o RET J&— b BRI A 25 I S2 AR R IR W (RTK) 2 JUA ZH 2R 4 i
EHRE . ARG RE T 06 T 1 o

2. BENR
RET FEKE AT 10 S Ge A KB (10q11. 2), 4K 60kb, FF@E 21 ANt

BT, gD 1100 AN IE B 1) s 2 BRI B 52 PR HE S0k RET 2K M. 1fi RET FE[X] W2
BRE R 00 6 Fhnic RET K 57 S X4, RS0 6T hnic RET Z A
37 XK (BRI AR, RET Wik hate) . R
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| —RET (10q11.2)

SHGC25401
‘ RET

THlOZliQ

Gen «

Chrl0gl12 —» Tel

3. IRREX
RET Jt[H 4604 KIFS5B. TRIM33. CCDC6 i1 NCOA4, Flér <> 53 RET A

IBS , K245 1-2% LT NSCLC #%% . RET 3[R 5 HAW LN 2 A EHEL WL T H
WRIRFLICR B I 7 ML R RBLERE W T 2 KN W ig 2 Y, X
JEa AL R IR BB A 45 RET B RIS R ) 25 5 35056 R B4 5 o I L B 6 6 RET
PR TEAZHIE TR AT RET A5 HRIE it e A A e e b PR B AOVE (G
A LABR R 22 Foft 3G 2 J R v 7 ) B TR A M TR RET 35 R T R AR S 254
L LA JE (vandetanib) /& EGFR. VEGFR Al RET B B2 Ul 40417 XL184
K1 #JE (Cabozantinib) & VEGFR2, Met, FLT3, Tie2. Kit Al RET [{J5@RL I

il
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s ot

(—) P53 Ry WHEH

1. WRERNH
p53 JE A& —Fh iR Fsh JE K] (tumor suppressor gene), J& x5 & IHIH

JEIER Z . IR gmAY—Fh > T8 A 43. TKDa MOER AR, (H K (4601 LA
Marker Jfi7x 53KDa 4k, #4474 P53, p53 R ZER AL T 17 S 4L afk b, JF
Hgmhd 393 NEFERRE . p53 DK TR & N FJRE P e i L 1A S P 2 IR A
2, J& DNA 50 AL A 40 A Q5T (ARG SO IS RVE 77 RIZ5) L 188
WEGEIHR I, p53 K AITE N il v K A AR LR Ik 5096, TI7E i v Tk
UNEE . SRR BIEE . N R SRR A M, A 80%IAE
ARHKA T pb3 FEKRA

i EL— A LR IE % R 8 AT pb3 JEK, (HERZE p53 3 K S h) K 1
TR A AU, R R AT AR B T s g i AR AR . FERDBUR S, p53 AT
L7554 o] S v RO J5 1 DNA 2R 328 B T2, HR X Ak -4 i 52 457
K- RIGE AT AL 3R 5E . 4R p53 ThEE R, —1 DNA il LB, X hE S
HEERAART S, XA R AN —ANEERRE. JEERA p53 BRAGH4IALAE
SRR TR AT, IR LSS RS T O PR IGGE, DRI, p53 7E T e A8 ke 5 %
SRR . [ p53 SR AR (& — N E AL 21, W LUF R buiaIT, &
— AR EAFIR R I N IS 1R T 50 .
2. REHHR

P53 Ry R EL, AT A 17pl13. 1 &b, 4K 16-20kb, &4 11 MM S
T, ¥ 2.8kb [ mRNA, HImbLEE F5CN P53, & —FZ N BERR AL . ZIRET
K567 T FRi0 P53 JE PR X IR 4 (0 08 6 70 TARIT 17 5 Yeti i 22 ki X
B (CEP17) . W R
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| —ps3 ccrerzp13 )

D_ CEP17 RH7477779 H7661781
P53

0.13MB
» Tel

Gen «———Chrl7pl3.1

3. MIREX

55 LAt AR E Hh R 25 Th e 1 R8I 1 AN, AR p53 AT WY I 1 4
W TEAEUE T RE, JFIT e i I B A AR AU A UM R 70 T I RE ST o PR AR
pb3 FEE AR, AT AT AL A 2E i RUSSE, IWes A J S TS, IR AT
AR, 3L AT DOABE VAT SR UK o 2 IRE UM REA RIS 5, B 9
JEAT 2 AZ (T IERT AN AR A P53 B[R (17p13) RFE, 1EATUE T UL TR iR
97 BT B RS 3 B

4, RAGER
P53 E R RN AR E R BN
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(—) P53 ZRE#HE
TEYEA 28 W5 T8 5 e

(=) PTEN ZRE#4tH
PEATA 24 L5 2 L e

(=) ERG Z: K W4t

1. BRERNEH
fE B R, BRG MO 3 5 5 51 B B9 A 47 9% 2005 45, AR

Bt N R T — B850, W] ERG 7£ 5 TMPRSS2 Ji [A] fy 1 25 B B4 1 7] F6) i [
RiEHr, ERTSU R P LS. BTAIR b ol A RIA ERG. ERG 2 B MEHT
A1) g v f e A ak FE A T PR B R 2 — = AT B BR P K P g (PIND e AR
LI IR N R 2R . FERD R, ERG ¥ /5 3R A B 5 e MR . sk ELAR VR4
T RNV A3 BN [R5 O o ERG 385 HARARSE A 0%, B4 JU IR 1) AR A 3 AL
fl4n, ERG FHPEM S T Wbk B4 AR i 52 R 1 vl et & R U f5 . ERG
[Ryiad B Ik R e SR AR IR« AR R PR TR AR e A R S A% MR T RE 1R R B R 32—

2. HRéEHER
ERG 7T 21922, S 6iREt MFE BRG JEF1) 3 “Ui 653kb AbJF4EHRIC,

SREAREN 653kb. ZLEIYEM ERG LRI 57 It IR, 514kb K/h. 404K
EHAHEE 214kb.

3. IRRE X
— BAAEAE T AT 2 e b, FLe R B AT A ARG A R R AN

AU BR e A5 KL TR] ERG B2 St 5 9 3 8 11 9% 3 WJ DAV s ) S0 5 # 4
b5 2 BOAR 5 TG AN R 5% ; 1081 BRI 40 0 28 P9 9 038 1A T 2515 i /N 4 i e
ko 50%-60%FKI7 51 2 I M B4 (¥ /N AN 22 P9 2 3ih 8, AR 2 5%k
(¥ i 21 B A v 8 ( 85% ) GLeason V43>8 43 ) FFAF o /N e 1 73 AN 1 FH T Gleason
G RANTESy . TMPRSS2-ERG Ji& [X] filt 5 76 7 51 i/ 2 e v 1) R A2 R 240 0y 50%, A
AN~ P o LA A [ P o e RS IR, A 8 TR A e AN R PR 26 1 /N A g £ 62 5l
TR L 7K
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(—) ALK ZERWrad45%T

1. BRERNH
ALK JE R i — NS RS FE B 5244, 1994 4F, ALK S ATTLE i yeg e 441 e vk £ 983

R fff 8 G BRI R PR AR AR B G (NPM-ALKD IR G ik ft . BS, TETFZ A
[l FF)JRERE TP A B T ALK S8 HES] (ALK-R) , GG RAEPENLA 440 Mg . kg
PR B ZHMibk R AE/NA RS (NSCLC) FIE S WtRamM . 45 % B e F1 A
B . ALK BBTHEA &7~ 4 —FEUE N ALK BRI, BUS1T 2 N E5a
B, MG N A0 B G G775 28 o ALK HHTHEF AT BERS B AN [F] (I8 s A 224> Rl
Pk, FISH BN AR PP ALKCIRZS AU BB An e, 2 ALK BHTHES LUk I 7 12
55 I U AE S Wl

2. HREHER
ALK J5E D5 W 24485 R PR 2t e bR 0 ALK JE[R (37 3) 2p23. 2 X8, R

&R GBI FRIC ALK (57 i) 2p23. 1-p23. 2 X3, ALK FE [ W 244841 Ge A6 I i
ALK FEREHE, #E% 7 FRAGI —Rl & EE K SRS .

3. TREREX
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3. IlwWREX
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40 6 ot o2 2 6 ) R e s, R ES B M E B L RER . . TBE. R
L HAB G B R . RN R — R Z M, DA e DhREA A m ALtk 40 i
S REVESE S 9 ERE . TR IR R FE R (RB1D & — ol e 40| BE A1
RB1 HAAEFF QL (0 5T 25 MR IR R, &b T iR =N RBL ] LL S 3 R 7
E2F1 54, AR N4 ] 8 o2 7, PRSI E G1-S A fl, (40
SIS, RBL Sof U041 22 Fol Jieb g8 10 2B R 4536 AN R BRERIVE
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A% A RBL S AP S AZ H AP . BT RB1 DNA ARic X447 T 13q14
b, HSEAARENRRNE, A5 HAR KA A m. Wi s
@)
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487368 49215333
RB1
I 0000
L]
0.48MB
Gen Chrl3q14.2 Tel
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SR T8 9097 7 BRE BTG PR . R FISH 52 404748 & ) 5210
BN, DRI A N A — Fob B8 SRR At I T v
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Ef SYT 3[R X Hetfh L) SSX1. SSX2 Bk SSX4 FE[R @il A 7E —it . Rk PR 5
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SHGC25401
‘ RET

THlOZliQ
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Chrl0gl12 —» Tel

3. IRREX
RET it [H @404 KIFS5B. TRIM33. CCDC6 il NCOA4, Flér 4> 538 RET A
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WRIRFLICR B I 7 ML R RBLERE W T 2 KN W ig 2 Y, X
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BRI BRI, TS EURRE R A .
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3. KRR X
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[¥] 55%. D13S25 MYTAREER G, W FEANMIIG A . 2k 2% F i AT 5 S8 )
Ao 13q FEAT HAth Gy (o S 1) CLL SR8 8 Pl )5 ANGF . FISH kil D13S25 &[]
FRAGTE CLL [ YA 7 RN T30S 4 7 Hh LA 3 3 3L
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() ASS ZEPK MRS

1. BT RN
LA LA (CML) SRR T3 -2 M 03 e i

ARG, 7E A LI T2 5 20%-25%. T AS S L BE IR & L A

(Argininosuccinate Synthetase, ASS) , ISR FEIRIAMR & 4w iDL
PR, AT ARk 9934 1, 5 ABL FE[AIAH R K Z) 200kb, 42K 56kbe H A1 9%-28%
[¥) CML R E &4 ASS BRI 1Y) 9934 X BLIBRE . 1ZEERIBR I BF TG 2, 181
WMHA, —FAREREE .

2. HeHER
ASS FERAG RSN, EELLL AL FARic ASS  DNA X I ARER, Ml

55 F ] 40 ASS PR A1 28 A2 ELAN DRI 9 5 et A o iR 3 Fr A1 Bk
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H1 T ASS DNA #RICIX 4oy T 9934 b, MAEA WAV, A 5R oA
A X I A28 . A B

=

=

-

L

Al — ceeo

Z

;’/é ASS

] — .

l Gen Chr9q34 ——— Tel
=

3. IRE X
A5 ASS ZE[H 11 934 X BLik K11 CML B3 5 SR it N i iR B, B

I 2 AN AR 5 A% A SR R R T IE SRR B I SR BB — SN
SR A e o RN CML B B P 1) ASS 2 AR DU B8 3 (1 T 1 W A
7T RN AR A HEE
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(73) DLEU1 R BRI TERET

1. FRERENSA
TSR B (A 1% ((chronic lymphocytic leukemia, CLL) , J&—#Fhikk
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E 4 o o o e 8 B 0 R P, R DA s RS L I JBUE. FPE
L HAMER T RS IR R EE G0, ARl REAS 22 1 s AL itk L 4 i
TeE PRI L B T b EL AR I R JE ] (deleted in Tymphoceytic
leukemia 1, DLEUL) HiAMEEThEEZ 5P (RARSRIIAM B S ) 455,
M RIS FR R AN A N IS A A .

2. HEHHR
DLEUT J RIS S A M BRAET , 35 B DR €69 Y6 4> FFic DLEUL DNA [X 38CA#RE!,

A5 L 5B B8 R) BALH B b DLEUT 2[R /3 51 44 58 B AN AR 13 5 e i o sk oy 15
BEge, BT DLEUL DNA #ric X3 AT 13q14. 2-14. 3 b, HtBEAEW = RE R
P, A5yt R H A X =4 2% . AT R

3. lREX
FEH DLEUL FE[R Y 13q14 [X BeH 2 i CLL 35 5y B i i N e 3k e B B,

13q14 (DLEUL £EPRD) 2li& 18R & T8 & CLL HigH W5 (i 60%LL B
DLEU1 3 P i 2 (10 F 3538 5 s 22 . DLEUL1 JE PR Bk 2558 v] WL -9tk 298 /B i eg /
T 470 B / Sk 2008 / /DN P At S5 B 9g o DR MRS ) DLEUT 32 RPAR 5 %o 26 3 A il Ji
FI TR T 7 S M PR AT 2 S

4. BEH

[1]Nava—Rodriguez MP, Dominguez—Cruz MD, Aguilar—-Lépez LB,
Borjas—Gutiérrez C, Magana—Torres MT, Gonzdalez—Garcia JR. Genomic
instability in a chronic lymphocytic leukemia patient with mono—allelic
deletion of the DLEU and RB1 genes. Mol Cytogenet. 2019 Jan 31;12:2. doi:
10. 1186/s13039-019-0417-5. PMID: 30733830; PMCID: PMC6357463.

[2] Ouillette P, Collins R, Shakhan S, Li J, Li C, Shedden K, Malek SN.
The prognostic significance of various 13ql4 deletions in chronic
lymphocytic leukemia. Clin Cancer Res. 2011 Nov 1;17(21):6778-90. doi:
10. 1158/1078-0432. CCR-11-0785. Epub 2011 Sep 2. PMID: 21890456; PMCID:
PMC3207001.

[3] Dal Bo M, Rossi FM, Rossi D, Deambrogi C, Bertoni F, Del Giudice I,
Palumbo G, Nanni M, Rinaldi A, Kwee I, Tissino E, Corradini G, Gozzetti
A, Cencini E, Ladetto M, Coletta AM, Luciano F, Bulian P, Pozzato G,
Laurenti L, Forconi F, Di Raimondo F, Marasca R, Del Poeta G, Gaidano G,
Foa R, Guarini A, Gattei V. 13ql4 deletion size and number of deleted cells
both influence prognosis in chronic lymphocytic leukemia. Genes
Chromosomes Cancer. 2011 Aug;50(8) :633-43. doi: 10. 1002/gcc. 20885. Epub

70



2011 May 11. PMID: 21563234.

(-B) MYC ZEFE#4t
VES A 400, 55— 2 7 e

(J\) TERC ZEFE#4
VEYAN 8 055 — & 1 S0

Enﬂ

(JL) PDGFRB Z& [ WA Ml 4R 4t

I, BRBERNA
12 P40 Bt A L% (Chronic Myelogenous Leukemia , CML) A& —Fpd i+ it

L0 AR T B Ik B AR VRO, AR IR T 2 20%-25% . 2 KRR
50 Z UL E NG, BERAN ST AEKEA K A, X2 AR E BN R

B, BB ENIE D, Jf HAedEd MR EE ST 8, SRR AL BITL,
Aoy ML EAEEE . T/ IMRATAZE K AT 524K (PDGFRB) & — RS2 K 28 1 il
TR, Re ettt . RS, EIRERKE . QB RSEA:

B R A EZ AR, SR IR R DA O

2. HéEHER
PDGFRB 3 [X] W7 24460 M 4R 1 5 B DA ZL (7% ' 43 T Fric. PDGFRB DNA X1, 37 ¥

23 370Kb R4 7% Y64 FFric PDGERB DNA [X 3 5° 3527 380Kb DLt W 354+,
A5 L 5 4 BB ok 87 R DR PR A 42328 HLAR o T PDGFRB 35 [R] Wi 2446 R 4y L €2
wIAE T R AR S R . E PR

3. ImREX
%R 1 FISH 2 W45 5] F T340t PDGFRB 35 [K] & 75 % A= 24 &2 5 fir, LA

M T8 R 2RI CALIR T U5 S AR S50 38l
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(+) BCL2/IGH ph&ZRIxEH

4. BRBRNA
MM E I A IM9% ( (chronic lymphocytic leukemia, CLL) , #&—Ffik

L 490 P e e 184 L 0 e PR, RSP TE BB RS . AR FRAE
S FABER B R A o A B R —FhZ v, LA DR AN A1 e o ALk R 41
J0 e B Ak 8 B Oy E SRR AE . T BCL2/IGH X € Xl 48 & AT DUAS: iy 9 ¢ 44
14432. 33 ALK TGH FERIAN 18¢21. 33 [X [ BCL2 K Sy . ¥ K i) TGH (Hsak
HFEPED A1 BCL2 (b 4HAtk 298 BRI A2 CLL A r 41 585 — i ey s WL 23 or
S

5. TetHR

BCL2/IGH mil& R RIREE, 32 22 AR (452 % 71 Fric BCL2 ¥ DNA X I 4%
565 THRic TGH 1) DNA IXICY#RES , A6 H T 40 A% 9 1 BCL2 A1 TGH 2 [A]
FEH A8 HoAb . IEH SO0 S BCL2 A1 TGH JE AR R AR A, 56 LMes T &
NABWANE OSSP NGOG S . GG EERN, SERNGLAE ST E
BB EOMEES.

3. mARENX

t (145 18) Zyfr K A= 85% I BEIE bk 8 (FLD S 1/3 (51 MEk 2583 (DL,
HWE#H 2. 16H 55 BCL2 MIH S AiE CLL FOr5IEE — i R W 5 4 5%
AR FI6YT 7 RIS PPN .
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(+—) BCR/ABL R &2 PR A I R4

1. WRERNE
18 20 i M 3 ML (Chronic Myelogenous Leukemia , CML) A& —Fhc i T it

L 24 360 PR S8 2 o o A A A MR, A IR T 240 o 20%-25% . 2 REFIR N
50 % UL N, HRE RN 27 A K E A B L 4E L, X G RTE B BE P 2R
B, EIESE ER G, RIS MRE A SY H, S EURA BT
B oL, RGeS, 11 BCR/ABL Rl B K — Pt 40 i 2R, AL T 9934
(¥ ABL ZE[K 5 67T 22q11 1) BCR E:PRAHE. 560, T2k 5 BCR-ABL3 Rl & K, &
FA IR SR s R PR IS 1, 7T DA R A K, 2 5 e b s 515 Sk
PR T, T B 1 A e R S 5

73



2. TEHER
BCR/ABL il & FE R MRS, LA A58 64 FFric ABL DNA [X 3 FlZk (4,

965 FHic BCR DNA XSO ERET , A 35 15 8 (] 3 40 o b ek o7 /) 5 IR e 2 2 32
H b, HT BCR/ABL fliA 2R N & ok Ye 15 5 R bt B B s = v . PR

13324568 33835683
PD-L1
0.59MB
Gen Chrop24.1 Tel

[ ABL (chr9q11.11-11.12)

23200080 3905239
B~ BCR (Chr22q11.22-11.23) BHR

0.70MB
Gen Chr0p24.1 Tel

3. wKREX
BCR/ABL & FE LR A2 28 DA ) P ok 4 e 14 11 9 (CML) b 540, A1k BA

BCR/ABL fift 5 22 PRUAS: U £ Gr I CMIL 635 7T I 48 AL [R1IR 7 2500 51 L ik
PARIR YT T3 SR B IR FEAN 5457 R PP A o
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S 40 B 5 I CLL
(—) BCR/ABL Rl & 2 PRR MR 4t
VRN RS SR IR L A 1 15
(=) ETV6 Z=HMWRRE
(=) CDKN2A R #R4

VEAIA A Lo+ 3

(PU) MYC B:(H R4t
AN ARG =5

(f) IGH H:H iR ERET
VEAIA 2R L5 = 2

(75) KMT2A (MLL) & BK] e 3 0 R4

1. BENA
MLL FERAL T 11 S5k (q23) , 7T HOX ZE[K Fiif, fmideH 2R A i IR

H LR, A0 M 0% 2 3 LT 2 R I o e R DR I 245 | AR 1) B R AR 2
PEE M W MLL @& 8 B s AR 2 —, JL N 3 AT-Hook 1 CxxC
PR EE R TR S E A4S A I DNA b, SN T, Sk, Qg H LT
BAAVERA IR I Bm . BilE S E 380 MLL-AF4, t (45 11) (q21; q23);
MLL-ENL, t (11; 19) (q23; P13. 3); MLL-AF6, t(6; 11) (q27; q23 &%, BAI{E
AN RV AL (R 2 1 o8 H ) A EEAS TS PR ML Rl 2 1 ks % T I R 2
BA R SR

2. HENEH
XU R GARED SREOEhc 57 U, A Ehnid 37 U, ALK MLL J&

1 EL
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m—CEP11

MLL

——
W= MLL (chr11g23.3)

Gen «—Chrl1q23.3— Tel

3. MIREX
MLL J: DA S HE 2 51 % Sk i, o A& 22 ) L 1 s A 248 & A28 19 T »
H 5 PR A FH PR EAIN MLL SERI B HE, A S B I A R AZ 1
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% R 1B B MM
(—) IGH R Wr3eEr

FRARA LB =5

(=) P53 ZEFE &
TR R WA /N
(=) 1q21 ZR MRS
1. BRERA
2R Ve BT PN B B (multiple myeloma, MM) , &k
TR, o I R G PR 1) 10%. FLARRAIE A B 7 o S 440 TG 1 B O 0 A K B

B B G e BR A o PRSI I A L T IR I AR B e S B R B
F 1 IR TR, I 22 5 i R 20 M 18 A A 22 e o SR B BR AR 1 il B2 B, DA
M50 28 PURIA . SORIEGY, FTM. SN IE . B DR 25— RANIGIRE
PR REARGR. HRFRZA 40 ZULE, BESLEZZ 2 1. m1s
QRSB T W Rtk i, 20N 1921 XIEBREE M S fiL .

2. TEHR
1q21 FERP BERIHRE:, FEPLAEZ G5 FFrid 1g21 DNA X IBCN#RE!,

2] 640Kb, i H TI4nMoZ N K 1q21 JEEFF 2438 B4 BT D13S319 DNA Fr
WX IBALTF 13914, R EA W E R, Aa5H gk h 228 /=4
Fe i, WEATR

3. IRRE X
121 B9 385 W IR R ARG, P2, BEEWIERE 1921 B mrl

FRNPE DU HE TN, 2 MMOA MIE e rp R SGBEB A% 2 A, B K
(bortezomib) 677 Ja BRI SR N 2 o I IREF ARSI Al F T XU 73 J2 B
MEALIRTT o
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(=) D13S25 H:HH LRt
PEA B

(L) D13S319 EFKMERES

. RERNSH
2R BT R M BE (multiple myeloma, MM) , &l 2% 44

P o 3 I ARG TR 1) 10% . FUARFAAE A2 5 A8 ¢ A 0 2 1 O it K
PTG ERER [ o MM SR AN AT i G A L Y2 IR AR R T B A R R
LI B A URR, B 2 o B SR 200 B 189 26 R 22 o [ G e BR AR 11 0 s 52 204, A
1 51 S 2 R . IR, TR RS IE . B IhREAR % — RAIR R R
WHSFBARER. GRFREZEA0ZLL, BSLEz g2 1. 1 13
FREBKE R (13g-) 75 M BF i RA . B WERIT R S AE RB1 £
73 D13S272 A1 D13S319 Xk, [At D13S319 F K44 vl #fi € 13q14 ) D13S319
X el Tk

2. HéEHHR
D13S319 & RS ERET, = Z DAL 56 7 Fhic D13S319 DNA [X 3 AR,

%3 204Kb, f#HFIE40H04% N 1 D13S319 LR F 514238 Hokb. D13S319 DNA #7id
XA T 13q14 b, B E R, Ao 5 HAh G AR5 e i 4 S8 72 AR 2% 1o
W E R~
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Q

B—D135319 (Chr13g14.2) 5060531 0805486
D135319

L]
0.20MB
Chrl13ql14.2

Gen

Tel

3. mKREX
Pk PRIk SR AS PR ET F] T D13S319 A7 s B H A . FISH 2 — Al

del (13q14) S DU iy #ERR R 5%, X 8B E 1R )T T SRR BB R 3

4. SHEIW

(LI GkmaR. B FHPREE RB1. D13S319. D13S325 Al 2 & VEE 8898 13q14 M)
WFoE[A]l. PAEES4s (Chinese Medical Association) . FAEEESTAEY) S %
PErr oy PARR P i T IR I R T 7 AR 2 B R N R AE )
5 IRRGURE 5 2 SR E B B DU Ji [ o i R o 2B ) S U AE AT 7 R 228 (4th
STCCMAC) HFR& e I 4% [C]. HF4EE <> (Chinese Medical Association). H4E
& A S e oy o R AR R 4, 2014 1.
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(73) RB1 ZEF R4

PEA L
(B) 1S MW B B MR RER
1. BBNH
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18 PR bR L P A IS (chronic lymphocytic leukemia, CLL) & — 7 R4
PRI T2 BETTT S 50 B A S Ik v B G BB PR, 2 IR A F oA /DN I E 4 A
SN L R At bk R 23 b e W R SR . CLL ZERRSE ABE R ey, Horp
SR L T M R . WIS W R AR >50 B, SCERRIE K AL
TN 6T~T2 % HIEIHAEENE, WET KA ERHTF,

XFF CLL FAG I, 385 2% ATM (11922. 3) « RB1 (13q14) « P53 (17p13. 1) |
D13S25(13q14. 3) « csp12 (12p11. 1-12q11. 1) BEAT UG JRAL A A A6

HH T CLL BT 2570 ) 2 2E0E A BLH Rl P53 HOmt 4 T, 1M
P53 DAJCH Ry BEDR ATM B 2RE SEUX — I To@e sz e, Bk, BA RdRjem
AR SR (1 B3 A A 9 0 JR AR DR FLR 97 AN Bk

2. BENA

Chrll
ATM 11:q22.3
=—————————

q223 '

ATM (11qg22.3)
Chr12
plll

CSP12 12:p11.1-ql1.1

- B

qlll
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CSP12 (12pl1. 1-12¢11. 1)

DI13S25 13:q143

D13S25 (13q14. 3)

P53 17:pl3.1

— N

P53 (17p13. )

RBI 13:ql4

— N
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3. SEIIR
(1] Rk, BAZERL. 1SPMEMREYE ARz ki AE T 3. WA 5Lk

2009 4 B 4 W
(2] BT, skER%E. EBEREYE A MEF F 1S HAN A &S H A8 bRl

KR M. BERES2 0 1 543 A5 4 4 55 9 M
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B R A B H SRS 1iE MDS

(—) bq ¥4t
1. BRERENAH

HHEN A 2R GAE (nyelodysplastic syndromes, MDS) &g i i +4H
JLFR — 2 D 1 i R v B VR, e R BE R A A SO B S E, RN TR
A MEVR TR AR MR A M ThREREE, i KUK ) SRR R I (AML) #%
oo 5q T Gt AR TR] BRI R AR 2 B B PR AR 25 S AE (MDS) Hodge o L Y 4 e 3 4 5
o WRR Bq B MDS BFH HA LAY RAE, X SRR S 0™ E RN T
MLFIRE 25490365 7 (AR U

2. WeHER
5q HEF, FER DB ER G FARID 5032-33 DNA XM SR (5267 14

1t 5q15 DNA X ICORAREL, - 4 o AZ N i CSFIR A TERT 28 [K /7 51) 2% 28 H b
FH T 008 2% 22 TR e B B ey R e v . R BT

3+ ImRE X
5q KGR A AML A1 MDS Hf il I EHEH. 5 5 etk 3 40 5 53607

FHISHT MDS 7 40% LA BTG AR . 5q WESHILGRE (5931-q33) HiI T 10-15%
HIMDS B rh, WUSEUTF. 5 SRARZREER 2000 “F WHO i 5 —Mph Sz ) 737
KR, wHBFEZ, WUEEE. RN 5q BRIAN p53 J A (1 J A 1 i 86
7 507 RN HEE L
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(=) Tq B4
1. BRBERNA

eI AR B 2R A E (myelodysplastic syndromes, MDS) s& YR T-i& T4
JRL P —2H 55 o PR e AR S P R, R R R R SR B e, RN TR
WAL HMEVE PR AR . G T ReREsE, XU A Sk RE R B (AML) #%
oo Tq TR AR TR BRI G AR 2 B B B AR 25 A 1E (MDS) H B % LI B tadk 57
o BRI Tq 1) MDS BEE R R H AR R, HEGAMRELs) .
PRI R AR B AR 5 1S SR YT ONAR R .

2, TR
Tq WREF, FERUIBMORIG TARE 7q31 DNA XA S0 e TR 7

TR LR DO RS, 8 S g AR Y SRR e B AN A 220 X IR A2 B
A, R RS R . A PR

3. KRR X
R T S QORI R R B Tq BRI MDS ISR, 4

KT 5-10%AML (M4 JZ M6) £ 15%1 A\ MDS. 40%) L MDS A 50%-5 V577 FH 5%
() AML/MDS; KEB 738Ky Tq B q11-22 A1 q31-36 X3, R8Iz . KRR
JR R AR AT BEIR AR B IR S R, N Tk R . R T 2 I AR A TR AR R
(YR YT BT FISH BEAT RIS Hva 7 J7 R ik % B 2
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(=) 20q B4+
1. BRERENAH

HHEN A 2R GAIE (nyelodysplastic syndromes, MDS) f& g it I +4H
JLFR — 2 D 1 i R v B VR, e R BE R A A SO B S E, RN TR
M MEVR TR AR MR« A M T RERER, i KUK ) SRR R I (AML) #%
o 20q Zett BRI MDS B3 TS B, HomtEani-Fie, B amwmR1,

HRA A AR
2. HEHER
Tq ¥REF, FEREULA ARG/ THric 20912 DNA X3 94R%l, £ 352Kb, i

5 1A S 20 M 0 A 9 (R L A P B 2 52 T, DRI R A R e .
IS

3. ImREX

FFRARITRAE M B E R FISH 4510 2, EHEAR PRI 7%, 20q
H IR ER 2R LT MPD/MDS (4%) /AML (1%) S, TEELF, HH 20q12 fHrh
DXI R 2R W T MPD A MDS o PRI, B Aaz B 43 A xf = MDS (932 W A J 40
HA#EEE L.
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(J9) XY Pk -8Rt
1. WRERNA

HHE A 7 55 1E (myelodysplastic syndromes, MDS) 2 il ¥ I -4
JRL ) — 2L S o R S B I, R B R M A RO B R, RN TG RL
I HMEYAVE AR DD | i ML T R, AR ) SV RE R LR (AML) A%
o Geti i i e A2 MDS IR —, 0 SR I XY Jetadd. 1T XY Byt it HoR
Bf (CSPX. CSPY) JH Al XY Jett ik 2 54 7 h

2. HEHER
XY Jett it BoREr, EE DB T Al X Jefufk Xpll. 1-q11. 1 X35

MERETOCTHRC Y Jetifk Yal2 NEREr. 1T CSPX. CSPY 2R a PR Y
A, HUIEEA R RRRE, As 5 ARG O XA Ak . W s

3. IREX

XY et R Re e 50 T E 2 XImEEE N o« TEFISES,
AT Ge AR I H 53 o AR BT AR I 235 SR T 1k e o AR I PR B B S
S0 L Y5 RS AR U CML/AML/MPD/CLL/MDS S A A B 2 PO 07 a0 1k
AR} IR E A AN Niab: e i S
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=, R ER

(—) EBV ZERy WL

1. BRERNA
TR -E/RINEE  (EBV) & — P B0 2, 8 T 5 5K

5, HACIUEI B 4k AR 2 RF I . BBV ZERI A gWAD 1 — &R 515 & Fil
PURTEAr T 15 5 A5 AR AN A B R 7 AH ELAE F =, AT EBV By AF
FEEAY, . Attt PR 90% ) N E# 32 3 EBV B 2% BB AR IR s . EBV B 5 ) LFH ik £
AEIR A IS, ALFEARAD NK/T 400k 098 (ENKTCL) | 2Rk 298 (BL) .
FEATEWEE (HL) AU e 4000 T 40 Mbk B8 (ATTL) S . B2
TR, A% AN 0 22 0E B B B G B PRI 2 DA K

2. HEHER
B BT A H) EBV i [K a=3E4T 4238, 4R %A biotin &1, & H DAB & (A,

3. ImREX

B EBV AH DGR B8 () A0 UG, e M3 RAE. Sl IR R
(P12 o E SR BERE 1M T, BRI RAE SN A I B 4Hf T, SPmik. 2R
1M, ERZEDIRERERG B v, 0 25 1 S I 22 5 52 24015, B 2 1 B 4 ik
e 7 EBV, 1% 8 0] FEUR LG I o KLY 1%-20% RS 52 E AERSHE f5 1
SR LUK AR JE i S e #E B (PTLD) , e 2 90%H 9 51y EBV [H
Yo 55— AT L, 308 B iR R B XU 3 N 1 60 1%, 78 Sk 25 /8%
P g B A LT B B 8 A e AEEE & Sk LR &R & BBV BHM: . H AT X EBV B4
MR = T RCE E IR R 2 . FEIE 25 801E, Be/> EBV MRS HER:, (H
ANBE L Gu A FRAZ A 1G22 R RRER , X0 S 2 R e 8 5 (1) EBV b LR V697
Tehs
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. FERrisH
PERTR AR E R B (SORBALAA, FISH)

(—) P=Rird

1. ARk

SGNRE Ry SR B SaeN L 4 S R iRl Wil

YLiEAFR: FISH kit for the detection of chromosome numbers in prenatal

diagnosis

2. B
3. FEETRIINT R

AR LU OLE, AT R A ARG & 1 A -
(1) =10 R AE R 5080 O3 B AR
(2) AFAERIAE AR SR B 5 . SR T 10 A% 03 5 S 2 8 R B X IR 52
(3) MEYRGIE 1 BUBEIRp . S W
(D BRETHY . WitE. AEEESFA RS HEYR™ 0
(5) BHFAEIT SR IIE DL
(6) P42 3 A H JE s B A R BUR )L™ B
(7D ZAsERe . ML 5 0 25 OB P A A R UL R T e ik = Ak = e AT
4. EREFIH
A LAPEREYR 16 J8 A2 A AT B RUOR, P DAFEGE YR 9-11 J Iy kAT 95 BB
SRBHRER I . B A E KT 13 5. 18 5. 21 5. X M Y JaiRs
HE R, N7 5 Qe G R A PR R 2 W SRS .
5. RIUER FEA
21 SYik =4k (Down ZEEAE) . 18 Stk =4k (Edward Z&E) -

13 S Yefifhk =K (Patau Z545E) « XO (Turner ZEE%E) « XXY (Klinefelter
ZEEORE) o XXX K XYY &5 7 FhstfEvgn, FERHTAK 215, 18 5.
135, X & Y Y045 E BEmSs. A= 5322 TR 2 K40 i g 21

Ty 185, 135, X JK Y kg B R E AR B R, EEAR:
(1) 21 SHMEIAE=1k (Down ZZE%E)
21 =ARE R R4S 5E (Down syndrome (DS)) , F&H— 2 ZMAMA GOk =

AR, XSRS G O ARBE IS AR IC A 21 5, DPIAEIG R R A X PG DL FR
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21 =Mk X —ME WG AR BRIE R, S W A D HEA — R Tk
B2, KL 700 28 Lt A — N B XMERIG, BFRERER. H IREEEAE
RAZGRERWAERAG R, BHidE, I TERRKEAT BN EERR,; 21
QLA S A =R S kG 3 MR, N 21921 —21q22. 3 HIXAS
DR RR 5 QLR G R B X 3 (DCR) «

(2) 18 BYefath={k (Edward Z&%E)
18 ZAKZELE, Zfltk K4EA1F (Edward syndrome) , s&H FAMEAZ —2%% 18

THEAGIER. FERATHAEZIL, HERAEREN 1/6000 2 1/8000. H#F
KR E R T, REBZ, A LNk a8, PR 228 BE, 90%
HONERTE, DL RIRR S R W, HAh G by BRI Sk S E R S . 18
SARERAE AR AL A AN MR RS R 18 SR AR B,
I 90 % HEIR T BET, BN B K2 RAETE N Tk 24 11 1, 520400 A .
RAX B B LAy — MR, RA 5-10%H 2 Lidd 7 —% .
(3) 13 SRAk=4k (Patau LFAIE)

13 ZAREEEE, XM FELEAE (Patau syndrome) , & — R A H LI G

CRIR AP o BT A L R % 5 1/25000, FF5 — PRk ) e i il 7 2
MR B BRAF I 7 AT . RBEAE WG RISET:, HAT 6-12%& Patau Z8 6
RE B LRETE L — %, JL AR PR I B 4522 3 ol A i L 1 2 2 SR A R 2 AL
PIINAR Sk B8Rty /INIRER 15 2855 22 AR N RFAIE s R A ™ SN 57
FRPEOIER . BIER. BEER & AR, HARREE Y Down ZR80E. K
29 90%f 13 =42 T BHAIE 2 2 T BN BIE R, e BER il
R, OE 7S IR P 51k .

(4) X0 (Turner ZE&%E)
Turner ZE&%E (Turner syndrome) WFNEKRIMEINE K BT A ELEIE, &

BN NS AR B R 2 — o BT AR W A h it = — 2% x

PR FTEL WIR B W T L. Turner LA MBI E 2R, iR
WAL AT 73 4 28 45, X B4R, REA, X ROk, S0 Y ik
BRI T Y Qe AR B 80% 8 I Y UL AL o T R 45, X B . 1% a2
ME— AR S BTG I e A B N, ORI A0 1/2000~1/2500 W57 2082 o 1%
IR PRAHIE F BRI MIB /AN K&, REAR. RRIEHE, Rk
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IXARRRAEan 2 e . i ANEI A .
(5) XXY (Klinefelter 4F&iE)
Klinefelter Z¢&4E ( Klinefelter Syndrome) X ¥ RMHE2AKEA L,

FERRH WL — B e G AR AR RSB A0, R S5 AN B SR B L I I8 A 2 R
o VI R T O R RS TSR R AN ) B USRS O AE AT 2 43 RN AN
OB, MG ILE H—5% X Qefufk. e M4 )L R #2524 1/1000,
I G O ARIZ T . 47, XXY, AR 46, XY/47, XXYo ASiHRF RUR BN 2 1
AN, BEAERE S 5B MRER B A2 Toks 1 KR A MR Ve SR 1

o
A,

(6) XXX

XXX ZREREHARA X3 A RE " B RERELR G, P i LA X G i
W . IR IR AN 1/1000-1/2000, =EZ REAREE I A SELNIAE 55 — K5
FORBUE I, VEREME LRI, RECEAIER ALY XX 1 INgE, HAE
FEARRE R AON X Mk T45 6, PR ECN XXX & T BRI TS
MTESE R o Z0REUE W, MY RaE 2 R TF, SRR A RAN XX 1A
T GREEFAAEMIER FERADN X (PR &, PRAERER AL XXX A F. H
I PR FE R B A A 38 PP R A s IRBESE . TR B A4 S K B
%, HZHEHERMNEERIMETBLAEERET.
(7) XYY

XYY ZEGE (XYY syndrome) X 44 YY LA AF sl MELE G0, "B At —FhPE gL
A CREIE, IR A D B AR 309 1/750-1/15000. FERKINR
(R0 FE A PRI Sy 2T s Gt AR AN 7 BUERS T W 2% Y Ge itk RN 120 1 AIgR
ToG, MZREIAEEM S Y J R TS HIGRRER I M K, DLk 7
& SMEATAL AR MERE. 5E. @A EFERT, LR
I 5 TR AR AL 2 TG AN R BUAE RO A

=

anp

6. RIFEE

WAL 24 AE (Fluorescence in situ hybridization, FISH) f&ir4ER7ES
T2 B35 A 2 AT R R AL SR ) — P 7 v, e AT ARSI ) LS €k S 1 1 n
FRK . FISH BEAR T PR iC MR S I S IR BUE iR, S5k,
I PR B ZH 2R r (R B e HR RS E AN 0T S AT 52, i 580 Rk, XfF

93



) DNA FEAT 5E 1 BOAHOT RE AL 23 AT o AR H AT I PR IR 22 T 7T, G (AR 7 Rty 28
95% & T 21 5. 18 5. 135, X, V Qe fhdp B4 H g . A
TR 8 22 R e AR ¥ FISH PRodas = 15 28 R S5 i) FE RS f5 A . sd i 28
PRI KAIME, Sk — RPITALEL LG f5, RIEHAT SO0 R A 228358, FF
PG e W AT 45 SR T TR T . BTSRRI, FISH ARIIX £ ge o g
T3 R R U SR RSB TE 99% DA L.

7. MREX
AL F 2 W AT DL ZA A R B S S R ki) LI R 2200, ARt —

AW, MR PR, EFEE I HLEETE AR YT T AR VRN,
REMS MBI ANIGIE S . M0 FISH EE AR ZFRIA S 24-48 /Nf A, L2 L/ BT RTU
S SE R, XGAFE T RFEANS W Z [A] RIS R TRV RES s DR IHE 55 S e S SR AR PR 7 1T
2t BAT BB (B X I AR (ARSI 5k P AN ] S KK A A 1 Wi PR = 2 A 4 [
RFISTH]

48

8. FEHRBS
REF 245 pricfr B 5t A= ]
LSI21 22 i T DNA PREHRT A 1 e A AR
21q22. 13-¢22. 2
CEP18 D18Z1a T DNA #R%t, sEAL T 18pll. 1-qll. 1 | EkERAT
LSI13 25 it DNA PRET 8 A T-PU I B BEAR PR SR DR 1Y) | Rt
13q14
CEPX DXZ1a A DNA 84t E LT Xpll. 1-ql1. 1 SRR
CEPY DYZ3 a A& DNA #REHEf T Ypll. 1-qll. 1 AR S
PREF G HR
REr Excitation Emission
Peak FWHM Peak FWHM
SpectrumOrange | 559 38 588 48
SpectrumGreen | 497 30 524 56
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SpectrumAqua 433 53 480 55

DAPI 367 61 452 92

0. REREL IR A

(D) WAE 4R —20C 30 BB, P2 S ROIN B 2 He— s
BT FEELR, 24 /NRETTEE 2 8O, AEREAE: (B S HOR A
WA EIIFE 24 /N RAREETE —20°C +3°CHEG. BEET: AR S HE. 4
V5 U R BRI SRR

(2) HEREEB: WP AR,

(3) FERATRON: WP RRA.

10 ERXE

(1 RIS ZOCERMEE, Pt 7t R ric B e 10X B, 10X,
40 X Pz Al 100 X TR -

(2) RIGURL: AT &k FH Cy3-DUTP #8401 79% )+ Fluorescein—DUTP 4t
G DAPT Wi 0 OGHEAT AR, AU A P PR T B 1) i€ by ZEL A6 S0 v 1 Aot i
PRI BE T HEVEARTE O, DAE e 5 AR 56 SRR & S B8 4.

11, FEARER
(1) FEWEERAEMIREA 5-10m] H ARG EEFRE/KH T FISH S2¥ 8% A HiI1E

(2) WEGFEAT e AN ) SRR AS N G REAR I 4R Y5 2, AR Lk itk
A RE AL AR P P BB B A 25 2R s ARSIt - Kol KA B 0T
VeJE, MAM R A BRI R, SRR ST

(3) WAEMISF/KFEARRLTGE SIS HIALB], ANZER .

(4) FEARE AR IR RS R, AT AT 4CUKE, ANREGRAF .

(2D BT
Fit e ekt A% e 1)
1. 20XSSC, pH5. 3

Al A E LA, WA EATERE, B R
1) 20XSSC: FALHN 88g. FriFIREN 44g. BB T/K 400ml, =FIREIFEITVEME,
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FILT 12M HC1 875 pHAE# 5.3, HEET/KER R 500ml, &K KHE.
2) 2XSSC: K% 50ml, 20XSSC (pH5.3) 10ml, . ZE 77K 40ml, JRAIEIHTY
PH % 7.0£0. 2
TR fERANE 2-8CHEifr. TRAFHAE T 6 ANH, 2 IR ES 4
SRS
2. HEE/IKZRRE R (3:1) : BERIA

B Anl: WEEJEW 3ml. UK CRRIEH 1ml, VRS, FFE&H. dE: HE
Gk, HAESGTESAEERIEIEIREGY); K ORIBREEDS, A RSk,
AP B 1) [ 9 B 75 7 38 SR 34T
3. ZEBEWRE (710% 8. 85% ZEE. 100% Z.EE)

¥ 700m1. 850ml Jo/K ZBER KB F K ARG RE A 1L, [ AR 2-8°C g7
R WGECH] 1A S B IR i B e R S .
4. BJEEE B (0.005g / 5ml Hank’s BSS)

FREUR 5 G B (SIGMA (6885) 5mg, Fl 5ml Hank’ s BSS V& IAM#, 37°C #i
PHER 1 /N, 4CRER, JERLIEEE, -20°C R
5, VRBRREC )T : & FN 500ml
1) 0. 3%NP40/0. 4xSSC: 10ml 20XSSC . 490ml ddH20. 1.5 ml NP40, J&2JJ5 M
HTPH & 7.5, 4CLR¥F. ZIAFIHTRZFHE — KM, & 72°C ik,
2) 0. 1%NP40/2xSSC: 50ml 20XSSC . 450ml ddH20. 0.5 ml NP40, J&AJJ5 i
PH % 7.5, 4°CIRfE. ZAH T8 Zkselt, =IREPn].
6. KC1 ¥ (0.075 M KC1)
KC1 2.795g, £E 7K 300ml
7. 100ng/ml FJ RNase A
1) il RNase A i f7¥ W (1 mg/ml) = ¥f# 0. 001gRNase A T- Iml 2XSSC (pH
7.0) 1, Fih 10min, BWEIERE, -20CHHEMF.
2) Fii RNase A TAEIEW (100Kg/ml) : HL 10011 RNase A fifZiAW (1mg/ml)
F 90011 2XSSC (pH 7.0) ™, JBA, —20°CHr%:fkfs
8. HC1 HyBCHI
1) IMHCL: ¥ HC1 8.2ml, £BEF/K 80ml, HEETF/KEAZE 100ml, =ik
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17
2) 0. 1M HC1: H{ 5ml IM HCI, MNZET/KEZRZE 50ml
3) 0.01M HCI: HX 0.4ml IM HC1, hn:EF/KEAZE 40ml.
HE: WUIECH] 1 ADHEREFE, 25l LR I es e 51
9, 20mg/ml KB EBEBEEFER
HifR 20mg BEANE (Sigma, P7000) T 1ml EHE/KH, & 15min, &
HEER, —20CHEEF
10 Z&ASHHI &
Lul #R%F DNA, 0.5ul cot1DNA, 0.5ul k5 DNA, 1lul 20xSSC, 5ul HEEA%,
2ul HIEEPE (40%) , IBAIE

AT ERER
1. 5-10ml E/KLE 1200rpm FESLr 10 min 5, £ EjE. FH 1.5-5ml KJEE B

(0.005g/5ml Hank’ s BSS) EH7IKIT 240l .

2. B 37TC/KAEF 20 min.

3+ 1000rpm &> 10 min, 2 13E, B0 2-5ml KC1 fIRIB¥ER (KC1 (KRB VA WAE
FRIAE 37°C Kl 30 min) HEFIWITBIR4M, B 37C/KBMTIRE
20min,

4. 21800 2 ml FEEW (HEE : KO 3: 1) TilEd, w’A.

5. 1000rpm &0» 10 min, % EBif, BEBEWET BRI, =ik FZEMA 5ml [
TR (HFEE - KA 3:1) [EE 10 min.

6. 1000rpm B5.0» 10 min, % BiF, REWRITEFAM, =R FHEEMA bnl
EWR (HEE : UKATR 3:1) [EH5E 10min.

W &AL EE P
1. BRI H40M, 1000rpm B0 10 min, F£ EiEZEJFAARN 1/50 5% 1/100

AR (Bt JEEE KRN 2ml, 8 YRR (] € AR O 40-5011) .

2+ T I EHTVAT B A, A BRSO ORYE B O SR B
iNE-e=9)

3. ET 56 CHUARPZA TN 20min BUER NLACEB . GE: ZBTH]
FERIR N ORAF 2 i, BfE-20CHERAF—HD .
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4. RKPJTET 2XSSC (pH 7.0) W H, 65°CA&JT 30min.  (JE: 2XSSCAHH]
il 7 PR 60°C)H

B BB KK E T--20°C T ¥ T0% 2B 85% LFEH, 100% LFE# 2 min I
Ko BTSN, WA BAH dd KBRS e — IR

6. &M FISH #AEDIRIEAT FISH SLi.

FISH #1E0 2R

FISHREF A N IAB IR A . 2458 Ak G BR ik Fngs Sabr B4
1. A TG, NIRRT 2428 (I 3R] TIIE Y 4238 ¥ HH AN in Cy3-DUTP
2Lt YRl AT Fluorescein-DUTP Zg 49kl % 0. 501 YRS N AHXT I 51494 0. 511) 5
FASM AT INFE RS B (Bnm X 5nm) ARSI N 4-501 BIRT, i 54 56 3% 7 o
FETH P AL

T s 238 BT ) Cy3—DUTP 1 Fluorescein-DUTP Sk} 75 AL RS 28 B 8 L 4B,
2. FIRE A REATE Y (RESE) , BT 82°C&M 10min.

3. KB A BT AT, 37T°CHR A4 2-3h B AT

4. JRALEE R, FE RN, 8 PR 0. 3%NP40/0. 4xSSC, T2°CIRIfL
4min.

5. EEFIA 0. 1%NP40/2xSSC, FIIR L 4ming I dd AKPH¥Es F .

6. DAPI Juf 1min, F 100% CERESRSHIET, BT H 50% H iE Mgz,

7. FISH &l & 574

FISH &5 R %2

1. HWibsE -

1) BEVLTHE A (/014 50 M) -

2) v 90% LA b i B o IR AT S RN HE s IR FEAR
3) A 60%LA I 4Hif tH BLS HAS 5 2R BRI 9 e AR
4) FETCFEPIRTING KR 100 DML, DLAIBTR G 4558 .

2 WHRRFRE: Jetofk=1k.

D IR AR A B AR EE S % 2

2) AL
ARG 58 3, SOESN 2, Fox 2l SROAR=14;
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GofE5 N3, ABES5 N2, Ron 13 SROAK=1IK,
atafE5 83, SES N3, Row 2l 5 13 S EfRER =14k,
EFH A 2. CSP 18 / CSP X / CSP Y Fricgith: Kif/&f/40

3. BRRERAEL. 18 5YmiR=4K, X B0 Y JetafiERE1k,

1) IEH 4

PHERAE G P RIEAES 20, 2O ES58E5% 114,
LA A R RIS ST 2, 5T 2.

wfEs gtufzs ARG =R=2 S
Bk 3 1 1 18 5 =4k
2 2 1 XXY
2 1 2 XYY
L 3 2 0 18 2 =1k
2 1 0 X0
2 3 0 XXX
4. PHMEHIMHME

D HREMA 1 GLP 13 / GLP 21, IEF AN L% - 40 6 R Gt (5 545 2
A

2) HEHAA 2: CSP 18 / CSP X / CSP Y, Sk IEH BAN W IANNRL 1 €2
EE A, AAKSEEREESE 1A L ER AR bR A

2, ZfEs 21

(=) KRRt REEFEI

F= i TERR TR bR
1. 4h3

GLP 13 / GLP 21 #REHERS VG 12 AR (iR, CSP18 / CSPX / CSPY
REF RSN PETE 33 IR Ol s ARS8 R N VTR « 38 W I RS AR R
(NS
2. RGFEMNEZHREFNETEE

N ST A S TRETE SN ] bk T 28 e B = 7K At i P 38 R HH AR BR mT B Y

HR AR A5 5
3. POCIRALZRRET REAINT (FEH 1 Mk C 20 o 193 73 2R G ik A7)
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P JFAL AT PREH UM

1) GLP 13 / GLP 21 RIGFEAIFRZ LBk

G314 50 AN A 24 T 100 2% 13 S 4k, /A 98 4% (98%) Ban— M4k
RGMES (DLEU 2 f750) + 707 50 AR o2 100 2% 21 4Ltk M
Z/0H 98 % (98%) HoR—AMLLEAUIE(ES (DSCR2 A1) .

2) CSP18 / CSPX / CSPY BtJREALIRATIREMBURME:

S3HT 50 AR 2R 100 2% 18 S 4L fdk, MiE/AE 98 4% (98%) R —MiE
ORIET BELRALRD + 0 HTIER B 50 A5 24 100 & PEQL Ak,
NZEDA 49 % (98%) R —ANGRETOLES (X ks 2hfii) , HNE
D49 % (98%) B —MLOTONES (Y BtiE 220 1D o

4, RFEA A HEH e
1) GLP 13 / GLP 21 RIGJEAZATHEH e Rtk

SrHT 50 AN 100 2% 13 S tafk, REAAT 98 % (98%) AL H 13
SYLEARK) DLEU 2 A7 434 50 A 240 100 5% 21 SH R, RiE
DA 98 4% (98%) Z4AcF 21 5 YLk DSCR 2 £ 4.

2) CSP18 / CSPX / CSPY WYGJRALZATHREH G4

3T 50 AR ZLAH R 100 5% 18 S YLk, RiF/DAT 98 5% (98%) JRAZH| 18
SR 2R AL S T IEH B 50 SR AR 100 PRk, N
Z/0H 49 5% (98%) FRAZE X Yt i L hihr i, HA/DAF 49 5% (98%) H4%8
ES| N SR UNEOE SEE% TR DA

N

~

5. RIEJRAL FATHRET N0 37K 40 Bk 90 25 4tk ) Wt
1) GLP 13 / GLP 21 %GR AL 2% 22 FRE R 1 5 N 2E /K 4 A Rt 0 Wi

SHT 4 BIIEH NF/KAM, 5 GLP 13 / GLP 21 WG R A A EH 40 m, T
2 /N DLEU 2 A7 A455 2 2 A DSCR2 Air sS4 5 f 40 i 55 % AN T+ 90%.

2) CSP18 / CSPX / CSPY ZRIGJEA A AT HRAET A I 1E 5 N 3 7K 41 M A R ik 4 W
B 4 B IE® NEKG00, 5 CSP18 / CSPX / CSPY WRIGJRA 24 A8 R ET 248 ) »
BN 24N 18 SRR, 2 A X Qi fh (M) B 1A X Gethfi, 1/ Y Betafk (5
YD A& LR 5 M4 S AT 90%,
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6. ROCIRAL I IREH R B 3 7K 40 A 0 A e

1) GLP 13/GLP 21 %G ARATHREH M 13 T 4L tfk =4kal 21 T4k =1k
SR KGN PRI 20 0 bT 2 B 13 S YLtk = R B KA, oR 3
AN DLEU2 7 4545 5 AT LB S AME T 60%; 2 /043HT 2 ] 21 S etk =k iz
FRGHAR, R 3 AN DSCR2 A7 545 5 A B RAME T 60%.

2) CSP18/CSPX/CSPY %GR AL A AT HRE A 18 5 et ik = (Rl Y o i H 5+
B SRR AN M A R 2D 4T 2 41 18 S g R = AR R KA, R
3 NE L RE S AR EN AR T 60%; Z/ 0047 2 61 X Yt th S5 B 2K 4l
Mo, SoRSEE (ZhE: 47, XXX 845, X0, Bk 47, XXY) 40BN AT
60%; A/ 2 B Y Ytk Fon RA SR K, WORRE (47, XYY) FI4HAREL
FLIAMIE T 60%,

7. Bk
WFE 3TCHE 7 REUEARIHAR, A= i HEaefabr .

ERHER
Iy KL AKURHEAE AR £ EDTA (b a3t B EDTA & — Rl BRI

B, (Y S P T A B T

2. EERBEBEBE RIS, (%A RE 1XPBS, LAB1EH UL E S
B E K.

3. TS A BRI A E B RIS R A A BRAE =R R ORAT 3 . SR TR A4,
75 B F-20°C B LA H

4. FETHVES R, SR P LA AR AR, 75U I )

5. AACIREH, REMBIHTFE, LSRR, B s a

6 F 32 AT FH R0 S 2 IR L

Ty RN RFI: THE M L AU B TE (S T B AT AR s A
550 (9 DX Sl RO 200 A 5 B AN T B B B T SRR S OIS 5 4 T 1 DX S A
BT

| i A fig Ty

B | WARIERTEOA TR TS | BB IRANTOK LR, R ATk
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by BT
o | AR R FE B 2 4] 2 Y 4 P = 38 ) ¥
SR | HUESE AR | SO R R P IR (R A K 10 4y
BA IR R h
BT Pl ANTE 4y PR e VA% R A 358 B 1
T PR P pH A R I E T 15
BEHEF, BEENKDE
BRIRIBAE FH I TR R B OR o FRBE eI R 2-8 Chti A7, e 7 K
A IER AT JE B 2 A (DR TN 7
HB IR 3-7 RG4S E S
BAR 7 R P e T pH {BLIX 3 7. 0-8. 0
TE T LA A I 214 30 SR DAY 55 15 Ok
T | bR EA TS BRI 38 N i 25 37 AR HH 2 P R P A
5 T3E1C; K BVERRETHE 74°Cs B
5 FEAR PER AP IRV I B FE K 2-4 434k
o | AR PERTRR AR R ) A U TS IR RTIR bR AR 4% HH O ) R 2
5| RESINERE W HIPRENR G0, EHRE o iR, B
Kl VARG IAR, FHEREL
B | BREE ARG ECETRET | BEERYATIRG R, EE L
55 REE AT iR &

AT R REAS LA

208 et Y R B R (1 AR B DL RAIE
REHR VIR U IR 0 DRAS W s R R HE
il 5 I DR 2 58 G P RUIRE R 78 00 FFE 3

=i, BRWAT.

PREF M 755

B ORIRETALVE KIS M IR 1L B 732 1°C,
ARVES [RIE 2] 5 73

RET AV J e SR N )
FEACHE [X 45k

AR EVITINE BT AT, HiREr £ ORE
Sl RS L8

a8 AR AW AR N 73+ 1°C/KIBFE
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e EY H S S B BT 45-50°C (B IR 3 B N A
A

PRAB EARAHE ST IRK

R

TREHIR SN Ja N S B 52 37 A 7 H
PRIXH BEATVRERIS, — IR R RERS R — 5K
Fr BRI B, I BAERSER B 5Kk RS2 B
BB RGBT

ARSI HE BN A IR

TR B I B vl RE TR S AR T, AT
Jis DAME 5 <

SRR

yid

T DRI ST 238 A2 0L PR TR AT 8E s A5 B IR
df P 7] P G T AR 0, TR AR AT I 1]

Ve BRI 2R AN I

BA DR 2 1 i U B P EOR IC AR e s R R
VeI B B el 2D BRI IR 1 5 1
DRI BE VAT pH THRSIEHERS s B IR AN Tl
AT 5 # I T

REF BUFRAS B fifi A7 AN 1

F R AR BARET 20 CEE (AT R
B TG BT -20°C KAk iR a0
HORAE s BRI BT 20 CROGIRTE
TRAF I ZL L 6 AN H

B YT AR

BEEIA, B 2XSSC/0. 1%NP-40

R il YN TP IR 5 . B RIKE T

70% . 85% 11 100% I L BRI % 1 3
BEATBR LK . BART IR 5 SR n &
Sl

& | WENRSYIECHIA Y B ORIRAET TR B A e R U B I )

T R Y DR A B AR EE D 42°C 5 W IR AR AL 2%

iy TR AR IE

oo | BRI AR M — R 2 e 4 TR B . B IR DR

M G A I D VR P Ak B BT SR )

{1iS I
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ARl inE B UR(iS

TR T 32 B 5 B S I 1
VERL:SSC IR FE R, HMERZ . NP-40 3R ER
A AT B R R

2 B E ¥ W

rzt:

55

R SuR BEumyh, =R THBET 2X8sC/
0. 1%NP-40 Pyl iR i 5 738k I K IK
BT 70%. 85% 1 100% ) LB H 4 1
S PR AT R B K S R G

YT P iR HAAF R FE R e A E gt ig,

ANPUEE K5I R G Ja 1 A

SRR IH B G

fify R 2 G451-20 CREE RAF s BAIR B GLHIR

R
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