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[HZE] K HEIPO6IEN 2238 (FISH) H AR KM £ % VB B0 M8 5 U IR S0 I IR M (. F73k: 180
FISH R, RH 5 FikE S DNA BREFR 20 6] 2 & M 65s (MM) BE kS5, JF5 % BAI AL 2= bt
ZEOLIAL. R FISH R 20 6l MM B T 18 Bl IR R TR, SRR 90%, o 14932 517 65%
(13/20), del(13q14) FHHEF N 55% (11/20), 1921 FH 25% (5/20), ps3 BHMER 15% (3/20). H HLYUL (RS> Hr
K HPRAR 15% (3/20). £518: del(13q14) il 14932 Hy i MM B4 fe i LAY Y IR 25 . FISH HUAE G e ok
Kt AR T 5, I Al MM S PAS B9 — 0 bR
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Detection of chromosomal aberrations in multiple myeloma
with fluorescence in situ hybridization

CAO Pengfeil, CHEN Fangpingl, CHEN Ye’

(1. Department of Hematology, Xiangya Hospital, Changsha 410008; 2. Department of Clinical Laboratory,
Xiangya School Medicine, Central South University, Changsha 410078, China)

ABSTRACT Objective: To detect of chromosomal abnormalities in multiple myeloma (MM) patients with
fluorescence in situ hybridization (FISH).
Methods: FISH was performed in 20 MM patients using S specific DNA probes. The difference in
chromosomal abnormalities was compared by FISH and other routine cytogenetic tests.
Results: Eighteen of the 20 patients showed chromosomal abnormalities (90%). The positive
rates of t(14q32), del(13q14), dup(1q21), and pS3 gene were 65% (13 in 20), 55% (11 in 20),
25% (51in 20), and 15%(3 in 20), respectively. The abnormal rate of the conventional chromosome
examination was 15% only.
Conclusion: FISH is more sensitive than traditional chromosomal tests and can be used as an index
in prognostic evaluation for MM. Del(13q14) and t(14q32) are the most common chromosomal

abnormalities in MM patients.
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Z KB B8 (multiple myeloma, MM) f&LLH
i P I A L P 8 R S AR R A AR 1 e
i, B KROLEIAR e W], WAL T 58 42 2%
fERAR, UG 22 SARK Mo AR K B At i T
WALAER IR, BT P RIULT BT A I MM 34
AR O S HRSAE, JF R IX e @A R 5
MM Y SSRHL 7330 b US55 07 A S VTR SE &
H T IR A M AT 2203 SRR RUIG,  LA S — S8 iR
ORAFTE RN B R, W AN 33 1 27 5 A
REASIN 2] 25%~35% B FFAESH AL o 1) 9E
JEIRNL A A EAR (FISH) el I CC Bkbg, KR HE
T RS AG H%  ARBIFSE R T FISH
BOARMN s FhoRe S PR L DR BT XS 20 191] MM 8 04T %
[GREN 7R S TS IR e S e DA R
PR S PR IC R

1 X&REFIE

1.1 W&

4 20 1978 MM B &R 2007 4E 1
22009 4F 12 e REMAEEBLIZ B 112 &
fEBe B, HrH 134, 276, 4 4786 (61£7.9)
B TG A L BRI R SR ER
HEEME . X4 CT Fl /8 MRI ki fr, 2HiF15

&1 20 Bl MM BEH—RR
Table 1 General data of 20 patients with MM

WM MR IZ W57 3chnie ) &

20 i) MM B SR A R AT kL 1gA T 4 451 (H:
ok B3, NA L), IgG AU 12 4] (Hrh kB9
B, N3 M]), AN 4 )

K% Durie & Salmon #33]: 137 1 4], M 10
Bl (M allsEl, MoWsH ), Mo f (M all
40, Mo s @), MG 1ss /. 1434, 11
45, M 134 (F£ 1),

AR E K A X4, CT 8 MRI & & W R
95%(19/20) IR AEFEAS [ AR B (%) B B A R o

FESLIR E A Hb WKJEH 39~99 ¢/L 3 17 i,
7 85%; ML (ESR) H4H (24~113 mm/h) 19 i, &
95%. B Thaete i 5 vl ALE S 10 6, 5 509%;
IREFTVEZ 701, & 35%; MEHTrEHE 76, &
35%. C- JZ Vi £ F T+ & (8.2~23.9 mg/L)16 ], (&
80%. ML B,- BRI TR & 16 9], i 80%.

Fif5 . MRYE NCCN FrifE, 16T 1~3 97 e 3k
PR 4 B &8 73 22 /% (VGPR) # (i 10% (2/20), #
IrEEf (PR) 5 55% (11/20), f/NZEfit (MR) #
hi 25% (5/20), BWtaE (SD) H i 5% (1/20), %
ik (PD) # 5 5%(1/20)

Xof HE 2 Ay ) B3 R ARk 26 A 7 48 1t T 4 M RS AR AR 1Y
fEFEARIEkE 20 0], JLrh 55 1149, 2o 7], AFE 21~48
(31%6.1) %/

W PER ARG /% fuEsE syl D-S 20 Alb/(g/L) CRP/(mg/L) B,-MG/(mg/L) JEAMKAMMIEL G /9% AT / 7 S e

1 5 53 Kk IgA 7! Ia 34.2 19.2
2 % 62 Kk IgA 7 Ib 23.4 11.1
3 5 62 ANy A I 39.7 23.9
4 % 66 k IgG ! Ia 33.4 15.3
5 © 63 NIgG b 33.3 17.5
6 5 66 NIgG ! Il a 45.8 16.7
7 5 52 ANy AT I b 28.1 5.7
8 « 64 ANy AT Ia 34.5 8.2
9 % 64 NIgA Y I a 29.2 15.6
0 49 61 Kk IgG 7 b 28.2 2.29
11 5 64 Kk IgG %l Il b 26.5 16.9
2 9 86 Kk IgG %Y b 23.7 20.4
13 3 47 ANy s AL I a 50.5 6.4
4 & 73 K IgA #l II'b 24.9 15.7
15 '8 70 Kk IgG 1l b 31.2 15.9
16 7 57 N IgA # ma 17.3 10.2
17 & 56 Kk IgG b 24.9 19.3
18 % 58 k IgG ma 30.5 2.7
19 L 49 Kk IgG Ia 24.3 10.2
20 % 59 k IgG ! b 22.3 11.6

2.5 28.5 16 =
15.8 74.5 18 =
4.9 22.5 14 i
10.8 18.5 13 P
16 22.4 1 i
9.7 31.5 10 =
7.1 19.5 4 T
8.2 84.0 12 =
0.8 37.5 12 =
6.9 23.0 1 i
15.4 10.5 9 =
11.3 13.5 5 w
4.6 91.5 5 b=
6.2 33.0 5 w
16.1 41.5 6 P
9.5 21.5 4 &
2.7 36.0 6 E
7.1 40.8 6 &
4.5 40.8 18 I
9.5 32.0 5 =
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1.2 Fi&
1.2.1 &A@ fin 45 5 o 47

TR 2L e 6 PR ) 5 SR FHAS AT fof 30 3859 ) RPMIT
1640 F5 MG 9% 24 h, R A 0BT G (4K 73 2L AH Y
HR L AR IRARYE (NN B 3 A% 2 [ PR 44 4
il (1995) ) .
1.2.2 FISH
1.2.2.1 BHAR AR

P AR A OB B B 88Tk e s ik, AR TIRIE
B T 56 CHEAHLLE 10~20 min, FE TER
100% H B 5 min, BUHBE R BREZRTEE &
T2 100% LRV 30 min. B BE H K IKCE T 20
CHE ) 70% 2T, 85% L. 100% Z P rf 4% 2
min 7K. FAR T3 R .
1.2.2.2 FISH #4F 4 3%

e R T S F#E, 400k 1921, RB-
1( PR AR AR 3L ) L D13S319, ps3, IGH (i
PERRE BRI ), Al EAL T 1921, 13q14,
13q14.3, 17p13.1, 14q32( A EHEEFHI T 4
FERNHA ).

PRASWERS S A . VRS A SE AR B 5 1 [ b
PN DO IR VA 718 T n Vel R O 1 (R 7 A R LR 5B T
F (73+1)°Co BB A FEAEYER IR S min, fRIK
BTHAR 70%, 85%, 100% L FEH4 3 min HEAT
FREEM K, Bt BT 45~50 C A HL L 2~5
min EE%%T%%QO

BWREHR A e AR SRR 7 uL 4250 2%
. 1uL EE K. 2 uL HEPMA BB LS, B
O 1~3s. BT (73+1) CKIBAA TN S min, K%
WA E T 45~50 CKIFF T, 223t .

PREF SREARZRAE . B 10 uL 28 MRS IR AT IR &
Y T ER A XK, ST RN SR s B A, BRI
B, BB R BT IR &Y, 42 CHREA Pt

B R URE: KA sS R B R RBR SR A, A
67 CTHTLIY 0.4xSSC/0.3% NP-40 Wi 1, #1555,
PEVk 1.5 min, FEEFER, BT 2xSSC/0.1% NP-40
WA, PEU 3050 70% LEEMRIK 3 min, iR T

e 15 uL DAPL Z Ye5), Insgst A, =2y
20 min,
1.2.2.3 %62 A m & 2 R 3] b

TEDEOE W R T B A 1 U8 RS
1EIEF AN 1921 WEF RN A0 f5 S
(2R), RBLEEF R BB LR A5 5 (2G), D13S319
WEFRIAPINLLEAIF S (2R), pS3 REFRI AP
M fES (2G), IGH HE RN WA E OGS
(2Y).

2 & R

2.1 XER4AE

20 53 1E 5 % B BR A b B — P R B L% 500
AR AR, it i 5o 19 00 Y 43 b O ST
. 1q21 B9 % {4 & 7.3%, RB1 A B {5 N 6.9%,
D138319 HIFI{E K 7.8%, pS3 HIBIE N 8.1%, IGH
A (E A 7.5%

2.2 fxHlA
221 WAL ERES

HALG AR 20 BB A 3 1 (15%)
BEYARTE, 0 3 5 BE: 48(x, y), +11,
+14q+, +18[5]/46, xy[5]; 6 T FH . 46(x, y),
inv(3)[4]/46, xy[11]; 12 5 @8&: 47(x, y)inv(4),
6q-, +11, -13+mar[6]/46(x, y) [9]- H 417 0
(85%) Kz L IEH (3R 2).
2.2.2 FISH & %R

FISH 45 % 7. 20 ) MM B4 18 ) B e
kSR, SRR RN 90%, Kl R R E T
WAL O R KA . 1IGH PHYE 65% (13/20) . RB1 FH
4 40% (8/20) . D13S319 FHE 30% (6/20) . 1921 FH
£ 25% (5/20) . ps3 BHTE 15% (3/20), KILSFH &
fi 10% (2/20)( % 3). B 1 B7n T iz M FISH # K
CORUUTEN B/ T T A N o s B U D Y (= i
2221 BARE MM B4 E kT

F3WR T Y A1 48 5 Durie-Salmon 4311 Y
KF . RBL Ml ps3 JEPR G R Gueii RAHOC, FEE
PN I EE RB1FI ps3 PRI B A H #9m .
2222 FEK 1921 FF

20 5] MM B FH 1921 S8 I FHPESR R 15%,
Z RAETE MM g (1B ). 1q21 fRFR G AR
D75, 7 MM HZ 7 s 1 s 22 .
2.2.2.3 FEAK 13q14 B %k

AWFSE R RB1 M D13S319 1 4t %t 13914 145
BFo 20 6] MM 35 R 1 B OGR4 5 R 40% Fi
25%, EPHER N 55%( K 1C, 1D), /% 13q14 HY
IR 22 VB R R LR e R R
2.2.2.4 FEK 17p13 Bk

del(17p13) FH ps3 FEH MRS, N H ps3 4,
BRI A IR 159% B B 17p13 Bk (B 1E, 1F )
F2). F£3HIR del(17p13) 5L KM H BE)% Durie
& Salmon 7 WA ¢ (T 0%, 1T 0%, 1
W 30%); UL ps3 FE Ak 2 55 50 Ak J AT
X, PERTUG e 2E .
2.2.2.5 FEK 14932 TH T IGH AR H 1z

20 P 65% A IGH F% (1K 1G, 1H),
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R IGH S & MM e W ik 7w . £ 3 B 18 R 70% 1 11 1B E A AE IGH %, %
7~ IGH S5 TEAS A b Jag 4 A v i 40 A, Hor 100% B IGH % i J& MM &A= i =i

& 2 20 6l MM BEERHMELFN FISH 4R
Table 2 Conventional cell genetics detection and FISH test results of 20 patients with MM

93 191 B LN L A 2 1921 RB1 D13S319 ps3 IGH FISH
1 46(x,y) [15] + - N - - +
2 46(x,y) [20] - - - - - -
3 48(xy),+11,+14q+,+18[15] / - . - - . .
46,xy[S]
4 46(xy) [20] - - - - - -
N 46(x,x) [20] - + - - + +
6 46(x,y),inv(3) [4]/46,xy [11] - + - + - +
7 46(x,y) [15] - + - - + +
8 46(x,x) [15] - - - - + +
9 46(x)y) [20] - - - + - +
10 46(x,y) [20] - + - - + +
11 46(x,y) [15] + - - + + +
. 47(x,y)inv(4),6q-,+11, B B ) B . )
-13+mar[6]/46(x,y) [9]
13 46(x,y) [15] - - + - + +
14 46(x,x) [20] - - - - + +
15 46(x,x) [20] - - - - + +
16 46(x,x) [20] + n + _ _ .
17 46(x,x) [15] + + + - + +
18 46(x,y) [20] - - + - - +
19 46(x,x) [20] - - - - + +
20 46(x,y) [20] + + - - + +
FRAESR /9 25 40 25 15 65 90

+: BAMES - B

3 MESH (D-s 98 ) EMM ERREERRETAEXME

Table 3 Correlation of tumor stage (D-S stage) and MM common abnormal gene distortion

D.s 44 . 1921 RB1 D13S319 ps3 IGH 5#H

n % n % n % n % n %
I 1 0 0 0 0 0 0 0 0 1 100
Ia s 2 40 1 20 1 20 0 0 4 80
Ib s 2 40 2 40 1 20 0 0 3 60
M a 4 1 25 2 50 2 50 1 25 2 50
Mo s 0 0 3 60 1 20 2 40 3 60
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1 FISH UL R (x 1000)o A: 1EH 24024 ); B: 121 P14 (341 24%); C: RBIHIK (240 14% /0% ); D: DI3S319 ik
Je (141); B pS3 Bk (14%); F: D13S319, ps3 JLlBL (14014 ); G: IGHIEH Q% ); H: IGH/E Q4 14818 ).
Figure 1 Results of FISH ( x 1000). A: Normal (2R2G); B: 1921 amplification (3R2G); C: RBI deletion (2R1G/0G): D: D13S319
deletion (1R); E: pS3 deletion (1G); F: D13S319 and p53 both deletion (1R1G); G: IGH normal (2Y); H: IGH separate (IR1G1Y).
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3 it

MM ELAG LA AT % () 0 o A 2 S AR
MM P08 A% 20 S AR v e 2 AR e ok, — 2t
W24 7 Y R R iy, Y 0 AR TE S AN BEAR
Ivi] i 0 200 4 ok 5 R AR, R R B 1% 1)
JipJeE 2 A TR AR A . DL, R R e R I ik
HAEFE 25%~35% MY /35 & 30 0 B 1 L 0 K
S B
FISH AR A DL o 15 5 5 57 1 1 3k PR £k
UG (o AR S, B 2 W UG R 15 3% A 18] 399 41
M, KOS T A A R A AR v, B T
R fa) o AT 5 g R €A A 4 20
il MM B, SRR RO 15%, MR S
Pl S P PR N FISH AR 1) S8 4G R 3 i &
90%, ForPe Il 3 K] 12 FH G Fh 7 i AR R #
A TR R Y e R AR 5, T 19 6 FH i R (6 /K 5 FISH
FEARK I A &5 A — 8, 25 AT AR i
0 ARG 0 BH P R 8 FISH 2 ARG, FISH 4% R Ak
B — 25 Bt D\ H R A0 I 35t A 2 43 A T A G AR R
It BUH A M8 A5 2 o B Th I R i S8, Rkl
UL FISH 43 A LG o (ARG I 57 o Ak, HL ik
SRR BB AN 58 8 i Y kA S

MM 11935t 1% 2 20 AR 22 Sy [R) B A 5 2506 F 485 1)
MAR R Z T S o, T 46 SRYL ORI Z R
90% MM AR5 AR R HoAlE — A5 R f ol w I
(30%~70%) , HAMRUCN ZAFR . B . =45
AL PR P ARBFSE S FISH K 2R . 20 4l
MM B 14932 517 65% (13/20), del(13q14) BT
H M 55% (11/20), 1q21 FH 25% (5/20), ps3
PEF 15% (3/20). L] WL7E MM [ e (o {R 5 5
L LIS 14932 5 B9 S 00 13q BB Few L,
5 Steward %% [10-11] R FEA—F,

Rl 13 5 Yo o R 58 e s v e, F H g
X 13q14 ¥R %44 RB-1 Il D13S319. 435l & {7 T
13q14 fl113q14.3 X3, RB1 3L, HAE L
KAAE MM 3], D13S319 B £ % A e gy,
T 13 S YRS R S5 5RfEE . 57RO
MR 2ZHVIM K, FIERA N 13 S5 ek b
FE7E MM B s . 13 S8k (13 PR RIS 43
BR ) JEAE G AT AR ALY N A AR RS i T A i
FEAE A PR TS F8 8 1Y, del(13) 5 MM F- 2L 1
Ja BRI s p2- B . R C- RO B 1 AR A ik
BaFE R AR A O T L BT R 13 5 sk
MM A Y1247 A 5

A5 K FISH $0RTE 15% 19 MM B ke
MF] ps3 FEP B, HA 1R 5 Schop 25 7" i

FEAR—F, ARBFFEIE LI del(17p13) 55 MM Durie
& Salmon 73 W41 ¢, #E—E R L UL ps3 JEA Gk
KPR IERA L, HERHRE AR, g " iE
i del(17p13) S5 ps3 FEHAY B, LBk U FE (1)
Ak RMEUUE , %5 S R 2B PR AR A 0 A A7 S AR
K, pS3 A B R PR S 2% o

14932 & 40 6% B 40 IGH LN, 522 %
() 25 0 & MM B UL 8 o ASBIFSE R A FISH £
RAIE 65% B MM B FH IS IGH K F %, I
KB 100% B 1R A 70% B9 TTIH S A IGH 5
W, FWIIGH 5 i MM th R A Ry, 5
Smadja % P 4R 8 AR — 5, ST X 14932 IGH JE Y
S €(11;14)(q13;932), t(4514)(p16.3;932),
t(6;14) (p21;q32), t(14;16)(q32;q23) F1 t(14;20)
(g32;q11), % %I¥ J CCND1, FGFR3, MMSET/
WHSC1, CCND3 #l MAF/MAFB 5 Fifk IR, %)

B2, FISH HAR M, U2k fires S vk,
AENA 2 S W e AR ARG R (H— VR L REA U
— B LA 5 . I, FISH R I AN RETE 4
BARE DA AR, MR HEZENAN . AW
A eI W ok e A LR o T T A1 R e o = < W ¢
MR RGPIRSW . R W 1697 . TS TR
L 3B B IS B/ N B BA S5 T R S A o

S % 3Lk
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