4245 11 RN E N === FGERAS B 2T
20224F1 H Journal of Nanjing Medical University (Natural Sciences ) 53 -

- e RS -
18 54k S LB 5 I 55 50 2 O R ) F B

ORLBBRLREF.E ALERELE BB AN 0 ERer

R KA IR BE R BRI ST S L VL0 Rl 226001 52l KeE B R i EE B AL, V95 REilE 226600 e e
JEEEBIMRRL, VT B3l 226001

[ E] BB :BHEIPOLRNZ43EH AR (fluorescence in situ hybridization, FISH ) 78 A0 P4 bk B4 21 B0 19 1097 ( chronice lympho-
cytic leukemia, CLL) 7 [ 13 I B2 15 S8 355 W RIS AR ANRFAE O AH DG , 3T 20 A HEFI W a8 3 S {8 . 73 3% W 2013 48 6 1 —
20204F- 10 H %112 TR 8 K= @ B Be CLL 538 74 61, 55 43 1, £ 31 (9], WA R AR SR B R AESRAE | SEg =R A B BB TR A
GaREST R T FISH 25 SR 55 00RE . 430t FISH SN ) 40 3t A2 S 5 B A 01) LA LI R Binet 433\ Rai 2 B ARG SE 56 =
o [ 0 A1 ] LR B2 A4 2 X6 (45 2T 8 1 /DR B2- R 8 11 (B2-microglobulin, B2-MG ) FLER M & (1actate dehydro-
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[Abstract] Objective: This study aims to investigate the correlation between cytogenetic detected by fluorescence in situ
hybridization (FISH) and the patients’ clinical features in chronic lymphocytic leukemia (CLL) , to analyze the prognostic value.
Methods: Total 74 cases of chronic lymphocytic leukemia patients were collected in Nantong University Affiliated Hospital from June
2013 to October 2020, with 74 cases of newly diagnosed patients, 43 males and 31 females. The clinical characteristics of patients,
laboratory tests, bone marrow smear results, immunological typing results, FISH results and other information were collected. The
correlation between cytogenetic abnormalities and gender, age, the clinical Binet staging, Rai staging and the related laboratory
examinations [including peripheral blood lymphocyte absolute count, hemoglobin, platelets, lactate dehydrogenase (LDH) , B2 -
microglobulin ($2-MG ) Jwere analyzed. Results: (D Cytogenetic abnormalities were found in 56 of 74 CLL patients(75.68% ). @There
was no significant relationship among the cytogenetic abnormalities and the sex, age, peripheral blood lymphocytes, hemoglobin,

platelet, B2-MG, LDH expression level (P > 0.05). @1In the case of Binet stage, chromosome 12(+12) was only detected in stage B
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and stage C, and the differences were statistically significant (y’=4.696, P=0.041). The survival time of group C was significantly
shorter than that of group A and group B(y*=14.242,P=0.001). In the modified Rai stage, the deletion of ATM gene were only detected
in the high risk group, and this distribution had statistical differences (x’=5.40, P < 0.001). The survival time of the high risk group

was shorter than that in the low and medium risk group (}’=12.393, P < 0.001). The survival time of CLL patients with simple del

(13q) karyotype abnormality was significantly longer than that of patients with complex karyotype (x’=8.138, P=0.017). Conclusion:

CLL is an inert disease, but its disease progression and clinical prognosis are highly heterogeneous. FISH test results combined with

disease clinical staging can better predict the prognosis.
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Yk =R (+12) 28 F 1441, 5 18.92%(14/74)
(%1),
2.2 CLL 3 FISH #m) 64 5 F 345 2 5% 5 16 &
B Fi w0k A

744 CLL (8 5 A2 S i 16 Ol 5 s A M) AR
WETCHFENE (P > 0.05) , 5 4N Mk 2 A4 X
B LT A L/ B2-MG  LDH it 36 15 7K F G
B AR CHME (P > 0.05) . Rai 23] f D13S25 3 [A it



425 11 P U RS RS, A5, PR U A0 1 A A R AN 2y it~ [ .

202241 H

P L ERICE R AR (A ARBRE R ) ,2022,42(01) :053-057,089 - 55 -

1 74614112 CLL &K FISH 4R
Table 1 FISH results of 74 newly diagnosed CLL patients

FISH 1% [n(%) ]
E 18(24.32)
S 56(75.68)
13¢-(D13S25) 32(43.24)
13g-( RB1) 12(16.22)
11q-(ATM) 6(8.11)
17p-(P53) 8(10.81)
+12 14(18.92)
S BRI
1 Fif 56(75.68)
2 Fi 18(24.32)
35 6(8.11)
4 3(4.05)
5 Fif 0(0)

ROMMESFHAGI2#E (P <0.001), EZ45)
Aife 1 LI I, o] e -5 AR s (91340 w12 i
TA K ATM B RAHE = fa A, B Ah o
MmzESHEAGIEE (P <0.001,32),
2.3 744 CLL B 469 2 G oA

AHFFERT 74 BIRIIZ B HEAT T BT, BT[]
20134E6 H 1 H—2020410 A 30 H , Horp v A 7730
I 39.714H o BEVNIE 7449 CLL B35 o 9 il &
FRET, Hod s A P53 3k PR ek B ATM 8 R 55
BRI SR HIAE T Binet 703 C 1] Rai il B
SR E G . ARWFSE & B P S 4 A9 A A7 s ]
W BAL T B4 (=12.393,P < 0.001, & 1) ;C 1
R A ] B 0 T A AN B I AR 2 (=14.242,
P=0.001, [ 2) ; fA B4l del (13q) A% 8 533 1Y CLL
BE AR R ] A T HA AR S R %
T H 2 (=8.138,P=0.017, |81 3) ; £ P53 JE (Rl ke ok
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B R AAE Rai 8R4 BIR S el b i 30, R P s
Y FE AL 3 A 25 5 HA et 2408 30, 3R ATM
FER S8 SRR e U A

P53 3 K O H B P R A, A T G i
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Table 2 Relationship between genetic abnormalities detected by FISH and clinical and laboratory tests [n(%) |

Il R 1%k 13q-(D13S25) 13q-(RB1) 11q-(ATM) 17p-(P53) +12
5
3 43(58.11) 21(48.8) 4(9.3) 2(4.6) 3(6.9) 8(18.6)
5’8 31(41.89) 11(35.5) 8(25.8) 4(12.9) 5(16.1) 6(19.3)
PIE 0.253 0.107 0.239 0.267 0.935
A
=60 % 52(70.27) 20(38.5) 9(17.3) 5(9.6) 8(15.4) 12(23.1)
<60 % 22(29.73) 12(54.4) 3(13.6) 1(4.5) 0(0) 2(9.1)
PiE 0.202 1.000 0.662 0.096 0.207
Rai 433
0 12(16.22) 4(33.3) 3(25.0) 0(0) 0(0) 0(0)
I 20(27.03) 12(60.0) 4(20.0) 0(0) 2(10.0) 2(10.0)
II 15(20.27) 8(53.3) 2(13.3) 0(0) 0(0) 4(26.7)
II 9(12.17) 6(66.6) 2(22.2) 0(0) 3(33.3) 3(44.4)
v 18(24.32) 2(11.1) 1(5.6) 6(33.3) 3(16.7) 5(27.8)
PiE <0.001 0.604 <0.001 0.072 0.161
AIE] i 9k L 20 A A
=50x10°1>/L 16(21.62) 10(62.5) 4(25.0) 1(6.3) 3(18.8) 4(25.0)
<50x10°4M/1L 58(78.38) 22(37.9) 8(13.8) 5(8.6) 5(8.6) 10(17.2)
Pl 0.079 0.277 1.000 0.359 0.467
MeTEA
<110 g/L 12(16.22) 7(58.3) 5(41.7) 2(16.7) 2(16.7) 2(16.7)
=110 g/L. 62(83.78) 21(33.9) 7(11.3) 4(6.5) 6(9.6) 12(19.4)
Pl 0.065 0.772 0.249 0.608 1.000
iR
<100x10° /L 32(43.24) 13(40.6) 10(31.25) 3(9.3) 3(9.3) 6(18.6)
=100x10° M1, 42(56.76) 19(45.2) 11(26.2) 3(7.1) 5(11.9) 8(19.0)
PiE 0.691 0.632 1.000 1.000 0.974
B2-MG
1EH 58(78.38) 24(41.4) 9(15.5) 4(6.9) 7(12.1) 12(20.7)
S 16(21.62) 8(50.0) 3(18.8) 2(12.5) 1(6.2) 2(12.5)
PiE 0.538 0.715 0.604 0.678 0.720
LDH
1EH 60(81.08) 25(41.7) 10(16.7) 5(8.3) 6(10.0) 11(18.3)
TlE 14(18.92) 7(50.0) 2(14.3) 1(7.1) 2(14.3) 3(21.4)
PIE 0.571 1.000 1.000 0.641 0.721
1.0 ﬁ%ﬁ% . 1.0 Erll\eﬁ;ﬁliﬂ
0.8 e 0.8 1 B
¥ MELYRUEERIES W i
1£ 0.6 1 - 5 f 2H - ok 12 0.6 7 + A ]2
gj 0.4 ;}ﬁ 0.4+ B
3 Bik CH-I 2
0.2 1 0.2 1
0 0
0 10.00 20.00 30.00 40.00 50.00 0 10.00 20.00 30.00 40.00 50.00
AAEI R ) AAEITE ()
Bl RKbhR/ERALTFEHLE E2 Binet M HIEHATFEHLE

Figure 1 Survival curve of low-moderate/high-risk groups Figure 2 Survival curves of Binet stages
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Figure 3 Survival curves for cytogenetic abnormalities
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