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The relationship between the expression level of non-muscularized cofilin gene and the prognosis of
patients with chronic myelogenous leukemia
WANG Jing ,YUAN Yujun”
(Department of Clinical Laboratory ,People’s Hospital of Gong'an
County,Jingzhou, Hubei 434300,China))

Abstract: Objective To analyze the relationship between the expression level of non-muscularized cofilin
gene (CFL1) and the prognosis of patients with chronic myelogenous leukemia (CML). Methods The clinical
data of 70 patients with primary CML admitted to our hospital from February 2011 to April 2013 were collect-
ed as CML group. Forty healthy people who had physical examination in our hospital during the same period
were selected as control group. After admission, peripheral blood samples were taken to determine the expres-
sion level of CFL1 in peripheral mononuclear cells. The difference of CFL1 expression between CML and
healthy people was compared, and the relationship between CFL1 and prognosis of CML patients was ana-
lyzed. Results The expression level of CFL1 in CML group was significantly lower than that in control group
(t=16. 435, P<C0. 05). 44 patients survived (62. 86%) and 26 died (37.14%) after follow-up for 12 to 48
months,with an average of (37. 54 1. 3) months. The proportions of age (=50 years old) , white blood cell
count (Z=50X10°/L),platelet count (<{100X 10?/L or >700 X 10°/L.), peripheral blood primordial cell per-
centage (Z==3%),Ph chromosome negative and bone marrow primordial cell percentage (Z=5%) in the death
group were higher than those in the survival group (y*=4.450,7. 446,7.540,5. 885,10. 431,5. 053,all P<T
0.05) ,and the expression level of CFLL1 was lower than that in the survival group (1=10. 026, P<Z0. 05). Cox
regression analysis showed that age (Z==50 years old) , white blood cell count (Z==50X10°/L) ,platelet count (<
100X 10° /L or >>700x10°/L) ,Ph chromosome negative,percentage of bone marrow primordial cells (=5%)
and low expression of CFL1 were all related factors affecting the prognosis of CML (all P<C0. 05). Conclusion

The expression level of CFL1 in bone marrow of CML patients was low. Age, white blood cell count, platelet

count, Ph chromosome, percentage of bone marrow primordial cells and the expression level of CFLL1 were re-
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lated to poor survival and prognosis of CML patients.
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P 40 A I (CMIL) & & A F 1 i T 40 i
18 P o 1 50 . BCR-ABL il & 2k R Oy L & 0% 1)
Ko S B N L Ho g S P210 8 [T AL WO s A IR
TG P B R R U AR Sl R 4 TR AR 4R L sk
B (F-actin) D fig R A 20 0 358 5T 5 o7 4 5% i) 248
FELUR T S R B R . AR RS 4 LA L P, Fractin
Bk sl 25 25 4 A F 5 20 A 3 A R DA 4E FE A0 i E
&L AN 22 ) % (1 (CFLD W WL sh & [ i B H 1
RO RAFE T EAZEWIERN T — K EA
SiGE O, Hol i 5 WL sh B R A R AR L sh
127 4E BEAIE 24 . i % L 20 2 1 2F 2 Bl 3R A L
B AN B LA 3 S5 2k B (R E AN s B LB
YR VR O T 7 B R DL L LER
F L EHRAGZNEL R, R AES %S
Bl E AL AT — TR 0 R, A] A
i 42 28 R RS . H H T CFLL 78 CML &9 H Y
ViR BORT £ 38 1RG0 52 1 o 28 3 25 ) SCbk & 30 R AL
il . LTI, IS CFLL 5 CML Wi /) X & . B
XA BE IR Y 70 140 & CML i 3 049 11 PR 9% kL i 17
17 7 VT S (1 N
1 BME5RHE
L1 — ekl SR A a0 0 5%, U 4E 2011 4F 2
& 2013 4 4 AARBYIARI 70 F9) & CML B & 1k
RERHME N CML 4, 90 A bR ofi - 3945 4 1800 12 W
BT8R fE R CML AH G2 WibR o Fo W & R
Wb F 05 % il s A B e 38 4 2 R B TR IR T s 9 B
TERLSE . A2 IR IT e B R AR AN, A B
CELY Wi s s 1 IR S Bl 1 9okt o2 3% . HEBR bR v - &
FEEE L B AR P D) BE R AR s AR E R
PRI 5 A I A 2 T e o 5 E Al 28 2R 1 o
e PR S B 5 9% R AS 58 44 3 . o 8% ) 300 O AR g 44 A 1)
40 {51 f BEAR AG: 5 4 g 6 BRZHL . o TR 2L 340 A A i 25
A Bt I 359 BE WOAN JE] AR AR L 35 T i W R s . CMIL
415 % B ) A AT AR LR R LR 22
TGt X (P>0.05), L3 1,

£1 CMLEESEEE—RARLR

3 P26 ] AR g
am e % GEsd) Gtk
CML#4 70  42(60.00) 28(40. 00) 50. 145.79 64. 78+10. 26
POgiEE:) 40 23(57.50) 17(42.50) 51.45+6. 22 65. 74411, 34
Xz/l & 0. 047 1. 111 0. 454
P 0. 826 0. 269 0. 650

L2 bk EZGUN S A A . CML (B S i b
HRAS AT L= e M 38 A B A ol o 3« Trizol

non-muscularized cofilin;

imatinib; prognosis

FHR U] 0 S Tag DNA & BB L 22 Wil (36 [ R
RN DD & b L 40 3 5 9 it 7 =), CFL1 &Ly
% GAPDH 519 it S G i C R4 LAY TRA
7]),SYBR green( K& Takara N 7)), &% : KIS
HE 0L (8 Heraeus 240D . 5 2005 & 0 WL (18
Eppendorf /A &) , i H DNA F#{Y (£ E Thermo
A S HUKHL (S Sigma 23 5D, 926 23 A AL (G [E]
Bio-Rad A #)) . DNA 344 (3& [F PE A ")), %553
JEO6EE T (AL 5t prE AR A\ .

1.3 Jik A CML B Wiz gt 58 e G+
Novartis Pharma Schweiz AG 477, 5 H20100263) [
MRIGTT + 400 mg/d. J6 7 19T 1] 247 1 1000 40 2= I 94k 27 45
FEAR UG JF B G YT R . IRYT T CML B8 2y
WCER 4 o, b C 200 MV 5 R S A 4 fit
B ARG WA Ah I 4 mll, 2 28 bk B 40 4 B R
Sy B R, — 80 CARIEL LR A7 A& 20 %6 fif 4
ML B 77 HE 5 5% 24 ho il e ik A e e pR A% 7Y
PEHUE RNA LW 4% 55 i cDNA #4752 I 2 # PCR
i, CFL1 5l % % %), EiiF: GCG TAA GTC TTC
AAC GCC AGA G, Fiif: TCG ACA GTC TGG CCC
ACA TC; % GAPDH 8|45 5. Fif: ATG GGG
AAG GTG AAG GTC G; FiE: GGG TCA TTG
ATG GCA ACA ATA TC, PCR Jg ik &4t 25 L,
WH 2XSYBR@Premix EX Tag™ [[ 12. 5 pl+ NES
FEH A+ ERHESI9 0.4 pmol+ cDNA ik 1 pL+ 5
BIR — L TE (DEPC) 2lifbk . PCR K 2644 : 95 “C il
A5PE 3 min, 95 °C 15 5,60 ‘C 1 min.40 MFEF, W E
POCIE S L it 26, PCR =95 fin A 5 = 16 X 22
T IR 206 B R IS FRL VK R AR A o BE AT
R AL E  #EAT PCR 71, RN 45 G AT =I5
A~5 A~ BF VRS AR AT bR E AR RE RO BT TR R B
() >>0. 97 FRIR L AME G R R AT 0 8 A ARl £
FAR I 6 28 5 B I 46 %5 (8 Ry H i BE PR3R k K-
WO BT A A N E 2 ORE A R 1 40 B O 5 e R
PERLZ ML F 5 B B84 JPh e 8 K B U715 O .

1.4 FEUGTEOL ArfA B HBETD 2 2017 48 4 7, b
FL R BAEAF(OS) RIRHfZ CML 23017 T
A4 (EFS) FoR B 12 CML J5 3N F 8 Gl
T8 AR A UL A 2 95 i R AT ] i TR i 35 5E
T K 1k s Toik R AE A7 (PFS) 2R H #1112 CML 2504
T AR s A R R g ST k. RS 2
YR A W LA B R A < e

1.5 Geitehb B B Bods ok i SPSS20. 0 Se it
RAFSEAT AL BE 3 R L T4 s R 4L 1] LR
MSEREA ¢ K5 BERREAATHC XS ¢ A 36 5 31 5058 kL A
530 R o Kol s 474 HT R A Kaplan-Meier 4



E AR I E ¥ 4% 2019 42 3 A% 40 %% 53 Int J Lab Med,March 2019, Vol. 40,No. 5 e 559

Hr.ZHWEKEH CML #iiJ5 53 #r >k FH Cox [8] 15 43 #7 . LA
P<<0.05 BERARITFE X,
2 % R
2.1 CML & 5% M4 CFL1 £kt CML 4
CFL1 B BAR T X A . 2R A F it E X
(P<<0.05), W% 2,

*2 CML & 5384 CFL] Rik L& (T+s)

215 n CFL1
CML 41 70 1.9240. 26
papiice::H 40 2.9740.41
¢ 16. 435
P <0.001

2.2 BAREEAMELN 70 i CML BF R 12~48
DR CEB 7.5 213D A L BV 45 /AR IE 44 Bl
(62. 86%), BL 1= 26 il (37. 14%) . FE 1= 4 4 4F
=504 | 141 i 3T #=50 X< 10" /L. Ifi. /7 e 11 % <
100X 10° /L 8 >>700 X 107 /L. 4 J& IfiL J5 4 40 B & 4
H=3% Ph Qe (R BAM: B B8R A & o b =5%
JiE 5 A 4 TR S 4H (P<<0. 05), H CFL1 ik K
SEAR FAEIE 41 (P<<0. 05), L3 3,

x3 AEWE CML BEIEEEREEBL (%) /(TLs)]

eanEl b |

TitH v/t p
(n=44) (n=26)

]

i 26(59.09)  16(61. 54)

© 18(40.91)  10(38.46)  0.040  0.839

AR

=50 % 19(43.18)  18(69. 23)

<50 % 25(59. 82) 8(30.77)  4.450  0.034

SE g

=50x10°/L 23(52.27)  22(84.62)

<50X10°/L 21(47.73)  4(15.38)  7.446  0.006

/MR

<100X10° /L 8§ >700}10° /1. 19(43.18)  20(76.92)

100~700<10° /L 25(56.82)  6(23.08)  7.540  0.006
SN L R R A A 43 L

>5% 25(56.82)  16(61.54)

<5% 19(43.18)  10(38.46)  0.150  0.698
PN NI 2 e ey v N E R

=10% 26(59.09)  16(61. 54)

<10% 18(40.91)  10(38.46)  0.040  0.839
SR MGG AN A 4 L

=3% 19(43.18)  19(73.08)

<3% 25(56.82)  7(26.92)  5.885  0.015
Ph {5 {k

PR 31(70.45)  8(30.77)

AT 13(29.55)  18(69.23) 10.431  0.001
ARG A E o L

=>5% 20(45.45)  19(73.08)

<5% 24(54.55)  7(26.92)  5.053 0,024

gR3 TREWE CML BFIEKRER LB (X)/(TE5)]
SR FET-4
IJﬁ\ E ﬁ XZ /t P
(n=44) (n=26)
B RV IR MR N 43 H
=>5% 22(50.00)  14(53. 85)
<5% 22(50.00)  12(46.15)  0.096  0.755
B BEE IR A MR T 43
>5% 21(47.73)  15(57.69)
<5% 23(52.27)  11(42.3D)  0.649  0.420

CFL1 kK 2.417£0.36 1.47£0.41 10.026 <0.001

2.3 CML @& Cox BEALEIH 4347 Cox [HlIH
SAHT RN AR =50 X A =50 X 107 /L. ifi
I B <100 X 10° /L 8 >700 X 10° /L. Ph 4 {k
BH A 8 R 4G 40 i 4y B =526 Ik CFL1 ik K F
YJAH T CML 85 I 1 AR A, 25 52 i H 705 /4 AR
RER  Hodr Ph e o (A B G B B2 5, Lk oy 4
M3t =50}10"/L ik CFL1 Kik/KF, % 4.

x4 CML &g Cox #EE B )3 5317
5 HR(95%CD SE P
=50 %
A 4ce=50 X107 /L

I/ MR E<<100X10° /L.
B >700X10° /L.

S ISR AN E 43 =32

1. 264(0. 764~1. 861) 0.146  0.036

5.614(1. 954~15.564)  5.261  0.001
3.721(1. 714~9. 541) 3.478  0.021

0. 186(0. 041~0. 864) 0.144  0.254

Ph Yo AR B 5.987(2. 414~18.564)  5.654 <<0.001
AR AN 4 e =5% 3.844(1. 654~10.266)  3.547  0.018
{ik CFL1 kA 4.224(1.264~13.451)  4.514  0.012
3 i it

CML J& % fig 1 1 T 40 i 5 B 388 A 1 52 0 JL
PR B 3 R S 400 Ry 0 k0 4k 2 % AR Ol i L i &
A7, SEUREETY . CML B & % £ Ph YL ok 5
W N BCR-ABL fl £ 35 R e A% 1 3 78 H & o Je F e
it R A L E AR A L Hof BCR-ABL H DH X3
SH3 X $8 ¥ 7] 8 ] RhoA/LIM/ cofilin %5 3@ }% 5 35 ,
SR Lo 2R B S Y, o 4 A ST RS L4 A a1k
FEA R L fE E CML &9 K ok et R AR o G
I BCR-ABL #% 5Kk 37 CML Y& 97 B 1 K
Jo o AHAFSE R B BIUA T O 58 AR L Al T 5 4E
PR 25 2 ] S 0 R e A Y . BARRETT
S5V RN L AL A0 S S I AT 4 B i R LB
B EA S TRl RE 2 51 CML & RO B ZE ML . 20 i J&] 49
PR ZERL 20 M B B S R CMIL 55 — 4 i, LB B
B KRR R M B E RN TR S R
Fh A BEA 530 % L 40 M 0 38 A5 5 IR s S L R L i F-
actin f£ LR 558 B b A EEAEA L HaE S S
HE A B S o3 A E SR R 2 5 A M S A A i
=EAL S CFL1 MK Factin X4 ABHE A, &



e 560 - EFRA I E ¥ 22 7% 2019 4F 3 A % 40 %4 5 # Int J Lab Med,March 2019, Vol. 40,No. 5

fF 11ql3 Bt i, R ARH G 705 B i L 3h 8 3 % 2R
PR BB B T 5 B B 1) A5 B AR L B R R
FORA 5 IF AT 3d i R Fractin Rk W 13 &
PEAR -+ 5 00 40 M 06 B P 25 1k M i 45 . HL 3 iy 5
kB, CFLL al ¥ ML8h 8 2Rk . R 4% 53 1
3775 5 A0 i U T R R T R e K
CEL1 FpZ2 805 R 4% I 45 1o 9 i 47 1 0 200 384 5 L 4=
RAETT» A IR A0 M AR 2R e M 9 SR Y IR P IR 1, mT Y
Wi 24 Mz 2l P SIS E A AR AL i T MR AR R
Bedpr . REIBITE R . CFLL g fe A K A
ERERCR S Ui S B Bu Rt R SR (Ve o NS e
T3 T b 96 240 0 4= 2% 1+ 42 2 Ml o e, 3 B AR
a3

AWK 5 HEREE L. CML % CFL1 %
IR B IR CMIL R 3% L A JA ot 04 2% 240 it
G T B A A Xk B S H HE  Ar 240 Ji  f BRE S R A A
S A A X A RS A Y B B CMIL B
CFLI AP FEAR AT AE 5 H 2 5 103 SR 40 i 73 A A
Ko MiREAT WU A5G 2R 70 A A B 4R % L 40 it
Boo /BT R, Ph B R B B R4S A0 1 0 HE
CFL1 kK F 3 %) CML & A= 77 Bl 5 = AL 52
— i Ph g €8 w2 5 I CMIL i 0 sl 242 357, 42
ABUE 2 BRSO K SR TS CML & H
L 0 A 2 R e AT G . H v i S8 L PLIR
BT IAET - 5 HLREAL T 32 7 1B fbad & . B 1 4%
2% . I B Ah 0 M FT 23 BG4 o A0 e 75 K
S W UOUR RLAN M R G R TR AL B CMIL
T KU o AR R I /N O Dy CMLIL 83 5
MRS P ZR B F5 2R /AR A . A R R
FEHRETHMA P R0 CML 8% & 36 1E
3 I 2 BE 3800 4 B LW HORE BE i kA 2 R
SRR H TS A AR CFLT 3Rk 2 5 & &
PE M E N R HR KK LS CML B
B e BE R B AR A5 4 A SR I, R ik B, T Y
Wi F-actin R4 KA 56, A 1 B 5 R B AR 5l
DAL £ i ) 2R RS S BT o T HE e 3K T L R % AR
FUS » F-actin i 38 D BE 8 2040 ) . 2 85 L3 & A A
TRV A 5 5 5 S AN 2R R o S BOE B ) S A
B I 1 5 fie 220 240 R 355 A - 0 200 e A% 47 L L AL
2 1R 2% e RS RE 7 » 48 1k i B 40 i I 9 o 2l e
PN T WA LB
4 5

CML B & B fd e CFLL Rk KV 5%, HA4F
I L A R /R T Ph e A B D A
M E 4 He CFLL 3k ¥ o0 B2 i CML 3 15 19 4
KIEK R .

%k

(1) XSS e T X040 ik L 45 0 PRk 4 L 15 I Sk A2 5

ROMAE B BE AN R A 2 S R A | A0 38t AL o R AR B
J& 22 5o A LT DL o I 9238 0l W 2 AR 7R 2014, 22(3) £ 629-
633.

L2 NI Z5 0 PR, 45 18 P 200 I 1 1 430 A0 € 0 St
FE I A 2 AR 0 B LT BRI 2 L 2014, 43
(1).:108-110.

[3] .k 5tm, ke, 5. ¥ B 7 SOX4 Jz C/EBPa 1E12
PR A0 B 1 I R 2Rk B R AR DT A - ke
8 ,2016,25(12) :733-738.

(4] K2 M. MR 2 W7 By RObs LML U AR - B2 AL
2007 :126-128.

[5] ZHANG B,LI L,HO Y,et al. Heterogeneity of leukemia-
initiating capacity of chronic myelogenous leukemia stem
cells[J].J Clin Invest,2016,126(3):975.

(6] w5 LW, %P, XK, 5. WT1, VEGF BB 16 20 A i 5
S AN i A ek M R LT BE A R AF 9T, 2015,
32(12) .2454-2456.

L7] A0, 3P 857 %, 5. 22 )8 -1 W R A %k A Bz ik i R
20N if0 e 20 3% 9 R RS A D 9 S R (D). VLR R 2, 2014,
40(6) :621-623.

[8] mUEfh. TR, TRARH . 5 I8 57 5 o 115 PR kL 41 g
P L9 35 A% 2 A ke i S TR 0 A LT 0. ) AR B2, 2016,
37(7):1021-1023.

[9] BARRETT A J,ITO S. The role of stem cell transplanta-
tion for chronic myelogenous leukemia in the 21st centu-
ry. [J]. Blood,2015,125(21) :3230-3235.

[10] JIN Y,ZHOU J.XU F,et al. Targeting methyltransferase
PRMTS5 eliminates leukemia stem cells in chronic myelog-
enous leukemial J ]. J Clin Invest,2016,126(10):3961.

(10T SR T B ST - 55 8 ok 40D 1 100995 6 2% 7 B AT 40
YA DN 1 33k KR SCLT . [ PR 3 15 2 2% 3K, 2016, 37
(23):3255-3257.

L12] BHE%E . HEZE, 2w, L 200k 240 5 1% bec-
lin-1 9 3% 3% B SCLT . 39 ma U8 R 28 2 4R (BE 22 O
2011,8(1):12-16.

[13] faf 5, F 38 ok fl . 55, BT A B A2 D18 A
kRS RAGED 1 AR pAesetiZe
w:.2015,31(2):116-121.

[14] GBes 25 0ME TEAS - 55, I 2 40 o0 Ak 3 IR -1 Fn 22 1) 2%
-1 7 TR T 0 e i o i e 5k R R 5 TUS e &R LT
A S AR 2 AR . 2013,30(10) £ 2060-2063.

L15] A4, T M40, 55, 22918 -1 Kmme Hoh iR i i 1 78
A IR T R BT I 4 LR v g 3k [T 1. b AR A &
SMEF . 2013.29(9) :951-955.

[16] HOCHHAUS A, ERNST T, EIGENDORFF E, et al.
Causes of resistance and treatment choices of second- and
third-line treatment in chronic myelogenous leukemia pa-

tients. [ J]. Annals of Hematology,2015,2(2) :133-140.

OfeRS B :2018-09-26 & 1a] FH 191 2018-11-08)



