12 K IR EEFZe8 $34 % H5W 201949 H ] Mod Lab Med, Vol. 34, No. 5, Septe. 2019

PPk 40 e 1 s B BCR-ABL g & & A
P210 &30 95 B2 I WA DF Al 5 s AR O i

A LA R e (1 BT — AR E R R,
PUNTE BT 64300052, B SCEERFRA B2 SR B, 5N L 563000)
# E.BH K BCR-ABL @& A H P210 49 &2 54 R e § o T B2 BL A B (HBDH) | 5L 82 I & 8 (LDH) F= o 45
(GLU) A4 1% M 45 20 6 & oo (CML) 89 5% 2 2| B fe TRUG 3046 F 0906 R E L., HiEx K& 2017 54 A~2018 55 AL AT
— AR E TS #1501 M b a8 e R B S B e AR R R A BB R B & PCR k52 30 40 1% M 45 2 i & o R

£ &4 8 2 BCR-ABL &4 A H P210 %v* KF ., BanE GLU,.LDH,HBDH. fo 47 (K™ ) e Jk 88 (UA) 89 & &, 5F & 4
BE MR HATER S M., R 30 41 HL,m}w @ e ym B % BCR-ABL &4 A B P210 FatE R ik £ 4 93.3% ., @ 95 R
Bl 24 BCR-ABL @4 A R P210 Ak ¥ 2 F A %t F &L (P<<0.05), v 13 412 M0 B % K P B4 2082 5 B 47 %) 7 (7

L% R)% T 1 FJ)5,BCR-ABL P210 ]‘Hr}"iiﬁir}Jl 0% ek A 23.1%(3/13) ., REIERTHARBEEmin G hm B £ A9 m ik
2 (WBO) P mpe /4 & m e A (NEU/LYM) e 22 & & (HGDB) 2 F A % it 3 & L (P<<0.05), £ DBCR-ABL
P210 & & /K F 25 4408 o WBC.HGB.NEU/LYM . GLU,LDH ##ml , A 8h T 12 M 4 20 J0 & f 55 55 42 5 B Fo UG 3 4%
5 G AA A8 PR 4H B 1 I s BCR-ABL P210 ;5 72 3 hr
hESES R57.3;Q786 LHIFREM:A XEHS:.1671-7414(2019)05-012-04
doi:10. 3969/j. issn. 1671-7414. 2019. 05. 004

IR

Clinical Value of BCR-ABL Fusion Gene P210 Expression of Patients with
Chronic Myeloid Leukemia for Course Judgment and Prognosis Evaluation
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Laboratory, the First People’ s Hospital of Zigong City, Sichuan Zigong 643000, China;2. School
of Medicine and Science Technology . Zunyi Medical University . Guizhou Zunyi 563000, China)

Abstract: Objective To investigate the clinical significance of the expression of BCR-ABL fusion gene P210 and peripheral
blood images, lactate dehydrogenase (LDH) , alpha-hydroxybutyrate dehydrogenase ( HBDH) , serum glucose (GLU),K™
and uric acid (UA) in the course judgment and prognosis evaluation of chronic myelogenous leukemia (CML). Methods Pe-
ripheral blood samples of 30 CML patients diagnosed in the First People’s Hospital of Zigong City from April 2017 to May
2018 were collected. The expression level of BCR-ABL fusion gene P210 in peripheral blood of 30 CML patients was deter-
mined by Real Time-PCR. Serum GLU,LDH and HBDH dehydrogenase were determined simultaneously and combined with
blood and bone marrow images of CML patients for comprehensive analysis. Results The positive expression rate of BCR-
ABL fusion gene P210 in 30 CML patients was 93. 3% ,and the expression level of ber-abl fusion gene P210 in different sta-
ges of leukemia was statistically significant ( P<C0. 05). After 1 year of treatment with tyrosine kinase inhibitor (imatinib) ,
the positive rate of ber-abl P210 in 13 patients with CML decreased from 100% to 23.1% (3/13). There were statistically
significant differences in the number of WBC, the number of neutrophils,and the ratio of neutrophils/lymphocytes between
chronic myelogenous leukemia patients at different stages ( P<<0. 05). Conclusion The expression of BCR-ABL P210 com-
bined with WBC, hemoglobin,NEU/LYM,serum GLU and LDH is helpful for the course judgement and prognosis evalua-
tion of CML.
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G A R AE R, X T | A I 200 T e A R
BT PR EEHLH 22— R AR5 B 1R R
AR FE BCR-ABL @il &3 P210 Y 35K F
DI R i 22 | FL R B &I (lactate dehydrogen-
ase, LDH) | -2 T 2 It & i (a-hydroxybutyrate,
HBDH) Al il B¥ (glucose, GLU) i 28 4k . LA Ky i
PRI 30112 W7 o R ) DR R 985 DA BRI — R HR
B

1 MRS FE

.1 #Foab % I dE 2017 4E 4 H ~2018 4E 5 H
Wi A o A — N REREAERE R CML & 3k it
30 M, Horp M 18 i ot 12 L AR 24 5 ~86
B PRSI 2 PRI 13 ), hn 8 6], 2 )
9 1,
1.2 XA A% Agilent StrataGene MX 3005P
SR 7 B PCR AU H 28 B 2 5 R A Al
BCR/ABL210 @it 3 K 5 A8 00 A [ i 5 47 4=
WIBE R A BR A F . XN-1000 4> [ 3 i #& 43 Hr
1 A A FREFR AW A R A i GLU, LDH,
UA 1 HBDH W H i 5e A= A R A

Aok CML 2 WA i 118 1 4 1 1
MRIZ W 58I 5 1 (2016 4F R . 45 4 5 86 40 jy
T A2 Ui 20 AR e 22 A Il DRI IR 5 1E AT 25
A5rHr. KA RT-PCR Il & BCR-ABL fii & 3% [A
P210 ik K, 45 5 Ll BCR-ABL # A K F 5
ABL (N Z: 5 D #% s A K F 1 H{E (P210/ABL)

1.3
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1.4 Zit5 o4 RH SPSS 23. 0 Gt it ¢ &4 2k
TGt B A5 6 IE B A 08 Bk, =41 L
BORH 240, EIES 26 E s iR T ok
Mann-Whitney U ki35, 09 LR H R 7 (¥ K
5.0 P<<0.05 WZERAHGITFE L,

2 &
2.1 ARFEHmE CML % % BCR-ABL @& 4L H
P210 #2520 W 1, 30 il CML H#
BCR-ABL fif& 3K P210 BHMER LA 28 #, &
93.3% , H: £k &3 i Mann-Whitney U #5653 Hr
FL#, & BROR[E 48 #9 CML B % b BCR-ABL fil &
BB P210 BRI EF A G E L (Z=9.561, P
=0.000) , Hiz B D8 R 3097 —4F )5 » K 450
& BCR-ABL Fl & 3£ [N P210 fFHME R AN, 18
FH-R 7 K 55 43 # e 883R 97 1 J5 BCR-ABL fill 5 2
P210 FHM 2R I8 R0 22 5, 153t #E 13 i 12 4% 11
CML B #H W R 97 o B FE IR FBH M 3 38 R YR IT
ZRAGIHE X (f =7.047,P=0.029), 14k
RFEW . BCR-ABL il & J H P210 B9 3R 8 78 A [H]
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*1 AEHE CML B BCR-ABL P210 #&ill 45 R
% 3l AL (n=13) I (n=8) A (=9) 7y P
P210/ABL 0.502(0. 026~2. 958) 3.880(0. 913~10. 451) 5. 609(0. 624~41. 364) 9. 561 0. 000
WITHT S (%) ] 13(100.0) 8(100. 0) 7(77.8) 5,000 0.082
IR S (%) ] 3(23.1) 5(62.5) 7(77.8) 7,047 0. 029
2.2 FRFEUAAE CML & H b b 2 2% W HGBF NEU/LYM 76 A A5 f2 CML B %t i

2, Wi 30 FIA 6] 95 7 CML 55 41 & 1 40 i
(white blood cell, WBC) | ML £1. #& H (hemoglobin,
HGB) & & K v ¥k 40 1 /i B 40 g L fi (NEU/
LYM) Jfiz HI I &R 7 250 0 th . AR WBC,

RBERHEASIFE LY P=0.000), It
54,0 2 Ab JE o b WBC, HGB 19 & & )& NEU/
LYM HCAE AT FH T R X CML #8210 05 2 28 47 )
W DT Ry A R T PR i — AT FEFR R

%2 REFTE CML 5hE MASHR R H 2
uoH B (=13) INHE (n=8) AWM (=9 it (D P
WBC(X10") 42.6+19.9 12.1£11.7 96.3419.0 18.16 0. 000
NEU/LYM 17.645.0 3.9%4.1 32.3£6.0 12. 83 0.000
HGB(g/L) 119.7£24.6 86. 7£21.6 64.517.9 17. 44 0.000
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CML ## 1% GLU,.LDH, HBDH,K' #1 UA
Fikz S, NEWKE CML ## 1miE+h GLU,
IDH W XXk 25 A 4% i %8 XL (P=0.026,
0.0482) JfHIME HBDH, K" #il UA 1% & 75 A [d]

it CML R EZ R, ZR LG5I HE X
(# P>0.05), MH ., CML & % 1§+
GLU,LDH 7E /AR [al 5 2 i 22 5 26 35 77 S 1 PR %
i RIS W P2 4 — LR R

*3 AEFFER CML 89 £ IEFRIEE &
WoH 1B (n=13) I (n=8) AW (n=9) Gt (P P

GLU(mmol/L) 5.67+1.503 5.7540. 773 7.31+1.726 4.364 0.026
HBDH(U/L) 327.3491.2 431.0499. 8 426.8+139.7 0.726 0. 496

LDH(U/L) 403.7+111. 6 5554150 4 627+165. 1 3.964 0.048 2
K' (mmol/L) 3.78+0. 64 3.5140. 25 3.72+0. 64 3.323 0. 056
UA(gmol/L) 403.34+101. 0 367, 14155.5 404, 04130. 0 2.273 0.128
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A 448 B L W TR A 2 5 L 20F I B LY LDH &
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KAFERT T CML i IR 43 19112 W Je 335 3F Al 48 A
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2% I it . BCR-ABL fili & 3£ [H P210 ik K
SERIAE S CML R 92 W i A8 ) 0 0 3305 F Ak i)
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GLU J LDH #] F F CML #4112 Wi 1 1l )5 1
fili . W& 25 Aok, ol $2 5 CML 2 W R T 19 B
JERE R MERA B SR T AR AR 5 K 0 B4 i R B A A />
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I R FE AR R AT 43 BT B 5%, A3 N A 0 5 09 T A
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