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[HE] B384 SHP-1 Fo JAKI KB 4778 50 & fuym (AL) 291069 45 Ak B L 506 AL & 41097 2
RGX G, Z R RAFEFTHEHT-REH4E R (RT-PCR) 7 &40 60 4413 AL & B 88 £ A4 9 e & 20
15 4 BE A 9P ) o 38 A5 g i SHP-1 F= JAK] mRNA 49 % ik, %532 .60 #4774 AL % 4% SHP-1 #= JAK1 4§ mRNA %
sk FR M S 5] 2 30% ,100% ;4776 AL %% SHP-1 mRNA 4 ik K-F 8 A& T E % 5T R4 (P <0.001),JAKI mRNA
Fk KPR R TR NS R 2 F R E (P =0.180) 474 AL % % SHP-1 mRNA [8h 20853 S0 57
FAEM(CR) 4 88.9% A EE2 CR F£454.8% , 2 F A%t F &L (P=0.005), SHP-1 55 JAKI mRNA
AL ZHANK(P=0.046) , 256 :SHP-1 7T 56,2 & sk 2 69 Fp k] A B, 7T 2 AF 4 3| Win 04 &1 & ok & & 7 2
Fo TG 69 FG AT o

[X#iR] #EsMHahim; SHP-1; JAKL; RT-PCR; 474N
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Expressions of SHP-1 and JAKI gene in de novo acute leukemia patients
LI Ying-hua',LUO Jian-min® ,ZHANG Xiao-yan', WANG Dong-mei'
(1. Department of Hemotology, Harrison International Peace Hospital, Hengshui Hebei 053000 ; 2. Department
of Hemotology, Second Hospital of Hebei Medical University, Shijiazhuang 050000, China)

[ Abstract] Objective To evaluate the relationship between the expressions of SHP-1 or JAK1
mRNA and the effect of chemotherapy in de novo acute leukemia patients. Methods The expression of
SHP-1 and JAKI mRNA in de novo acute leukemia patients were measured with semi-quantitative reverse
transcription polymerase chain reaction( semi-Q-RT-PCR) ,and other 20 healthy adults as normal control
(NC). Results The positive rates of SHP-1 and JAKI mRNA in de novo acute leukemia patients were
30% ,100% respectively. The expression of SHP-1 mRNA in de novo acute leukemia patients was signifi-
cant higher than that in the NC group (P <0.001). The expression of JAKI mRNA in de novo acute leu-
kemia patients was a little higher than that in the NC group, but in which had no statistical significance
(P =0.180). The first complete remission( CR)rate in SHP-1 positive group was 88.9% ,and in negative
group was 54. 8% ,there was a statistical significance between them (P =0.005). There was a negative
correlation between SHP-1 and JAK1 mRNA (P =0.046). Conclusion SHP-1 is potentially a tumor
suppressor gene for leukemia and is associated with complete remission rate. It could be used as an index
for evaluating therapy efficiency and judging prognosis in de novo acute leukemia.
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ZEite 45 SHP-1 A JAKL FEPRZERTIA Sk (A 1 H s v i 22k

F2T %

20 A T 3 R ) S DTS 2 1 L Y
KL o JAK/STAT 23 i A= 4 X5~ 2 i 1Y)
G, JAKL 5 TL-11 85 2R i A 4K X7 15
SR GA L L i 120 M B B2 5 (SH, domain-con-
taining protein tyrosine phosphatasel , SHP-1) J& 3%
PR T I 200 ) T R O TR A, e e X 5 3
A KPR 732 AR B Y JAKSs 50 it A 58 ol 8 1 67 %
{5 JAK/STAT {5538t , 400 0 2 00 400 L ) A7 2290 28
WaEE SRR S . SHP-1 K (G T RE 278 1Y
I 4HAL SHP-1 5 JAKs B ERFE T , % 1A=+ K54
WP S R T K B 20 I
(HTLV) ¥ AL i) T 400 &, SHP-1 F iR kK 5
JAK/STAT (3G B 20 Mo e A AT 5, 1 4% 2 SHP-1
S5 DR e 0 240 M ) S T P S A2 B AR o T
PRIT SHP-1 A1 JAKL JERTERAR 2 E I (AL) &
A RBUG AR, FATLAE E & RT-PCR 1 J7 2
Kl 7 60 3G AL & B HEH 20 4 & S H
I BAAKE 40 Mg ( MNCs ) A7 SHP-1 i1 JAKI mRNA 9

IR
RARETE

1.1 —f%# 60 il WIiG AL 835 35 3, B
2003 4F 6 F % 2005 4F 5 AfEReiadr B, Hdh A
36 f4i, 2 24 4], 18 ~ 68 (P i 4FHE 38) %, S P AE AN
L M5 ( AML) 44 f5i], FAB 43 %4 M1, 2 f4i; M2, 20
;M3 , 14 f5i]; M4 4 5] ; M5 4 5] 2P ik B 40 i 1
M (ALL) 16 5], FAB 4371 . L1,1 5] ; 12,14 f5i]; L3,
1§, 2 Wikr S B K 22 B 1 I 8O 12 B B 97 3
FRAEY o IR HR(NC) 20 il Ay fH R AR I 2, 5 12
i, Zc 8 5,23 ~35 (WAL AEWE 30) 4

1.2 ik

1.2.1 #EAEmmiaegiti MNCs HUH 60 f5i] AL
BEEREA 20 44 6 AR A AN E L, bR AS ] Fi-
coll-Hypaque % 6 B 550043 B EE I, VR A7 45
1.2.2 #mpe ¥ RNA w9R A5 - 5hiii
JHl TRIZOL( 2 [ Promega 7w ) 42 B4 it 44 RNA,
1% BRI BE U K60 RNA 1) 58 B M, 48 4135606
JEAGHEAT RNA 22 f5 Fhali B 457 .

1.2.3 ¢DNA 4 FEALZS 2B 5| %) ( Promega 2y
Al AU 1 5%%E cDNA, 35 SRR R 20 plL,
A3 RNA 2 pg,50 U/pL Rnasin 0.5 wL,500 mg/L
BEHLEH) 1 wl,10 mmol/L dNTP 2 plL,5 x i 5% 2
2B 4 L, 200 U/pL AMV 53 5 S5 il 200 U, 4%

1
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FHEEDRIR —. £ TR (DEPC) K AN 2 o 7E 37 °C i
60 min, 95 °C JZ i 5 min J5 % 1k )2 ¥, ¢DNA 7E
-80 CLRArai#kfT PCR 44,

1.2.4 314kt H i JE P SHP-1 A4S 58 3k B
A I H 1 3 U8 ( GAPDHY) 51 915 31 2 BRSCHR™
SHP-1 i8] #: 5-GGGCAGGCAGAGACGCT-3';
TUiB14;5'-CTTCTTGAAATGCTCCACCA-3' . GAP-
DH 3554 :5 -CGGGAAGCTTGTCATCAATGG-3' ;
T8 4.5 -GGCAGTGATGGCATGGACTG-3', %
[l Genebank %{#E J& , JAK1 J§ 415 2 NM002227 , FH
Primer Premier5. 0 #{4-1% 11 JAK1 5|4, JAK1 _EiF
214): 5'-TGGAGGTAACCACATAGC-3'; F i8] 4.
5'-CCGAGAACCCAAATAGTC-3', Bl¥ ML 52 H
BRHE R B AR A BR 2> w] & 8. SHP-1, JAK1, GAPDH
() RT-PCR 7= B 435 % 237 bp,250 bp,358 bp.
1.2.5 PCR A  PCR JJW{KkZ 25 uL,cDNA 2
L, MgCl, (1.5 mmol/L)1.5 ulL, dNTPs(0. 2 mmol/
L)2 pL, 5% (10 pmol/L) 1.5 wL,Taq fi§ 1.5 U, 421
WKL P34 F, SHP-1:94 C Hi AL % 5 min,
94 °CAF P 45 5,54 CiR k 45 5,72 °CHEf# 60 5,35 4~
PEFR, 25 72 °C 4Ef#1 10 min, JAK1:94 °C FiAs Pk 5
min 94 CASPE 45 5,54 CIB k 45 5,72 CHEfi 45 s,
35 MEH . HeJa 72 CHEff 10 min, GAPDH (19 1%
254 .94 °C T AR 5 min, 94 °C A5 60 s,58 °C 1Bk
60,72 CIEM 60 s,22 MEF. HJ5 72 C i fip
10 min,

1.2.6  PCR =4 4 #7 B 10 L g3 =4y,
2. 5% BEJE WEEE B HL Uk (90 V, 50 min) , IRk & 5
(EB) B¢, I AE B AL Alphalmager 1200 |- 454 73
Hr SHP-1,JAKI 5 GAPDH [ K i HUARL#E 172 2 &
43HF. RT-PCR ZE5: SHP-1,JAK1 il GAPDH 45 %
ik #E Xk SHP-1, JAKI mRNA PP 3235, BA
GAPDH PH 1 # 72 X & SHP-1 5 JAKI mRNA [
ik,

1.2.7 %% BSEMITSE VA AML EH] DA
(RLR R PR ) 50 MA J7 52 OKFE A BT
M) , APL 4 2 X2k FH R ( ATRA ) 5 =48 fb —fif
(As,05) , 40 1 4 R 3 &5 i /R i HA (R = RIS T
B PR Y ) slbR R i DA, B3R ALL 3£ ] VD-
CP(KBFH. LA R ABEBEN. KRN 5
VDLP (KA, L2055 % 2 WE ] & ARG Ik e
) o TR E AR LB 2 1 By bt )
1.3 %itapas® R SPSSI13.0 Stk ib a3
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] B R 27 5 e R RS

F27 %

SEHG B, SHP-1,JAK] mRNA fE4)4 AL &5
NC 235 R FH A~k 37 AR A JE S 508 A Kolmogorov-
smirov Z K356 ; SHP-1 mRNA FHYELHFIBA 415 Sk
J7 CR R x* K% ; w13A AL $i3# SHP-1 &5 JAKI
mRNA J&: 75 FL AT A OGP 2R A 7 BE A AR 2 80
Wilcoxon FHCKIH: . DA P <0.05 h22 55 HAA G112

=,
98
poN o

4t

A

2 R

2.1 i AL %% SHP-1 F= JAK] 3 B #) & ik

SHP-1 K JAKL LA # RT-PCR 3738 5 ) s ok [l 5y
HILE 1,20 ®)if AL B3 SHP-1 mRNA [ B 5
30.0% ,AL g3 SHP-1 mRNA /K5 NC 41 Ho i

ERAGIFEN(Z=2.77,P<0.001), ¥ AL
J NC ¥ JAK1 mRNA )33k, AL % JAK1 mRNA
FHXF K5 NC A T, 2 RTEGI B X (Z =
1.097, P=0.18) (% 1),
2.2 i AL %4 SHP-1 mRNA &k 54055 55 204
% & WG AL B3 b SHP-1 mRNA FHPEZH 755
f6I7 CR 34 88.9% (16/18) , [P 4H 175 T 4L)T CR
N 54.8% (23/42) AL L 22 A G232 E X
(x =8.028,P=0.005),
2.3 & AL %% SHP-1 5 JAKI mRNA #9 % %
60 9134 AL F 3% SHP-1 5 JAK1 mRNA 7K
A3 A B 5 P A 3 R mRINA 7K B2 8 6 A 58
(Z=-1.982,P=0.046)

%£1 ¥ AL 5 NC 41 SHP-1,JAKI mRNA [{y355k
Table 1 Expression of SHP-1, JAKI mRNA in de novo acute leukemia patients and normal controls
i SHP-1 mRNA FX} 7K JAK1 mRNA %} 7K -
i ! M(Q-Qu) LB (% ) M(Q-Q)
WIvE AL 60 0.000(0.000 ~0.043) * * 18(30.0) 0.502(0.106 ~0.826)
NC 20 1.768(1.132 ~2.258) 20(100.0) 0.448(0.195 ~0.528)

5 NC t#g, = + P <0.001

1 ¥4 AL % NC 2 SHP-1 mRNA [ 3k
HARIE; 2-5,7 913 AL;6:NC
Fig. 1

tients and normal controls

5,7 :De novo AL; Lane 6:NC

3 W g

SHP-1 [ —Fp A 32 (B R il , 1 4%
Y I 2 2R R AL . X% SHP-1 k3%
75 me/me Fll me'/me' /NI RFSE & ), SHP-1

IREGRIC 5| LB/ HAZ AN AR 12 M 5, L B 2

22 it

LN

Expression of SHP-1 mRNA in de noco acute leukemiapa-

Lane 1:DNA Marker; Lane 2-

1:DNA 735 B2 H)if AL & NC 41 JAK1 mRNA )35k
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1:DNA 4 it
B 1262 B3 AL:7:NC

Fig.2 Expression of JAKI mRNA in de noco acute leukemiapa-

Lane 1:DNA Marker; Lane2-
5,7 :De novoAL; Lane 6;NC

tients and normal controls

X 3 2 K R T . SHP-1 3% P e o o
AP K P98/ 19 LS5 200 i 2 RO RRAIE , % 2 SHIP-1 ] 1]
AR A I 20 B R 3 A $ R SHP-1 AT RE S

LG FO IR SR . 552 1% 2K 2 B RT-PCR 7 %
52 60 A AL 3% SHP-1 mRNA B33k, % 5
TERIA AL Hp SHP-1 22 1K B 2 J% 35 1 7K SF- B A
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SHP-1 FikFARakBin . A5 WoR SHP-1 )3 371
LA, R RS2 1 I 200 it 2R B JA 1 i 40 A v
SHP-1 JER TR B EHLH S o [ A I se kB
F I SHP-1 (1) 3 R 98 A48 5% UL, SHP-1 (%) 2% 31 28
AR T] B 5 F I 08 TC O BANAE /N 43 3 I v ke
VEH o ASBIFFE 45 FAR LA (I T B SHP-1 3 1
R AIG 32 5 H R Bl an sl I 6

FIL 35 T B 3 3 A7 7E JAK/STAT 3 % 1) 5+
W, Ju i JAK/STAT 553 5 0 435 22 0%
SHP-1 3@ i3 %t JAKs Je T iiff 2 11 43 10 JBd i 12 Ak 111
JA¥ JAK/STAT 3 . FRATH w036 AL 3
SHP-1 mRNA FEAR s i i, $87 JRUAR 9 1 s 440 o
JAK/STAT S 3005 7T e 15 SHP-1 (1) 3¢ 1K B A1 ol Bk
WA O 5 30 R AR 1 I 40 A JAKT mRNA %55
BEIEH NS M A% 40 M 38 5, 9 H. 60 4034
AL g3 SHP-1, JAKI mRNA 7K - 52 % B £ b 6,
$E7R SHP-1 FEk i FARFT RE RIS T JAKI LR 135
35, AT HE 2 BE 1 JAKL {5 E-@ Bs 4k T SHP-1
RN L B T IS A5 55 S 7 i 5%
WG 3 (STAT3) 5 DNA HUELAL 50 1 3L A
(DNMT1) 541 % [ % Z WL 1 (HDACL) JE R &
H¥, 5 SHP-1 [{JH sh 454, 512 SHP-1 JE R
B 7 H AL, 04 SHP-1 SR 4% 5% {H SHP-1
5 JAKs F3A 1056 R K EMLREA 15 ok — 05T
P RAEATF PR IEH 558 MNCs fH00f B sk 14 50 R
YRS W 2 2 1] B % R o Han 251 %% Bl SHP-1
FEIRBI U D B A AR X JAK3 , NPM-ALK ) [ fig
5[] 722 bk L 90 At ( ALLKC) L 1% ) 72 K &4 b 20 98
T, 47 S I 4T SHP-1 3[R 76 1 22 15 R A1%
W55 1 8 AT JAKs 25 (A A RS 1 30 JAKs B
FikMEE . SHP-1 mRNA PHM: AL B E WA 1L
JT CR RATBIVE S w55 A 45 1 AL, B0
SHP-1 FEKFEARTE AL B Pie EEAEH], IF 515 %
IRITIT RO &, K SHP-1 mRNA ik, X135 %
AL IGTFHE VA B 10U 0 I A — 8 8 S (HF IS
BRAE 20 1 L6 2878 Hh A P B I R S TN (L v A
R —2 R

o

5 £ X W
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