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The expression and clinical significance of death-associated protein kinase in acute leukemia
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[Abstract] Objective

relationship between DAPK expression and clinical characteristics of patients with acute leukemia(AL). Methods The relative ex-

To detect expression of death-associated protein kinase (DAPK) in acute leukemia cells, explore the

pression of DAPK mRNA in leukemic cells and normal bone marrow cells or peripheral blood was detected by semi quantitative RT-
PCR method. Results
was 0.356 7£0.106 1,The expression of DAPK mRNA in bone marrow or peripheral blood samples of 54 patients with acute leu-

The expression of DAPK mRNA in bone marrow or peripheral blood samples of 18 normal control group

kemia was 0. 104 840. 094 1,the experimental group was significantly lower than the control group, the difference was statistically
significant (P<C0. 01). In the experimental group,the relative expression of 13 ALL patients was 0. 057 740. 099 5,and the relative
expression of in 41 patients with AML was 0. 119 80=40. 088 42, AML group was lower than that of ALL group(P=0. 003 7).
DAPK mRNA expression was positively correlated with the white blood cell count and fibrinogen content of the patients ( P<
0.05) ;and had no correlation with sex,age,fusion gene, platelet count, LDH value,acute myeloid leukemia subtype,and first remis-
sion induction therapy in newly diagnosed acute leukemia patients(P>>0. 05). Conclusion DAPK mRNA expression was signifi-
cantly decreased in leukemia cells.
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votrigen A, 51 ¥ ( L4 T A9 TR A R Al . PCR X
(1% E Biometra 2\ &) ), Tanon % & %1% & 4t ( | #F Tanon 2
FD 253G BE AL ARV R Bl . Takara Code No. RRO55A
PrimeScript™One Step RT-PCR Kit Ver. 2 g [ H A< TaKaRa
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1.3.1 5|P#EEE PCREIYFFHI S CH[2]. DAPK I i

B|#.5-GCC TGG AGA CGG AGA AGA T-3', FlEa| ¥ .5~
AAC TCC CGT GGC TGG TAG A3, ¥ # /=K iy 170
bp;B-actin E#E514 : AGC GAG CAT CCC CCA AAG TT,F
519 : GGG CAC GAA GGC TCA TCA TT. ¥ 34 H B K A
9 285 bp, H RIGAETAEY TR AARAE S . gk, 1
Jt RNA i K B S FE K% R4 20 pmol/L, — 20 C - 47 LU
#H.

1.3.2 Z0ffl 5 RNA 2 Ao B2 e AL 20 B8 3 B BB B
SMEIMAS 3 mL, JF R HUHE, 4k 40 i Ficoll 4385 43 & B4
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%20 i, BT Z A A i 100 wL B8 A 1.5 mL EP &),
A 1 mL Trizol #4758 43 1R 2. % TRizoL % #& X
RNA, 42 HLA RNA i DEPC &b 3, %53 /K % )5 FH 4% 4 4y
66 BE I 5 416 B (ODas, /ODago >>1. 8) 4 [R] B 3#£4F RNA £ &,
1.3.3 kg & RT-PCR MWK FR 25 pL, I prime
script 1 step Enzyme Mix 1 pL,2X 1 step Buffer 12. 5 pL, I
W NWES1 4 Primer(20 pm/pl) 45 0.5 pl., Template RNA/
N2 RNA 0.5 pL(<C0.5 uL),RNase Free dH, O up to 25 L,
Ak J5 Fe A = B 454 :50 °C 30 min, 94 C WAS# 2 min,94 C
AP 30 5,55 C 1Bk 30 5,72 ‘CHEH 1 min, 28 MEIF., X Hd .
(D HEEASNHEAR R RNA #17 RT-PCR i ; (2) K54
PEAT RN 5 (A RNA #5477 RT-PCR 2 Ji .

1.3.4 PCR = HIKLERAZE By =% 10 pL, 78 2 %3
N W BE I (4§ 50 wL M 5wl GOLDview) b #E 47 Hi 3k . 80 V,
40 min, FHPKFGLT MWLM, BIEFE LT WA
Te. A Re A HMEMPA Y. DLEGERE DNA 4% 5 g
actin 93§ J7 B LU AE 8 H mRNA Rk KV 19 & w647
1.4 Siil2ab3 R A SPSSI16. 0 &8 i1 #4047 & i 4
B B DLzt s o AL E 31T « /3, DL P<<0.05 WERA
Gt EE L,

2 % ES

2.1 DAPK mRNA ik DAPK mRNA 7E# 4> AL %
AR AZ A0 B R AWK E LB 1, AL 41 DAPK mR-
NA 35 K F 8 8 % F % B8 4] (0. 104 8 £ 0. 094 1 ws.
0.356 740.106 1,P<C0.01),

1% ME2152.3.4.6.7.8.,9.10: AL ;5.2 A X M 4H;11:. DNA
mark 500,
B 1 DAPK mRNA fyRiEE %k E

*x1 Mg AL BEBHBENZEAMRD DAPK mRNA
FKiEGIERE WBC XM (Txs)

I PR S AE n  DAPK mRNA #ik & P
Wiz AL WBC %1
=20x10/L 17 0.136 540.093 7 <20. 05
<20X10°/L 21 0.0624-0.087 1
Wiz ALL WBC %1
=20%10°/L 4 0.060020.071 1 =0.05
< 20X10°/L 9 0.056 64+0.113 7
¥112 AML WBC |-k
=20%10°/L 13 0.160 020.088 9 <0.01
< 20X 10°/L 12 0.066 040.065 8

2.2 DAPK mRNA £33 5 AL IGKRERW LR $1i2 AL B
H L, WBC=20X10°/L 41 DAPK mRNA % ik i F WBC<
20X10° /L 41(P=0.016) ; §]12 2 ME#E & H ML (AML) %,
WBC=>20X 10° /L 41 DAPK mRNA % ik & F WBC < 20X
10° /L 20 (P<C0. 01) ; 912 2 P vk I 40 B 1 i s CALL) B 3%,
WBC=20X10°/L 4 5 WBC<<20 X 10° /L H WL #, %2 K T4
P2 X (P>0.05), L% 1, AML # % DAPK mRNA ik
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BT ALL B & (P=0.037), 4 4 % B & (Fib) kX F i % T
4 g/LAE T/NTF 4 g/L#H(P=0.031), %1 AL &t
WBC=100X10° /L 418 F WBC<<100X 10°L 41 (P=0.019);
5EREMEN.ER W I2E SR T K (P>
0.05), W3 2, XI#Iie AML 25 il | 5 #4713 1 s 43 B0,
M1 3 f5], M2 13 £, M4 1 f], M5 8 £, DAPK mRNA ik 5
AML WA JC A £k (P>>0. 05) , [ M1, M4 |53 /b R #E 47 L

BT, L3R 3,

*2 AL BEBRWENZMAM P DAPK mRNA Rik 5
Iife PR HFAE W B K 1 (T =+ )

i R i n DAPK mRNA ik # P

R )
=60 15 0.100 7040. 085 90 0.843
<60 39  0.106 40+0.098 13

P51
L) 40 0.104 70+0. 908 90 0.993
b’y 14 0.105 0040. 106 46

%12 AL WBC %%

=100X10°/L 5 0.188 0040.134 80 0.019
<100X107/L 33 0.081 50+0.083 30

igi)
ALL 13 0.057 7040.099 51 0.037
AML 41 0.119 80+0.088 42

Fib(g/L)
=4 27 0.132 20+0.094 11 0.031
<4 27 0.077 40+£0.087 42

WL AL —KiEFIRIT
2% fift 18 0.096 1040.111 40 0. 990
R ZE i 9 0.096 7040.081 00

3 #12 AML 2% DAPK mRNA RZ5H A

XM (zLs)
Ay n DAPK mRNA ik & P
M2 2 13 0.090 040.620 0 0.150
4 M2 41 12 0.142 540.110 1
M5 4 8 0.113 840.790 9 0. 958
9 M5 4 17 0.115 940.977 9
M2 41 13 0. 090 03-0. 620 0 0. 452
M5 24 8 0.113 84-0.790 9
3 it it

A T 32 B NS MR ) T B AR AR 2 — 1 I R I T I
L T 240 1 A A T B P L R A R R A L 2 3 A
KA ML RERT L T2 B YIAH 6 . DAPK S — Fib i 22 14 4
TOHIRE P AL T ARG Ak 9g34. 1, 4 4 293 bp, J&—Fli45
BT VR Y 22 R/ A TR B 1 O L T 25 R A YRS O
PO T R R A 5 AR e PR P Iz R
Z: 5 50 EAE AN D IR U T B L R S S M TR AR R T
EHE T F 2 — . DAPK [ 25 #4048 — 440 1 S X
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ST/ SHEOSS X E O EE TS X P340 A 4L
HEARX FET-XAE &L E BRI BB 7T ARy o AL B X A
FHEF/SAEASARXS Nz ml, il 11 A2/ A4S
P2 AR 38 B A — AN DR ST 00 80 22 R B 3+ i B 3k 5 MR I 0 A AT
IR (ATPY S GF % # K A =78 (K42W 3 K42A) 25 5]
BT R EN

WHoE 45 R W], DAPK 3L 78 IF 8 4P A %35, T8
— A 28 R A0 A AR A D A T IR i B 41 T 40 AR R TR
) T R W R L O LR /T L WK 40 R L L S
Ji 988 4 41 21 DAPK Y 3638 S KT sl 201 i HL LR ik
B 5 H CpG 5 iy B 6 Ak Bl 48 % B0 AH G . #2785 98 0k 19 &
HVRRAEFEVMBER . AU E R DAPK 3 R 7£ 17 15
8l v 1 2% 3K BTG T f BN B A A L, 22 A SR R X
(P<C0.0D), 5 ik &5 — B, iF— 25 IE 52 DAPK 3 B & W 7
P4 I3 1 R A

Wit/ DAPK %3k 5 AL IR FRAE Z 18] 19 26 &R K H
ALL 41 DAPK mRNA &K T AML 4. ZRASKIT¥E
Y (P<0.05), 377 DAPK ik 4 76 ALL 0] 4 AML
A TS R e A0 M & R L R R Y AU B AR E AL
il M Rk — 2 oY . MOEAT T R . DAPK ik 59112 AL
WBC it B2 IEM X HHHBMFRA, ALWAkAESH
I 20 i 38 58 4% J5 L 4o Ak B 9 L U 1o SZ BEL S U0 M o6, T fig 7E
WBC=20X10° /L B3 & o B [ 100975 40 At 34 5 2% s 2 &
BAEM. - R, 912 ALL  DAPK %355 WBC
THECE AR S i W] 2 AML o DAPK &35 5 WBC 11504k 9%
EIEARSEE A B ST iE DAPK 32 2 28 3k 76 5 R 2 A i U, T
HEBE AR WBC=20X10°/L BB & WBC<20X10°/L B #&
P 197 4 R T R, 4 B D R s DAPK AH X 3% 3K I,
DAPK 28 AML k& A4 J& & f7 78 H A AL il , i 7 K &t 0 55 3iF
S, B EEEAOS Y2 AL B B — WS SR 9T T A AT
O30T RHAT KM Z ST A £ R 5 DAPK mRNA £k 2 &
AHIE T K IR SE . 8 0 5% B 3 1 5 b I S 3 A o6
M1 3% Fib & — oW A . 1 400 A 800 43 i - HL 32 22 A F Ty
RERVE BN T T HHS 5 A N BE It AR, ) 5 48
B A S B Bl 36 5 R Ay A MDA G . A 9T R T Fib R
A5 it 7 ) A S5 P R 398 5, T 6 R 0 /0N AR 9 40T M A 286 B L AT
I F 9 A0 M B 5% 3% il Fib K TS AR A BUR B MR A 8 i
i . A5 & B, DAPK mRNA 3k 548 5 B 3% Fib £ 1
AH K 7E M B 3 s KO- 2% 38 DAPK mRNA o B Fi R 4
1o P AR RN RS I o VR R RS SR M R A R
J ) B2 R R A A5 B VD G AR T IR R 1 i Y 2 A T
BAE RS . HORTE A MG B & DAPK mRNA %k
B A ML 2 A7 AR B 0 RS . AR AY R L AL 4l R
DAPK mRNA 33k & B 8 AL F 4 B 41 . % B DAPK 235 Gtk
ATREE AL &k R R EENLH Z — M 7 & K OF £ ik DAPK
mRNA AL B 5, Fib B 8 3 &, ol BB 72 1% 28 A kL
Fib & ik A EEMEM . AU HE B & g2 T3, L%
FEAR AN 32 I R] 5 36 2% 1 55 2 U0 1R 35 B, R g R AT A
ARSI A A R it — 2 RE.

e 982 200 H ) — S 0 g 3 DR R R 3k T B R SR
FAENT A4 52 &0 3 RT-PCR /% 91%] AL #% f DAPK
JREh T X H LS H mRNA (R R xEx. HEi Zih A
DAPK 7EMg U B2 th FH )G s 7 X CpG & X & 4E 57
WAL, AP SRWIESE T DAPK 78 AL 41t H ALL
Rt F A, BF9T DAPK 20 T8 A HLH & H 2= 5 b &
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