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W E.BW MMRALHahmBEFHmeR AR Fee S Hgkisin &S (Skp2) P27, )8 #%& & (cyclin) E #= Cyc-
lin Al g KA B REL, FiE W60 W G hRmEHF2AMEA=14D, LRMAn=9) TEEZMM(n=10) ¥ 3 T 1 f ik
W & H AR A A BB (n=10), KA f & AL 5 7 sk A B B 4m J Skp2 P27, Cyclin E #» Cyclin Al a9 R ik, 547 £ A8 5 4L s7
FaRWEZR, R LZHOhmwAARE KA Skp2.Cyclin E = Cyclin Al 2k 0 B 3% T 744 4 & % B 20 (P<<0. 05),P27
EMEB RAGMABSRAMERELZFAAITFEEL(P>0.05), £ H LM A4 3 HK(P<0.05, &G hEE
# F 8 20 #e Skp2 P27 .Cyclin E #= Cyclin Al Fa/k & ik 5 & & 8 W50 | 9h )8 do U8R BL S08R K- A8 X M (P>>0. 05) ; Skp2 5 5
JA o & g et K 2 EAB X (P<T0.05);Skp2 5 R4 4% & 2 AR (P<T0.05),P27 5 1 2 E48 X (P<T0.05), Skp2 #= P27 #§ 1t
iy 5 %12 0.076 F» 6. 842, £5ik Skp2 o P27 TRAY M EMGhRLT ZEEMEN B ITAEE L.
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The expression of cell cycle regulatory factors in acute leukemia and their clinical significance
Liang Cuiwei ,Gong Wuxing .Qu Yali , Huang Cuizhen ,Chen Hui
(Department of Hematology and Oncology » Third Af filiated Hosptial , Jinan University/People’s Hospital of
Zhuhai, Zhuhai,Guangzhou 519000 ,China)

Abstract: Objective  To study the expression of cell cycle regulatory factors such as S-phase kinase-associated protein 2
(Skp2),P27,Cyclin E and Cyclin Al in bone marrow cells of patients with acute leukemia and their clinical significance. Methods
60 cases of leukemia were divided into initial disease group(n=41) ,recurrence group(n=29) and complete remission group(n=10),
and patients with non-malignant hematologic diseases served as control group(n=10). Immunocytochemistry was employed to de-
tect the expression of Skp2,P27.,Cyclin E and Cyclin Al in bone marrow cells and the relationship between their expressions and
chemotherapeutic effect was analyzed. Results The expression levels of Skp2,Cyclin E and Cyclin Al in initial disease group and
recurrence group were higher than those in complete remission group and control gorup(P<C0. 05). There was no statistical signifi-
cant difference in expression of P27 among initial disease,complete remission and control group(P>>0. 05) ,and P27 expression level
in recurrence group was lower than that in the other 3 groups(P<C0. 05). There was no correlation between the positive expression
of Skp2,P27,Cyclin E or Cyclin Al in bone marrow cells in patients with acute leukemia and age,gender or lactate dehydrogenase
levels in peripheral blood(P>>0. 05) ,and It was found positive correlation between Skp2 and leukocyte count in peripheral blood(P
<0. 05) ,negative between Skp2 and complete remission rate and positive between P27 and complete remission rate( P<C0. 05). The
odd ratios of Skp2 and P27 were 0. 076 and 6. 842, respectively. Conclusion Skp2 and P27 may be independent prognostic factors
which affect the rate of complete remission of acute leukemia after chemotherapy.

Key words: leukemia;cyclins; S-phase kinase-associated proteins
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1.3 FERH S e i b 2E R 320 s R A
Skp2 Hi i BB BRPT A P27 M BESLAR L R HT A Cyclin E #
sREBU A  BR BT Cyclin Al 558 BEHT & | Super Pic-Ture R &
YRR B AR E R Y (W E EEB AR LR AT . R
938 A Ak 27 A6 I < SBCAS [R] 9 91 R A BT Bk B b T R AT R B R
FoB R E—70 CHkAERF &R, B8R A RAEEIKL
W7 2% 7] ( Antibody Diagnostica inc. ) #fE H ) 8 — 0 7 &
Ge A . B IE Ao 7 2R S 2 A O o AL S BB iR R
A HEAT AR I 1 G 35 20 B Ak 2 A
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0 R PR 400 76 5 6 B 308 T 5 A T4 400 A~ A% 4
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L5 Soilerab B BT SPSSI3. 0 G ik B fF AT S 4

M. RGBSR y° B3 K& Fisher's K16 R L W&
Logistic [0 )73 434 4F W 4 0 L &1 J I 3 40 i 14 L 7L R I
it 7K F- il Skp2 ., Cyclin E,Cyclin Al Jz P27 5B 58 £ 5 fif %
MXZ, M P<0.05 HESESRITEEX.

2 4 7

2.1 e I A [ 2 5 40 B R 38 9 4 B Skp2 . P27, Cyc-
lin E fil Cyclin Al R SO mmy LA E kA
Skp2.Cyclin E I Cyclin A1 35 W] & & T 58 4 5% i 21 S o B
2, 2% 5 it L (P<<0.05) , A A i & & 4 Cyclin E
KW & T AAREK, ZRAEHITFEL(P<0.05),
Skp2 1 Cyclin Al FEF) R AL ME KA RiKE R TR XL
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TG T L (P>0.05) JER KA RIBHE AL 3 4K (P<
0.05) . AN [F) 28 B 2 M 1l s 40 M B 109 9 45 B 7 i 3R ik L
#1.

*1 £ EAF M Skp2 P27 . Cyclin E #
Cyclin Al BJRIXFAMEZR (%)
2150 n Skp2 P27 Cyclin E Cyclin Al
wIRA
ANLL 24 41.6 25.0 25.0 37.5
ALL 17 41.1 22.2 35.5 29.4
&1t 41 41,47 24. 4% 29.2% 34.1%
BRHA
ANLL 4 50. 0 25.0 50.0 50. 0
ALL 5 40.0 20.0 40. 0 40.0
it 9 44,47 22.2 44,400 44,47
SEARGRA 10 10.0 20.0% 10. 0 10. 0
Xt e 21 10 20.0 20,07 10.0 10. 0

. P<<0.05, 58 G MA IR ;4 . P<<0.05. 59 k4l Lt
5% . P<<0.05, 5 BUL#.

2.2 40 9 5 I F Skp2. P27, Cyclin E 1 Cyclin Al [H
MRBESBFHEIKFENER A mmEEaHan
Skp2,P27.Cyclin E fil Cyclin A1 FHPEZ 5 5 8 F 8 P,
S 1 7L AR B A K ST JEAH 26 (P=>0. 05) 5 Skp2 5 4M A 1L A
i A T 0L TF A 26 (P<<0. 05), Tfif P27, Cyelin E F1 Cyclin Al
5HIGHA B A (P>>0. 05) 5 Skp2 5 58 4 2% fiff R 2 b ¢
(P<<0.05),P27 5 H £ JF 41 % (P<C0. 05) , Cyclin E Fil Cyclin
Al 5HICH B A& (P>0.05), W% 2.
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215 n
[n(%)] p [n(%] P [n(%)] P (%] P
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<35 % 23 16(69.6%) 19(82.6%) 14(60.9%) 16(69.6%)
>35 % 18 11¢(61.1%)  0.742 12(66.7%)  0.289 11¢61.1%) . 000 13(72.2%) 1. 000
P
w 18 12(66.7%) 13(72.2%) 11¢61.1%) 12(66.7%)
i© 23 15(65.2%) 1. 000 18(78.3%) 0.724 14(60. 9%) . 000 17(73.9%) 0.734
<IE%# 2 4% 20 13(65.0%) 15(75.0%) 19(95.0%) 14(70.0%)
=IEH 2% 21 14(66.7%)  1.000 16(76.2%) 1. 000 16(76.2%)  0.058 15(71.4%)  1.000
20 B A
<30X10°/L 19 9(47.4%) 17(89.5%) 12(63.2%) 14(73.7%)
>30X10°/L 22 18(81.8%)  0.026 14(63.6%)  0.075 13(59.1%) . 000 15(68.2%)  0.744
e fRR
524 O fift 24 11(45.8%) 20(83.3%) 14(58.3%) 18(75.0%)
XK 584 B 11 10€90.9%)  0.023 5(45.5%)  0.041 6(54.5%) . 000 5(45.5%)  0.130
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&S NI RTINS K O o QA W1 N -3 R % N (R |
AR g LR T G IR 56 42 5% A g 1o A% Sk, I 1] i O 308 0k AT 22 A8
it Logistic BIH AT 76 1R Z AW AR S W 58 = F R I R
T . Skp2 Fl P27 J& 5 W 58 4 5% fif 0 4 7 B S R & L Skp2 Fil
P27 9 HAH L (odd ratio, OR) 43 I & 0. 076 i 6. 842, Skp2 3

SRR T A R SRR IL, T P27 KA M S, B E M RN

.
3 it it

FLAZ A 4 A0 B A s X 4% 2 2y Coeling, 20 i J8) 0 26
K 41 VE 14 i Ccyclin-dependent kinase, CDK) 140 g J& 1 & (4K
o R 4 4 I 7 (eycelin dependent kinase inhibitor, CKD) #4
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Ao 5 B AL AR BT Xk 4 A R 9 R R s AR Y . CDK
200 ] 303 R 42 ) PG 3R, 32 Cyelin A1 CKT XU 9 45, CDK
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HEKF5SBE R BUS A K. Cyclin AL #5235 19 8 Bk R
KR B TEE A A S R AR AR . BRI AR T R Cy-
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