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KB GG RFIEN L R, ik EFFEEF 0 6 (WEL), B Ak 4550 6 IF Ik o 55 &% (S RA), KA
Jo SR LAAL Fe &, 3 A WL IR 58 L 4R An o 57 OB 204 15 3T IR 249 Cyclin E . p27kipl 42 Ki-67 & & Mtk ik, R 2%
PCR(RT-PCR) ik #2822 Cyclin E p27kipl #= Ki-67 mRNAs R K P, o 55 S5 fo b B e RAFIER X 2, &5
B LR B 42 Cyclin E A= Ki-67 FAPE & & 5 & mRNAs 7K T Fo 98 5 20 22 Fo 3 BE 4038 I, p27kip] FRPE £ ik 5 &
mRNA 7K o & 5 40 22 Fo 3t R 2B AR (3 9 51 =33.91.23.77;36.44 ,23.17; -16.36 .~ 7.81; t % #1=20.40,17.47;11.26,
9.69;-14.16.~14.84, P <0.05) , MLELAM JG 28 4% Cyclin E Ki-67 F= p27kipl B & [P R ik 5 & F W5 Fi M 55
AR E (N »#=0.64.0.18.0.51;0.49.0.17.0.62;0.02.1.44 .0.86, P39 >0.05) , 412 15 I % TNM %~ | fn i K4k € 4
# I AR F AR £ (¢ #1=19.00.7.32.10.40310.79.7.79.9.37;15.26 .6.58 .6.67, P31 <0.05) . &t FF &
8 K 2 A0 K 55 2827 Cyclin E . p27kipl A2 Ki-67 % & 49 ik % Fota 4.
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Expressions of Cyclin E, p27kipl and Ki—67 proteins in liver cancer tissues and their relationship with clinical
characteristics WANG Shan, LIANG Xinhong, ZHU Geng, et al. Department of General Surgery, Hangzhou Hospital,
Zhejiang Medical and Health Group, Hangzhou 310000, China.

[Abstract] Objective To analyze expressions of Cyclin E, inhibitor p27kipl and nuclear antigen-67 genes (Ki-67)
and proteins in liver cancer tissues and their relationship to clinical characteristics. Methods Totally 90 patients with
hepatocellular carcinoma (observation group)and 50 patients with hepatic hemangioma (control group) were selected.The
Cyclin E, p27kipl and Ki-67 proteins were detected by immunohistochemical staining in tumor tissues and adjacent
tissues of observation group and control group.The expressions of Cyclin E, p27kipl and Ki-67 mRNAs were detected by
RT-PCR, and the relationships between expressions of Cyclin E, p27kipl, Ki—67 and patients’ clinical features were
analyzed. Results The positive expression rates and mRNAs levels of Cyclin E and Ki-67 of tumor tissues in observation
group were significantly higher than adjacent tissues in observation group and control group, while positive expression rate
and mRNA level of p27kipl of tumor tissues were lower than adjacent tissues in observation group and control group (x*=
33.91, 23.77,36.44,23.17,-16.36,-7.81, 1=20.40,17.47,11.26,9.69,-14.16,-14.84, P<<0.05).The positive expressions of
Cyclin E, Ki-67 andp 27kip1 proteins of tumor tissues in observation group were not related to patients’ sex, age and
tumor diameter (x>=0.64,0.18,0.51,0.49,0.17,0.62,0.02, 1.44,0.86, P>0.05) , while were close related to TNM staging,
blood or lymphatic metastasis, and differentiation of tumors (x’=19.00,7.32,10.40,10.79,7.79,9.37,15.26, 6.58,6.67, P
<0.05). Conclusion The occurrence and development of hepatocellular carcinoma are closely related to abnormal
expressions of tissues Cyclin E, p27kipl and Ki-67 proteins.
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(cyclin dependent kinases, CDKs ) 1 J&] 1 A 2
F 3B 09 $0 i) 25 A (eylin dependent kinases in in-
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I Ki—67 £ 112 Mg 4 A F) 3 25 L 09 B 22 03
L TR 25 I B A 25 22 P A e (1)
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Wit E RS %,
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11—kt MM RERE 2016 4F 7 H % 2019 4F
7 HAEWTITAR BT A B A A B B2 B 26 F AR UIBR
PRSP o 5 3E 90 (7 4 A\ WLEZ 20, AN AR N
D1 18~75% ; QFF A M- L2 Wi A F AR YT B
FEAE, I PR TNM 2330 1 ~ a3l s @& R IEZIETT,
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W 15 SO0 1 45798 £ Sk X IR, 9 A H o
DA 18~75% s QFF & T M A 98 AH G2 Wb
e, HABEHT A 22 A0 5 R T 5 B)5¢ 48 U1 Bk b o
kb @B AE R B IR SR S22 . HEBRARIE R «
29 TG A BE T8 AL ™ 5 B0 it 2
AE R 5 BE I Ty R A 5 A7 i & ebggg i
RS

WRER LT3 Pk 49 | Lok 41491 ; 47 % 48 ~ 7357,

-1 (58.63+8.71) % s TNM 433t v T 399 2845 . 1T 18
3545 MM a #2751 5 i 9eg e K A% 1.56~5.53 em, *F-
B1(3.61£1.12) cm , 5 5% I 5 4 A5 A IR
ayAk 42 rhoEs oAk 48451 5 IV L S 184 L ibk LA
R 1340 xF BB 2H v 55 1k 26001 | 4 24451 5 4E IS 45
~72% ,F 3 (5824+8.32) % ; iR i K H £
1.37~5.84 em, V-1 (3.73+1.42) em, ¥ B % b
P2 BB IR 0 AR IS R e K B LR, 25 57
¥gi#E X (PH>0.05).
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1.2.1 G 4 e (0 0 R I O 55 24 b 938 4 28 g 55
IEH 2L ROt R ZH g 41 2819 Cyelin E (p27kipl
FKi-67 IS HRUTFIE TR 5 R 55 75
ZH IiRg 12, WLE 2 DB ki Ly 28 70 KT g
N2 1~2 mm, R UKEIESLIZAYE . 23 BIHIVELH
VYA R 3 wm, 4 RS B 2K
PUEAB & I, & i N 3% SR KB 27 CIHE
20 min, SR ST IE 5 1L =F 10006 TAEW, 27 CIFE
30 min, Fif 1403 58 B I 5 /N BT Cyelin E|
p27kipl Ki-67 FIINZH [ B-actin B 5 BEH A —HT
1:2500( H1 32 [E Sigma A A1 A ) i W &, Wk Eh 2%
PR E A S IR BB/ N BRORE R B4R — 470 1: 500y
FE[E Sigma /A A7) E L EIFE 4 h; BERELZE v
TR AR B 0, G AR AR
1.2.2  J2¥% 5% PCR (reverse transcription—polymerase
chain reaction, RT-PCR ) y2: K I % i mRNA 2 ik 7K
- K AREA L B2 SR EEE I Trizol I
Fl— A AN B RNA (KR 355 & iR A5 3R
A7), 00 e P A 5 390 2 SRR & G 1 cDNA,
WA BArs Y550 (W3 1) . N R R cDNA
5 W+IEZ A 519145 0.5 wl+Taq BAEE0.5 wl, HnN
TCWH S 7K 2 R R VAR 2R R 25wl O Sk
95 °C 5 min, 95 °C 20 s,60 °C 60 s,40 °C 20 s, 3t
45 EHR,95 °C 15 5.60 °C 60 s, T2k, 95 C
15 s 255, 25D HFRB1Y S NS5 1A KB L
HERR

®1 A HRTIHFIIFIRAN

5149 1E[i] S i) K/ bp
Cyclin E 5’=GGTTTCATCCAGGATCGAGCAGG-3’ 5’-ACAAAGATGGTCACGGTCTGCC-3’ 445
p27kipl 5’—ACTACTTCTCCCGCCGCTAC-3’ 5’-GAAATCAAACAGAGGCCGCATG-3’ 332
Ki-67 5’-TACCAGTGGAGGCCGACTTC-3’ 5’-GCACAAAGCGACTGGATGAAC-3’ 103
GAPDH 5’— CGCGAGAAGATGACCCAGAT-3’ 5’-GCACTGTGTTGGCGTACAGG-3’ 225
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PR M, ()10, (+)1F 143, (++)3f
255, (+++) 31 343 5 FHPE 40 M & 4 B 43 3 #E <5%
it 073, 6% ~25% it 141, 26% ~ 50% it 251, 51%
~T5% 31 34) , >75% 11 445 s FI T FL 0 ~ 343 A FH
PR, 4 ~ 1257 R B
1.4 Geiterdiik SR SPSS 20.0 BAb 414834y
Mo THEGOR DA B R IE 2 (x5 ) 3R, FLECR
¢ KB B L R R ANOVA 34T 5 THECFERE LA (%) %
N, LB KR . 1% P<<0.05 b 253 A 4112
2 #R
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PRI R A L3R 2
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PR R IR 3] (% )

215 n  Cyclin E Ki-67 p27kipl
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FHAE 08 %R L 55 2 SURID B2 38 n L p27kip 1 FHAE
IR LR 55 4 SURN 6 BB 2 R AIK (x40 91 =33.91 .
23.77;36.44.3.17;-16.36 .-7.81,P1J<0.05) .
22 AL Cyclin E,p27kipl F1 Ki—67 mRNAs
FIRIKF LB I3 3

R=3 PIHUZ Cyclin E,p27kipl FAIKi-67 mRNAs
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S

H
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Z.

H a2 0.61 £0.15"% 0.32 £ 0.05% 0.64 + 0.18*"
FEIERHZ 025£0.08 0.63+£0.04 0.32+0.19
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A
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#,P<0.05,

2% 3 7] UL, W EE2H i 2H 21 Cyelin E 1 Ki-67
mRNAs & ik 7K - bb 98 25 41 40 % 1R 41 18
p27kipl mRNA FiE7KF- b 55 21 ZURDG R ZH AR
(¢ 43 51=20.40,17.47; 11.26.9.69; - 14.16 .- 14.84, P
¥1<0.05),
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FI A PE RN SR IRFHE R R LR 4
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PR ZRIE SR REFE Y SC R/ (% )

Il PRAFAE n CyclinE Ki-67 p27kipl
P51

PEL s 49 32(65.31) 30(61.22) 15(30.61)

Ergi 41  30(73.17) 28(6829) 12(29.27)
i

<59% 42 28(66.66) 28(66.66) 10(23.81)

=59 % 48 34(70.83) 30(62.50) 17(35.42)
TNM 4344

I 28 11(39.29) 12(42.86) 16(57.14)

I 35 26(74.29) 23(65.71)  8(22.86)

Ia iy 27 25(92.59)  23(85.19)  3(11.11)
JiriEg Je K B AR

<4 cm 40 26(65.00) 24(60.00) 10(25.00)

>4 cm 50  36(72.00) 34(68.00) 17(34.00)
it il

ik 42 36(85.71) 34(80.95)  7(16.66)

sk 48  26(54.16)  24(50.00) 20(41.66)
R
31 27(87.10) 26(83.87)  4(12.90)
59 35(59.32) 32(54.24) 23(39.98)

2% 4 7] UL, WEZ 40 i gd 20 21 Cyclin E  Ki-67
Flp27kipl 2 (1 PHEFRIE 5 A AR08 bR B
200 % (x4 91=0.64 .0.18 . 0.51;0.49 . 0.17 . 0.62;
0.02.1.44 .0.86, P %] >0.05) , {H 55 JifrJg3 TNM 4338
I SRk B2 55 | T8 Ak 8] % DD AR 56 (343l
=19.00. 7.32. 10.40; 10.79., 7.79. 9.37; 15.26 . 6.58.,
6.67,P¥1<0.05).
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