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[ E] 88 59 K-Ras M1 PS3 HARES FEHAVEEEMARG 3 FERBE R RNKR. 7o B TIE— AR
<R 2008 4E 6 H 2 2010 4E 6 HUGERIAT T E DU SRA R 56 6175 IR B, 20 U T 5 VR AU IE % T 5 IUZ
LA, R SR A 1 5 X S - PR B A 52 22 25 M 43 7 ( polymerase chain reaction-single strand conformation polymorphism analysis,
PCR-SSCP )M 7 )5 & 47T K-Ras 1 P53 ILHZAE R AT, I-XF K-Ras Al P53 AR T ENIRMBEARG 3 FERE L
RUATHARS, 4 R TE VR K-Ras ZER A LANE T 1 12 M3, P53 BENREUSE T 7 f8 hE., SIEWTEN
AL, T 5 NI L K-Ras A1 P53 R PLZEAR F P J oW 275 SR 5 B 1 ( 73. 21% vs 7. 14% ,83.93% wvs 10.71% ,
32.14% vs 1.79% ;3] P <0.05 ). K-Ras.P53 AT H U B HE ARG 3 FRBE K E530 R 14.28% ( 6/42 )F1 8.51%
(4/47) , WERABFERIG 3 FRBE L RN 66.67%(12/18 ); WRA B H ARG 3 45 RBE KEH B & THRAERHF(P <
0.05). #& ¥ :K-Ras Fl PS3 L[N 578 0] RER T B WU 4 2B AR A2 42 14 3 B2 SR =22 — | ml 1 g s A2 Wi 3 0 DT 4 4
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Relationship of K-Ras and P53 gene mutations with development and postopera-
tive recurrence of hysteromyoma

Liu Rong, Qin Yue ( Department of Gynecology, First People’s Hospital of Xining, Xining 810000, Qinghai, China )

[ Abstract ] Objective:To explore the relationship of K-Ras and P53 gene mutation with development and postoperative
recurrence of hysteromyoma. Methods: Fifty-six patients with hysteromyoma undergoing myomectomy were selected from
First People Hospital of Xining during June 2008 to June 2010. The hysteromyoma tissues and normal uterus tissues were
obtained from patients. K-Ras and P53 gene mutations were analyzed by polymerase chain reaction-single strand conforma-
tion polymorphism analysis ( PCR-SSCP ) and gene sequencing. The postoperative recurrence rate after uterine fibroid sur-
gery in patients with K-Ras and P53 gene mutation was analyzed. Results: K-Ras gene mutation was focused on exon 1
and 2. P53 gene mutation was focused on exon 7 and 8. The mutation rate of K-Ras and P53 and the double mutation rate
in the hysteromyoma tissues were significantly increased when compared with those in the normal uterus tissues ( 73.21%
vs 7.14% , 83.93% vs 10.71% , 32.14% vs 1.79% , P <0.05 ). Postoperative 3-year cumulative recurrence rates were
14.28% (6/42 ) and 8.51% ( 4/47 ) in the hysteromyoma patients with K-Ras or P53 mutation. Postoperative 3-year cu-
mulative recurrence rate in the patients with double mutation was 66.67% ( 12/18 ), which was significantly higher than
that in patients with single mutation ( P <0.05 ). Conclusion: K-Ras and P53 gene mutations may be one of the main
reasons leading to the occurrence and postoperative recurrence of hysteromyoma, which can be indicators for clinical diag-
nosis and prognosis.
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TENUE 2 L AT R G W I 2 B 2
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FLOERERRE 20 FARSE T8 WUR & H 0 FARa77
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20% ~62% . K-Ras 1 P53 JE[FI 5875 3 38 A77E T1/F
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strand conformation polymorphism analysis, PCR-SS-
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1.1 e RFH

VEHK 2008 4F 6 J ] 2010 4F 6 HPETHH— A
B = B A BHISCA 1 7 B WUB AT FARIGYT 3 56 1l
Jr A A AR 2 2= 1012, T R A
EEES, BEER23 ~43 &, FHER(34.2 +
8.6 )% Hirp J &t A3 25 i, FIEF A 15

5], Tel RAEIR B ERAS A I & S 16 1) 47 18 s
WU S BRARE 27 191, 2206 WUE Sl B AR & 29 1], 56
BB EARSGHV 1 ~3 4, PR 2.4 £1.0 )4,
Horpr22 BIARSE I 3 FERBRE KK, i FEL
JRLALIE R 5 W2 H LI TEAR PR, IR AF
T —80°C H T DNA #H.
1.2 PCR-SSCP % #7-F & MLyE L2 ¥ P53 5 K-Ras
AR RE

WEHE T ENIEALMIER FENZEA8
0.1 g, 8 T 1.5 ml B.LEP, A 200 pl 5% /Y
Chelex-100 F15 pl 5 mg/ml BYEE I K,55 C K
WAL 12 h, BUBHED 100 CHEE 8 min J5HED , B0
B . SR PCRIEY 1S K-Ras L, & LW 519
L1, LUFEHUY DNA AR Y 3 K-Ras SM R+ 1.
2.3, PCR JWAZ :5 x PrimeSTAR® Buffer! Mg>* )
10 pl,dNTP( 2.5 mmol/L )4 pl, B¥F5I¥) 1 pl, Tl
1911 ul,PrimeSTAR® Max DNA A 0.5 pl, K
B 2R AR AR TN 2 50 wlo PCR 451498 °C .10 s,
55 °C .5 5,72 °C .1 min,30 NEFR; ZEfH 5 min, P53
FEHY 15 K-Ras #HI7]. PCR 7217 2% 19
TONE W B S L VK, SR AR e % PCR =W i A7 53
B, XA 5 AREA A T 43T o

*1 P53 1 K-Ras EE3|¥FE 3

Tab. 1 Primer sequences of P53 and K-Ras genes

P53 Primer

Primer

K-Ras

Exon 5-6  Forward 5’ -GCAGTTCCTCTTCCTGCAGTA-3'
Reverse 5’ -GCAGTTCCTCTTCCTGCAGTA-3’
Exon 7-8  Forward 5’ -TGTTGTCTCCTAGGTGGCTCT-3’
Reverse 5’ -GTCCTGCTTGCTTACCTCGCT-3'
Exon 8  Forward 5’ -CCTATCCTGAGTAGTGGT-3’

Reverse 5’ -GTCCTGCTTGCTTACCTC-3’

Exon1  Forward 5’ -GTACTGGTGGAGTATTTGATA-3’

Reverse 5" -AAGAATGGTCCTGCACCAGTA-3’

Exon2  Forward 5’ -AGGTGCACTGTAATAATCCAG-3’
Reverse 5" -GCACTATAATTACTCCTTAATG-3’
Exon3  Forward 5’ -GACTGAATATAAACTTGTGG-3’

Reverse 5" -CTCTATTGTTGGATCATATT-3’

1.3 %itzan

THEHHR x £ 5 2ox, R ] SPSS13. 0 Siit 4k
PR AR OB RCR T ¢ K50, 4H )50 Bl e
BERH Y K, DL P <0.05 3% P <0.01 FR2E54
St L,
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I T SE A . SR YT Y T, 4
HR(F2)WBI/R, K-Ras IAME.F 1 Fl 2 RAE
P53 VISNET 7 T8 278 ¥,
2.2 FENBALFIET T ENELL K-Ras Fo
P53 R H iR

PCR-SSCP FIN 743 Hr 5 R B 2 )R, IEH +
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7.14%( 4/56 ) Fl 10. 71% ( 6/56 ), H:th K-Ras F
P53 REPIRAEZR J 1.79% ( 1/56 ), T2 WG 4H
24U K-Ras F1 P53 K 58 48 38 43 5l S 73. 21%
(42/56 )F1183.93%( 47/56 ), Hith K-Ras F1 P53 J
PR 3R h 32, 14% ( 18/56 ). S iFE % T & ILE
AL, T HWUIEA LU K-Ras FI P53 JER 5874
ZH BN P <0.01 ),

12 3 45 6 7 8

A - ——— - ——
—————— —— K-ras

N :--2-!‘3- pS3
B 1 PCR-SSCP k@il FEAEARF
K-Ras 71 P53 EE R
Fig.1 K-Ras and P53 gene mutation detected
by PCR-SSCP assay in hysteromyoma tissues
A1-A3 and A7 were mutation sample; A4, A6 and A8
were not mutation sample; B1, B4, B6 and B7 were

mutation sample; B2, B3, BS and B8 were not mutation sample

Fz2 FTENEALH K-Ras 0
P53 BEREME ol % )]
Tab.2 K-Ras and P53 gene mutation loci

in hysteromyoma tissues [ n( % ) ]

K-Ras Positive rate P53 Positive rate
Exon 1 21( 50.00 ) Exon 5-6 9(19.15)
Exon 2 16( 38.10) Exon 7-8 33(70.21)
Exon 3 6(14.29) Exon 9 5(10.64)
[J Normal uteus tissue
100 Il Hysteromyoma tiss::
3k
S
Q
s 60
E "
5 40
5
pS 20
0
K-Ras P53 K-Ras/P53

E2 FEABA/AMEEFEARAH
K-Ras 1 P53 EERREE
Fig.2 K-Ras and P53 gene mutation rates in normal
uterus tissues and hysteromyoma tissues

“* P <0.01 vs normal uterus tissues

2.3 K-Ras #» P53 AR R X 5FEIREEHLEKE 3
FRABMILFNHKZ

K-Ras FEH B3R B WU BB AR5 3 4 2
TUERZN 14.28%( 6/42 ), P53 FL KBS 7% 1y 1
ENUEREARG 3 FREMERER 8.51%(4/47 ),
K-Ras/ P53 JER W ZEAR I FH U BB ARG 3 4 8
B RH N 66.67% (12/18 ). K-Ras Fl P53 A
HRHTFE IR B ERG 3 FRBE R FERT
it X(y* =0.591,P =0.442 ). K-Ras/P53 %
RIRUGE 528 (1) F B WU B RS 3 4F BFRE R
5T K-Ras Fll P53 JERBRRAR B AR5 3 4F R0
BEFR( =7.865,P =0.005; y* =12.322,P =
0.000 ).
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