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% 100%(30/30)  TEBm AL B (BB BB MIF R B HA A BHR KRB EEBHRNWERS N
77.97%(92/118),25. 3724 (17/67) ,18. 95 % (18/95) ; P53 Wy 23 W AE K » 76 IE 44 4 . T 20 AL I 088 4 480 AR 40 o I 78
HE WEERBHLS M RESFNN 6. 67%(2/30).67.80% (80/118) ,86.57% (58/67) ,94. 63% (90/95) ; P53 F [H
PCR-SSCP 4+ #ri¥ & 1) P53 55 5~8 #Mi8 F B 56 41 & 30. 27% , PR 129 ) 5 69. 73% , B ZRAP K 69. 73%(127/
180) ;P53 55 TSG101 2Pkl 26, X B4t 4878 P53 1 TSG101 WHEHFE B 5 THEM &£ . K BAMER.
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BIHZHERS S, ERARREETHKZN DNA R85 3E ST R BER BENNERK
Hi=YHRE, BT MR PR R 15, 6 40 M O PR A 4T S 4 T8 Ui . I I R R — R TR
B AR, Horh Po3 2R AR R R A R R 2 —. {H P53 ZE A TSGL01 72 it 5 & 22 & & +h ) 48
HAER W, AR ASCRARRALEMS T EYFHARN T MFERE P53 1 TSG101 HH &
3B /> 4H i 8 (nonsmall-cell lung cancer NSCLS) %A= K & o i 215 % 7 , o 161 24y i 988 4 s PR 2 W7 1 P74
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g 2005 4EF 2014 EHT S B — 5B = MHE B B AN K255 — B B 4 A0 3 AR AR S vk o 5 6 4 AR A
3£ 185 i, H A AL+ 102 151 fili @ 988 20 £ bR A% , 80 01 il B 9 A R bR AR, 30 I B 18 Pk R A SR bR AR . PR B bR A 15
R R EFARURI LR EH L R H.
1.2 FERAFAANBIEE

BPLA TSG101 B IgREHI I (c-2,5c-7964) ) H 3£ H Santa Cruz 2 %) ; BRI A P53 BT EHLIE(DO-7)
HREMNEHEYERFRERAF;SABC “HEANAWARN B LML Y THARAA. #E Leica A H
A 77 RMZBS #4] /L ; H 4« NIKON-200 i FBA R 4.
1.3 A%
1.3.1 i HE 335 BE4T7 il i 28 B K 43 391 /) Xof B2 I
1.3.2 SREALF

A B R RS K, IR IR B 20 min, 3% H, O, 10 min DAFE KT R TR S ALY RS, 178 3 20 min,

Wi EH3.2014-10-20
E€WMB . WEAHMETHERIE H (122102210065 ; 37 £ T R 8 32 B3t R (09S084).
EEBMAGESES). B FAB2), B, MEHEAN S EERBM MRS, TENBHAENER, E-mail: gzk@

xxmu. edu, cn.



% 3% H OBEFRERAPSANAHALE 10l AEEAR TN AZAE L 139

SR 1 ¢ 100 BHRBLA TSG101 MBH A P53 Hifk,4 CRASKREREREZR. MRELE MR
(Phosphate Buffered Saline , PBS) 135t J5 53 51 % i AH BL A4 ) B AL B8 M BUR & S/ W AR ic W S B ik —
H F B % (Diaminobenzidine, DAB) B 8, 5 min, B3R /KX IE R N, A ARRELR K EHEE . XTHE4A
A PBS RE—H LIEH.

RIEHAGE R FRE P53 Rk 7 W) € AL T 40 MR 40 M % ) B4 28 6 J0RL O P 45 58 5 TSG101 Kk 7™
Yy 8 A TR BTN (B0 BB, B 40 R A B B A (B M A% BR AR B L. 9K U0 i 7E B4R 400 15 T,
ERE 10 MREF, B EF T4 100 N AAME 4% F SRR T .55 . P VB A2 R 0~3 4 HPH MR 4 R g <5 %6
BP0 43),6 % ~25 6 T PFHME (1 43),26 %6 ~50 % g R S5 5R BE P (2 43D, >51 % R Bk (3 40, B &
MBS 4 R:0~2 73 R(—),2~3 4K (+).3~4 FHRH(++),= 54K (+++).

1.3.3 DNA#$%& ‘

KAB-S R IR 10 pm B ABAEMALN 5~10 5,050 A 1. 5 mL B.08 5, Bl & BiK)E
fmA 400 L Lysis buffer,8ul 20 mg/mL & A & K,37 CHJEIHIL,12 000 r/min B.0010 min. | EIEFFH —
B S, NS EHEBEEN A DIES,12 000 r/min B 10 min, | FEF 5 —B.LOE R EHEMA&H
SR ILEE (24 ¢ DIRAT 12 000 r/min B0 10 min, & R F5H —E.L08 9, A 1/5 3 mol B (pH
5. 2)M 2 A RM T K, IBAJE —20 Cid&. 12 000 r/min B4 5 min, 3 11§, MIA 300 uL 70% Z. B,
12 000 r/min B> 5 min 3 E¥&, IR T4 15 min J§, A 100 L TE %% DNA, 512483560 U OD
{8, AT /P42 DNA #0 4l B fk .

1.3.4 PCR-SSCP &l PCR Y3 P53 B 5~8SMBFM A 4 5[ (HIEHERNRERERSTEYD
ZERB . HFFWT -
Exon 5:5' TACTCCCCTGCCCTCAACAAGA3’
5'CGCTATCTGAGCAGCGCTCATS'
Exon 6:5 GATTGCTCTTAGGTCTGGCCCCT3'
5'CAGACCTCAGGCGGCTCATAGGS'
Exon 7:5' CTGGGTTGGCTCTGACTGTACCA3'
5" TGACCTGGAGTCTTCCAGTGTG3'
Exon 8:5' GTAGTGGTAATCTACTGGGACGGA3'
5'CTCGCTTAGTGCTCCCTGGGGGC3'

PCR " # )z i 444 :95 'C 2 min, 95 'C,40 s,55 'C,40 5,72 'C,30 s,30 NMEH,72 ‘CHESH 5 min.
1.3.5 PCR-SSCP 43#7

B 5 pL PCR #3741 , A 5 pL SSCP A ,100 C/K¥# 10 min, 37 B b #E F 2 88 kA 9 SSCP
Bl e, 50 ViEJE .15 CHEE, k% 0. 5TBE £ 800 mL, #1 ¥k (¥ BB A7 7 5 1E 5 mO 4R Hu 8 B 4k 4 1
£ BB A S, AR R AR R AR
1.4 HiItESW

BOUE b 2 R SPSS17. 0 ST 8, 42 KA S H IR B, P53 5 TSGI01 R KX AR
Spearman 2% %4317, P<<0.05 B4 i% 5 X.

2 £R

2.1 REAUREER
2.1.1 P53 BAHAMWEEER

185 Bt 4143 7 P53 A ++ LA ERIKZER 45, 41% (84/185), P53 BEAE B AMAL KB L%
H KA E L iR A+ DL ERKR S IR 3. 3356 (B 1) .84, 2104 .80. 60%.25. 42 .45,
415 (B 2). i e M AL 5, P53 BAMK AR ZFABEN (P<0.05);HEEEBASIE
WA MHA LR, P53 BEHHEREERABENE (P<<0.05), 5 1.
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£1 FEAKERMBBEARD P53 HRLLLR
—(n) + ++m +++) Hit/n BEEE/S

i 388 4 36 65 48 36 185 80, 54¥%
warik 26 62 24 6 118 77, 97
e 4k 10 3 24 30 67 85. 07
WELEER 5 10 55 25 95 94, T4+
pogiiE] 28 1 1 0 30 6. 67

I VS X84 # = P<{0. 05.

2.1.2 TSG101 BEMEXER

ot 4 4 2 FA 45 B BT TSGLO1 7 46 678 38 k8 % 100% (30/30) (A 1B), TSG101 & (1 +
A 353k % 18. 38% (34/185), 75 5 40k F 888 A1 % AL I BB 7+ + DA B 35K KR 25, 42%(30/118) (|
1D) , ZER AL A B FUBF AR T+ + DA £ Rk RN 5. 97X (4/67) , B BB P RILFE R 18. 95%
(18/95) .+ + LA B FRIAEMN N 5.26%(5/95). LA L, TSG101 fEIE A AL P REHE , MEELHH
B AR K 35, W HL AR B R 3 S BRAR L I R B e B 3R R K B, ST BR A AH EL, TSG101 B
ik 5 H AR R E M E &% B A X (P<0.05) 1Lk 2.

%2 TSG101 EMMEN RA PR RILFR
+(n) +(n) ++) +++ Fit/n HEEE/K

i A 76 75 28 6 185 58, 92*
ot 26 62 24 6 118 77. 97
434k 50 13 4 0 67 25. 37
MBS 77 13 5 0 95 18. 95*
Xof B 0 0 12 18 30 100

T VS XFER4 * * P<C0. 05.

2.2 mip53 PCR-SSCP & R ‘

P53 £ [H PCR-SSCP 43471 B /= i il 20 4 v 2 o PHE 3R 3A. ARt BUIE 50 g - 185 5] Jifi i (104 5] 5%
R M . 81 BIRR R B P53 55 5~8 ShEF, B 56 41 (30. 27%0) , FHE 129 Bi],5~8 b BT, /AR
APk 37.21% (48/129)523. 26% (30/129) 524, 81% (32/129); 14, 73% (19/129), &5 &K 69, 73%
(129/185), W& 2.
2.3 HExMSH

WRHE AR P53 B E R E T SR i 40 47 24 p53 FHAE AL (P53 +41) F1 P53 B4 41 (PS3-4) , LM
# i TSGL01 Mk & (3 3). T LIE H, P53 #1 TSG101 #£3% F X fH4E# K 58 ], P53 FiX MM TGS101
RIKFAMEE 72 4] ;P53 A1 TSG101 RIAF AR A 4 #1,P53 RIKF MM TGS101 FKiLMHHEE 51 #. Per-
son’s 1% &4 ¥ P<C0. 05.

%3 P53 5 TSG101 o4 itk

TSG101

P53 T — &it
+ 58 72 130
— 51 4 55

it 109 76 185

Person’s r=0, 616,x2=41. 362, P=0. 000.
» Ay
3 itig

P53 HHE B MEANREZHMBERZ —, 0 B R R RE BB, NEFEY P53 EHRAR
SE > A FEHI OB . RATIM B R B AL WK, 3208 PR3 5 T fE 4 U4 i S ARy R AR Al
P53, BTLA P53 it K iA@ W R/ F P53 BERET . RAER P53 MEKEMEEA, A2 RARELEHR
o4 M S P B AL IR R L R o A & AT Y B R, P53 SRR AE 5006 DL b B IR h A TR R AT R L
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WA, TSG101 7T REAE — A4~ 5 MR A 0 181 4 R 7 < 2 vl b P 8 400 60 BB 77 P M R A 12 R T i 2 3
WM RESHERERANIEM. BIRERY TSCLOl 2 E5RZARAN HAKKEH ARIH XAV A
= AR5 5 15 A0 MU S S T 3, ZE AR M — R iE 3 TSGL01 45 P53 4 Al SR AF 76 8 Ko M@ By M1 1Y
Bm, 0 TSG101 Wy P53 {5 501 @3 1 4k P53 BESUEFIE R TR, M 4R Mdm2/77 18 K, X i
AN AR EREEAD. $8 TSG101 # P53 48 E.1E A ol fE X i 49 & £ FIEHE R A — 58 9 N TEBR
R AT ST RN REMRE.
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Expressions of Mutant P53 and Tumor Susceptibility Gene 101 in Lung Cancer

GUO Kang®,FAN Wenyan®
(a. Tumor Department of Third Affiliated Hospital; b. Morphologival Laboratory, Xinxiang Medical University, Xinxiang 453003, China)

Abstract: To investigate the effect of P53 gene mutation affecting on TSG101 gene in lung cancer tissues. Resuls;
TSG101 expression was strongly positive in normal tissue, expression rate of 100% (30/30); In high differentiated lung cancer
(including lung squamous cell carcinoma and adenocarcinoma of the lung tissue), low differentiated lung cancer tissue, lymph
node expression of metastasis tissues were 77. 97% (92/118), 25.37% (17/67), 18.95% (18/95). On the contrary, the ex-
pression of P53 is different. Expression in normal tissue, differentiated lung cancer tissue, low differentiated lung cancer tis-
sue, metastatic lymph node tissues were 6. 67% (2/30),67.80% (80/118), 86.57% (58/67), 94.63% (90/95). P53 gene
PCR-SSCP analysis spectya revealed that P53 exons 5 — 8 were negative in 56 cases (30.27%) and positive in 129 cases
(69.73%). The total mutation rate was 69. 73% (127/180). P53 is negatively correlated with TSG101. These results suggest

that P53 and TSG101 could be participated in the occurrence, development and metastasis of lung cancer

Keywords: TSG101;P53; immunohistochemistry; PCR-SSCP; lung cancer



