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[ ABSTRACT] BACKGROUND & AM: To study the relationship between serum P53 antibody, gene mutation, protein
expression and their roles in the early diagnosis and clinical significance in colorectal tumors. MATERIAL AND METHODS:
P53 antibody of preoperative serum from 34 patients with colorectal cancer and 10 healthy persons was measured by
enzyme-linked immunosorbent assay (ELISA) . At the same time, by using polymerase chain reaction-single strand
conformation polymorphism (PCR-SSCP) and immunohistochemistry (IHC) (S-P methods), the mutations in exon 5— 8 of
the P53 gene and protein expression were examined. RESULTS: P53 antibody was positive in 6 of 34 (17.6%) patients
with colorectal cancers, but was not found in serum of normal controls. The mutation of exon 5 - 8 and protein
expression of P53 gene were found in 18 of 34(52.9%) and 19 of 34(55.9%) cases, respectively. No mutation and
protein expression were positive in normal mucosa. Of 16 patients who were positive for P53 gene mutation in their
tumor tissue, 7(43.8% ) had evidence of alterations in the P53 gene within the stool. No relationship was found
between P53 antibody, protein expression, P53 gene mutation and cliniopathological factors. CONCLUSION: Our data
indicate that mutation of P53 gene was one of the main factors which caused its protein expression,hence inducing serum
P53 antibody formation. P53 gene mutation could be detected within the stools. Detection of P53 serum antibody and

gene mutation in stool may provide new ways for the early diagnosis and survey of population at high risk of colorectal

cancers.
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P S S-P G AL AT B30 1 AR PN B AE AR TT K
A PCR-SSCP A& A AL 3 il AR H AR AT PR 2
H], P53 Pifk (P53-Ab) RFEKYE T Oncogene Research
Products(cat QIA53, Cambridge, MA) , FH 92 [ Anderson ¥
JERF S ORI T A58 o ELISA % s 4l A3 4
TR SRR UL BT, BRIV R I . 4
2L FEME T DNA I3RS ROk 72t 47 (23, PS3
SR B S EOCHER T P53 SRR 81K N4 0 - 94
°C 5min; 94 °C 45s, 56 °C 45, 72 °C 45 s (35
cycles)»72 °C 5 minod Y FEMIE 29 3 e eI L VK (80
V, 20 min) 30— 3G W4 # m] HAE Sscp 3 A, 5 )
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2.1 KEREBEBARD PS3BEARERER
KA 10 PIIEH KIAFEA W P53 £k, 34 8K
AL PS3 EERIEHMERN 559% (KB 1).
P53 3 A Exon5-8 AL HN 52.9% , o1 Exon 5, Exon
7% 419, Exon 6 3%, Exon 8 7% (Kl 2), L5
Mo HIEEFEAHL, WEERASRIFERL (Y=
7.69, P<0.01). P53 & HKIELERRR L MmA
LU 4k, Duke’s 7031, Wk T 45 56 75 DL R SL e i AR U 22
KR LK (P >0.05) (£ 1), WK 2 7] W, PCRSSCP 5
T AT G N 67.6%, WiikER LG ¥E X
(x*=0.00, P =1.00) - £ Speraman fHX 7 #T P53 &
kX 5 KW K A R E M X XA
(r,=0.349, P=0.043)-
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2.3 KEEBHEIMLE P53-Ab SEFARTREH
RIEWRER W P53-Ab A B RIEHEHT, 34 Bk
JsE e 6 ) P53-Ab BAYE (I 3), P Duke” s A
Duke’s B %% 2 %1, Duke’s C A Duke’s D 4% 1 %, &4
BT 60 £ (P34 49 %) o 10 1) 1F 56 A I 34 4
Bt P53-Ab SR ELFR 2 LK (P> 0.05). MWK
3RO, ZECN DM R 2 K5 PS3-Ab {1 PCR-SSCP X
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Table 1 Relationships between P53 alterations and clinicopathological factors
Factors n HC( +) SSCP( + ) P53-Ab( +)
Cases( x 107%) P Cases( x 107%) P Cases( x 1072) 2
Sex Male 22 12 (54.5) 11 (50.0) 3 (13.6)
1.00 0.729 0.641
Female 12 7 (58.3) 7 (58.3) 3 (25.0)
A 60 24 7 15 (62.5 6 (25.0
gelyear) < G 0.068 (62.5) 0.134 E)0) 0.148
=60 10 3 (30.0) 3 (30.0) 0 (0.00)
Tumor size < 5cm 23 6 (69.6) 14 (60.9) 6 (26.1)
1.00 0.274
> 5cm 11 8 (72.7) 4 (36.4) 0 (0.00) (Ho)
Degree of differentiation Well 19 10 (52.6) . 2 (63.2) 4 (21.1) y
(He) (He) 0.408
Moderate 9 7 (77.8) 4 (44.4) 1 (11.1)
2.98 1.92
Poor 6 2 (33.3) 2 (33.3) 1 (16.7)
Lymph node metastasis Posili\.fe 13 8 (61.5) 0.728 6 (46.2) 0.725 2 (15.4) 1.00
Negative 21 11 (52.4) 12 (57.1) 4 (19.0)
Duke’s stage
A 10 6 (60.0 6 (60.0 2 (20.0
(IH0) (He) (5.0 (He) (20.0) (He)
B 11 5 (45.5) 6 (54.5) 2 (18.2)
1.79 0.56 0.199
C 5 4 (80.0) 2 (40.0) 1 (20.0)
D 8 4 (50.0) 4 (50.0) 1 (12.5)

* He: wilcoxon test
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Figure 1 Colorectal
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Table 2 Relationship between p53 gene mutation and protein expression

THC Consistence
SSCP n =
+ - rate ( x 1072)
+ 18 13 5 72.2
- 16 6 10 62.5
Total 34 19 15 67.6

KM RTERRAS K i 248 PS3 8 (14 0% P, TE 5 B AR PR i

adenocarcinoma.P53 protein was positive in

carcinomatous cells(upper right corner) and negative in normal glands

(lower left c

orner) . (SP method, x 200)
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Figure 3 Detection of P53 antibodies in serum with colorectal cancer,
ELISA. C: 0~ 5: positive control; N: negative control; S: serum of

patients
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Table 3 Relationship between serum P53 antibodies and P53 gene
mutation& protein expression
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Figure 2 Exon 8 mutation of P53 gene,

reactionssingle strand conformation polymorphism (PCR-SSCP), sample 8
was P53 gene mutation

HC 18] (1 2 3¢ 9 47 47t

X’ =9.60

P53-Ab 5 FERISAL K i (1 RIE B T A (r,

P=0.106: r,=0.256, P=0.144),

FREX

P <0.035).
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SSCP Consistence THC Consistence
P53-Ab Y 2
+ - rate( x 10 °?) + - rate(x107?%)

PCR-polymerase chain + 6 5 1 83.3 5 1 83.3

- 28 13 15 53.6 14 14 50.0

Total 34 18 16 58.8 19 15 55.9

=8.64, P<0.05;
2 Speraman AH K 4> #, 1ML 3 it it
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Ui B PS3 AR E Tk 3G 0 T 4 R R R
P53-Ab HTHE 45 . Hammel 55 - HR3E K% P53-Ab
FIYEZN 29.49% (14/34) , W2 i T- AW FE . ol Bk 5
2T P53 FUR N ML S 8> H AT AN SE 1, 5l 5
YOI 4G 0 THNUARTE B Fefd, A I g 8 AL
BTN, 55 A0 I RTbRAE SR AR 3% £t 1] 7 3L P53-Ab
FL AR o M7 P53-Ab BH PR BURAR, {H 6 51 BH P
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P53-Ab A5l AT H T K g 10 L B2 I
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W bz 240 e, S e R 280 1 5 9 4 g8k Kl v
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A HEE % (14 98 200 i ) 5 e 80, p T SRR A T I AT
FE, T A 27 o A M DA R I AR 4 B R A7 A2, 1o R
G F A 2B AR W S (5 A v 3tV s 440 i ) A O ik
DRIGEAR , AN SZ A0 v JLA A B IR e ), ] oy K s 1)
7 6 R0 LS 2 Wi B A — R U A A . X 18 44l
T LA AFAE P53 R 584 (1) (B 3 EAT 308 0 A, B
o2 fFIFEA DNA $EEBURIMG HoAy 16 Bl P53 BRI R4
FHYER K 43.8% o BRI B8 /> AR 130 B 58 AR (1) 0
PRI R AN A 0 v 40 B RS ke P53 3 BRI S AR 4G
X K e A2 W v e RO AR 3 A B A R B R
B M P53 JE D SRR R B e 5 B R
JRPRA G OISR B A%, AT Z , i DNA $2HL
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