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Abstract

AIM: To explore the expression of Fas and p53 in the large
intestinal adenocarcinoma, malignantly transformed
adenoma, tubulo-villous adenoma, and tubular adenoma,
and to assess their influence on the pathogenesis of large
intestinal carcinoma.

METHODS: Using in-situ hybridization, immunohistochem-
istry and TUNEL techniques, we examined a number of
paraffin-embedded tissues including 37 cases of large
intestinal adenocarcinomas, 26 cases of malignantly trans-
formed adenomas, 30 cases of tubulo-villous adenomas,
and 24 cases of tubular adenomas for Fas mRNA, p53
protein and DNA fregment. 6 cases of non-tumor mucosa
were used as control group.

RESULTS: Fas mRNA positive cell density was: 39.60 + 6.51
in non-tumor mucosa, 50.93 + 21.64 in tubular adenoma,
45,91 + 24.15 in tubulo-villous adenoma, 25.47 + 14.76 in
non-malignantly transformed area of adenoma, 11.92 +
9.47 in malignantly transformed area of adenoma, and 5.88 +
5.10 in adenocarcinoma, which was significantly lower in
the malignant lesions than in adenomas (P <0.001). p53
protein positive cell density was: 8.40 + 2.67 in non-tumor

mucosa, tubular adenoma 13.19 + 8.95, tubulo-villous ad-
enoma 13.50 £ 7.29, non-malignantly transformed area of
adenoma 12.24 + 7.16, malignantly transformed area of
adenoma 73.31 + 28.57, adenocarcinoma 80.99 + 44.54, among
which it was the lowest in the non-tumor mucosa, slightly
increased in adenoma, and significantly increased in ma-
lignant lesions (P <0.001). Apoptotic cell density was: non-
tumor mucosa 15.02 + 11.14, tubular adenoma 46.31 + 18.86,
tubulo-villous adenoma 29.43 + 16.66, non-malignantly
transformed area of adenoma 68.42 + 19.61, malignantly
transformed area of adenoma 22.01 + 12.07, adenocarci-
noma 18.64 + 12.88, which was higher in adenomas,
but lower in malignant lesions (P <0.001). The positively
expressed cell density of p53 protein was reversely re-
lated with that of the apoptotic epithelial cells (»=-0.389,
P <0.001). The positively expressed cell density of Fas
mRNA was related with that of the apoptotic epithelial
cells (r=0.190, P <0.05).

CONCLUSION: The apoptotic cell death is inhibited via
downregulation of Fas expression and upregulation of p53
expression in large intestinal adenocarcinoma, and a so-
called “Fas resistance” mechanism is induced.
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#52R: Fas mRNA BHPEAARERE: JEMRREE39.60 + 6.51,
EARAIME 50.93 £ 21.64, BARGENRNIE 45.91 £ 24.15,
PRIEAEEASIX 25.47 + 14.76, BREASIX 11.92 + 947,
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WP EpRAS IR R PR (P <0.001). K 7R AR &
PRI . EORGERAE . IR AR RAS X . MR A
X APRIE T p53 B H BHPE A 4y 7100 8.40 + 2.67,
13.19 + 895, 13.50 + 7.29, 12.24 = 7.16, 73.31 + 28.57
F180.99 + 44.54; p53 TR ATEIEIERE Lk AK, MR
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JEA T BEIE N, AP AR T A B (P <0.001). EREAT
AP RN 15.02 + 11.14, RIS 46.31 +
18.86, ARG EINNIE 29.43 £ 16.66, BHIEIENEAT X
6842 + 19.61, MEEASX 22.01 = 12.07, #1864 =
12.88; b B I8 T AR B FEAE IRE T A B, AE AR AT
HHAIR(P<0.001). p53 R ABH R AN T 5 E R a2
3 P B b K (r=—0.389, P <0.001), Fas mRNA [k
RIS ES bR AT MR E 2 IEAHR(r=0.190,
P <0.05).
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¥1<0.001), BRRHEEAR X 5 A 53R MR (P =0.04),

BRI, JAERGBIRERIE (P34<0.001)Fas mRNA FH
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2.2 p53 & G AP & ik 4 L B 5 Fas mRINA & ik 89 %
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R G PO Vs A Moy~ B R Y 1< L Ll w2 ] Do ]
B, BRR AR AR Xk e, Y m e 2, DRSS,
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B AR R H pS3 B PR RGN TS R4
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#1 KpEEEBMEATREEE Fas mRNA, p53 & GFRMFAFI R 4082 (meantSD/0.1 024 mm?)

Fas mRNA A p53 EH A T4
Vai|
n B n B n BE

A e 2 5 39.60 £ 6.51™ 6 8.40 + 2.67" 6 15.02 £ 11.14
BRI 2 50.93 + 21.64% 23 13.19 + 8.95" 24 4631 + 18.86"
R ERIE 29 45.91 + 24.15" 30 13.50 + 7.29" 30 29.43 + 16.66'
JRE AR B X 2% 2547 + 14.76™ 23 12.24 + 7.16" 23 68.42 + 19.61"
JRE B AR X 2% 11.92 + 9.47° 23 7331 £ 28.57 23 22.01 = 12.07
H g 35 5.88 + 5.10 37 80.99 + 44.54 37 18.64 + 12.88

2P <0.01 vs IR, P <0.001 vs JREEATIX, TP <0.001 vs B9, "P <0.001 vs IEEATX , 1P<0.01 vs J§%E, 'P <0.001 vs BRI EAR X .

[ ¥
A -
C

1 KB LETERED Fas mRNA, pb3 EARA MMM AT A S 6455 AEREED Fas mRNA RIAMBEHREEE TH x 100; B
th Fas MRNA RIAMEZEREIK x 100, C: REP b3 FEORAMAMARZEEEES x 100; D: EREBETATMREEES TUNEL x 200.

5 bR AT A B LU, p53 R KRR
KT _F BTN AR K. 3R] S AR (r =-0.389,
P<0.001). Fas mRNA 7EAR B RR AR B h Sk F2k
R TR B W AR A1, Fas mRNAFRPA:AH L% FE7E R
PRI TP I, 1T B R T A R e v (1
1D), FERRIR IR AR X Fas mRNA PHPEFRAANIESEE S |-
BEUA T A S B A B, (HAEE MR AL, B Fas
mRNA FHPEFIR AR 25 P, b R TR
INE W R, —FHEIEAK(r=0.190, P<0.05).
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WIRE AN B HEDT Fas A RGP T2 Fas )T 0 B ATHE 5%
PP, [ AN A Fas M FasL 2 &4 HAY
WHE CEART, ARSI 530K FasL Fl Fas W& &
HEBEANMIVE “HABFER . Fas I SR T 10405 7T B vh &2
AN S S E A2 mA S5, SRR
RS FE R i 278 T B MR Fas 2638 M BT 5 S G &

e, JRATHE Y Fas #5601 AR c—mye 8780 |
WRBIE R Fas HEPT, MRS IRdiE So i T, A F]
FHE.

FA TR T RIGAFPRAE H FasgRik. FE XA Rl
ARt Fas mRNA BB RE LA EHE TR,
DS i B R, 3R Fas KT A7 75 TR 1508
PeiRAsdr, H BRI Fas FH B S PIY,
{H YT Fas AT 7EAE BAEGUERAS , AT DATACK BRI
IS EAE —FR 0 N IC e Fas, A R LMEEIET 55
FATEMER T p53 FEAE R bR R 2R
IR e G e AU AR A R 1 pS3 ¥ A R AE 7Y
pS3, Z5EHEPAAY p53 BB R L Fas ik, ESFHRT
FIMES", FA TR T pS3 E FATE Fas SR AU
. p53 RASREWE Fas SET- 55101558, I LT
1o, A Fas #K3T. ARAUEHERAEH p5S3 BEAKB D FH
O, SHAXT B2 Fas mRNA 52 R F T
B EIb, FEARRTE B, BRI T Fas B0 FIA,
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