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Mucosa Biopsies Adenoma Clinicopathologic and Immunohistochemical Phenotype Analysis
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Abstract: Objective To study the gastric mucosal biopsy clinical and pathological features of adenoma,
phenotype, biological behavior. Methods Fifty-two patients with pathological diagnosis of gastric biopsy
specimens of adenomas were studied by light microscopy, immunohistochemical staining and follow-up
methods. Results Gastric adenoma histopathological characteristics: the nuclear inter-change, reflected
increases in size and shape of nuclear irregularity, and the emergence of one or more of the nucleolus, nu-
clear fission <C 2/10HPF. Glands structural change: a tubular adenoma over more consistent, occasional
glands of irregular size and contour, may be associated with intestinal metaplasia. When the core volume
increased significantly, mitotic>2/10HPF, glands appeared irregular distortions, branching-like struc-
ture, suggesting that adenomas and development. Immunophenotype: Different molecular weight keratin
and tumor-associated carbohydrate antigens have a higher expression. CDX-2, APC, PTEN, and high
expression of CEA is closely related to the formation of adenomas. Mucin Muc-2 high expression of mu-
cin Muc-1 was negatively correlated with low expression, two kinds of combination can help determine
the progress of gastric adenoma. survivin, bcl-2 and p53 protein positive expression rate is low, the three
pairs of gastric adenomas with malignant transformation of the discriminant of great significance. Ki-67
positive cells 20%~40%, and can be used as degree of cell proliferation, the evaluation a useful indicator
of prognosis. 37~45 months follow-up found that cured 42. 3% (22/52), there are still adenomatous
hyperplasia 38.5% (20/52), with the development of the opposite sex hyperplasia showed 15. 4% (8/
52), development of mucosal carcinoma in situ were 3. 8% (2/52). Conclusion The emergence of a nu-
clear volume of gastric adenoma increased significantly, mitotic=>2/10HPF, irregular gland distortion
and branch-like structure; APC, CDX-2, PTEN, Muc-2 were expression decreased, survivin, bcl-2 and
P53 positive expression rates appeared increased, Ki-67 index was increased about 40%;, suggesting that
there are cancerous tendencies and endoscopic mucosal resection should be required.

Key words: Gastric biopsy; Adenoma; Pathology; Immunohistochemistry

W E:BHN RAFEBRELARTRBOGABEZHE LEEAR AMFITH, AiE BERAL
F RSN F Ao R TG 0 F ik AT 52 4 B R BLE RIS W IRE M AR A AT L. R AR
B IRIE LR A S A R R IA B RBIE R AL SRR, FHIN REABA By R<2/
TOHPF, Ak 25 M ZAC BRI 9 IR E 5 o d — 50, 1B A BRAR 09 K 2 3 AR R AL =T 44 71 W b G 2
LAZRARIE KA 2, M5 EL 2/ 10HPF B AR h ILR ML e 4oy \ R M IR TIOB A K . ik &
B ARSTEAT QRN BIRXAELR R AR B MERE, CDX-2,APC.PTEN 4= CEA & &4
L Bt k, %8 Muc2 3R 54%F 8 Muc-1 IRk 2 ik, AR5 A8 T H i
B M o9 B oL, survivin,bel-2 Fo p53 & & 6§ Mtk FAK, = & 45 A0 B M E 60 Bk s ed 3 5]
AELE L. Kir67 Mbme s 2006 ~400 2 08 . 5TAE 2 m o 3§ s A2 3R TG 69 A R J6 45 . 37~
45 P B35 25 R A I 6 A 42.306(22/52) ABA IS HE 2k 38.500(20/52) A K B St ELKE A 15, 400
(8/52) K Je hFEBE N SR A 3.800(2/52), HEiE B MG B AR L3 X A% 45 2 >2/10HPF, itk
AL e  HHOREM; LR AR Y
rFm HER:2010-01-21; f&[E HEA : 2010-07-09 # & 2 7 survivin,bel-2 . PTEN, p53 %& & [
(ERBALATIOS b Fa AR L =2 Oy g sk wpam b 7k 36 2 Ki67>40%0 3%

I e 52 1 T R R T AL
(EBR 205 (1954, B, AA, 2RI, 2 708 LG BASTRER.

FNE B LRI BRI ERR KGR F A EN; R RES; R




FDIEBRSBHHFT 2011 £55 38 555 3 HA

.+ 299 -

Ak
FESES:R735.2 CEKERIRAD:A
NEHS:1000-8578(2011)03-0298-04

0 351§

5 IR 2 — 0 G BH S s PR 2 8005 B 25 12 W A
FE L DVIRAE . BRIE B W R A /N AR AR
Bl MBI 2 R A S W R R
P, TR B A7 B I KR B R R A, B
AT B MRIR B0 AR I JE 285 2 R A DL TR A A 1
TR A AR I AR A iR R ) E L n) R B A AR
VI AR AR A & BLE IR AR 5 Z 3L 1
VAR LU R (R IR R YA S T Tk
FTEA VI DA FHL 2 e i B B A 2 AT oy S
Il A SCHEA TSR

1 #EREFHZE
L1 BORBRIE

WAL it T 25— . O o BE Be s BB 2006 4E 3
H—2006 4 11 H [ BBiEKbrA . 222 #]. 5 30
Bil, Y 26~71 8, POIAERS 47.3 % . ARARZ 4%
rhp F [ s R RBE K A A, 4 pm JEY)
HE 4o, 627 Wi MR A 21 450 S AR 45
1.2 e gk # 5k

KR RIUAEYRE -SSP (SP),
B AR J 55 : CEA (Col-1) . CKpan (AE1/
AE3) .CK18(DC10) ,CK19(A53-B/A2. 26) . CA19-
9(TA888) ,CA50(50) ,CA242(A242) . Villin (CW-
WB1) ., COX-2 (SP21) . survivin, bcl-2 (8C8) . APC
(CC-1),CDX-2 (AMT28),PTEN (28H6) , Muc-1
(Ma695) , Muc-2 (M53) , Muc-5AC (45M1) , Ki-67
(SP6) . p53(DO-7) , R FHAELA ] & A —$e 340 5 A
LB B AR T KA BRAF]
1.3 25550k

D200 BELAF R 0 57 300 B A €2 S 1 A BH A o FE PH
PEAR M B 50 B 1 22 /0 I FH A5 % . BP0
HOBOTE<52% R 0 53.5% ~25% K 1 552690 ~
5090 243 >50% R 3 4y, BEARERFLIR RO
IR IRFEAN 1 4y E IR E A 2 4 K SRR
K35y . RGN WIS R A T4 AR B R 0 43
SRR =) 1~2 4355 FHE C+ ) . 3~4 S B BH %
(+ +).5~6 P HTEC+H + +), 205 DAB .,

IIANGE RS Y s F TBS WA S —Pr iR Ve B X I
1.4 B

52 BRI B ARAF B TS5 5 . BV R] 37 ~45
Ho 416 Ho R EARERZ 6 . &%/ 2

“(k?iiz‘i/}j 4. 7 Yj_’\o

2 #R
2.1 HYUB T IEE R

RLER A AR 57 T T8 RS A ] A
1 M NBUNZAT A% I3 52/ 10HPF, AR Z5
AR - BRI A R K 22 LR — B AT AR A
FRCERARN . nTHEA I R AR . 2 A A TR
RIS HIR/INASEE B A B A HES 2L B
4>2/10HPF, AR A HL 3 BOIRESH | R IES
L A WA R VAN S e S - 1 e Rl S P
T A 851 JE ) S5 T o » 2 T A & AR HE 97 5 4 L T
SACAINII . 8 B w5 S FEL A SUR R A L 44
R R S 120 XA AN [ R B2 ) A 2 i 240 JE S
DARER AR o 3. 18 JRIRE A ml A T e A S PA) il
kA B A A R 1

x1 S2HIBRERSHELER
Table 1 Morphological characteristics of 52 cases

of gastric adenoma incidence

n=52(%)

Characteristics of gastric adenoma

Mitotic<<2/10HPF 27/52(51.9)
34/52(65. 4)
47/52(90. 4)
52/52(100. 0)
44/52(84. 6)
36/52(69. 2)
24/52(46.2)

35/52(67. 3)

Nucleolus

Chromatin thickening

The volume of nuclear

Increase the volume of the gland
Irregular gland contours

Cavity to reduce mucus gland

With intestinal metaplasia
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1b: PTEN expression in gastric adenoma strongly positive, positive expression in the nucleus ( X 200) ;

1c: gastric adenoma Muc-2 expression strong positive, positive in the cytoplasm ( X200);
1d: gastric adenoma weak expression of bcl-2 positive expression in the cytoplasm ( X 200) ;
le: weak expression of CEA of gastric adenoma, expression in the cell membrane ( X 400) ;
1f: gastric adenoma Muc-1 strong expression, expression in the cytoplasm ( X 400) ;
1g: weak expression of survivin gastric adenoma, expression in the cytoplasm (X 400) ;
1h:gastric adenoma cell proliferation index Ki-67>>40% (X 400);
11: APC strong expression of gastric adenoma, expression in the nucleus ( X 100)

E1 BEEAXEEZEAEBRETRRE (SPE)

Figure 1 The expression of stomach cancer relevant genetic protein in the gastric adenoma (SP)
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