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Abstract: Background: Large Intestinal Neoplasm is a common form of neoplasm in India and world. It is a leading cause of death.
Carcinoma of the large bowel is the third most common cancer among men and women, and the second leading cause of death from
cancer.Classifying large intestinal neoplasms according to its location and histological types along with its staging and grading are helpful in
early diagnosis and therapeutic decisions, providing better outcome.Aims and objectives: Study of histological evaluation with staging and
gradingof neoplastic lesions of large intestine. Material and method: A study of 67 patients presenting with C/O abdominal pain and bleeding
per rectum at B.J.M.C, Civil Hospital, Ahmedabad over a period of three years from 2014 to 2016. All specimens of resected intestine (large
bowel) were received and overnight fixation in 10% formalin was done. Gross examination findings were noted followed by routine paraffin
embedding and tissue sectioning. Slides were stained using H&E stain, examined microscopically and grading/staging was done followed by
comparison with other studies. Results: In present study, out of 67 cases of neoplastic lesions of large intestine51 cases(76.12%) were of
malignant nature. The commonest age group affected by neoplastic large intestinal lesions is 51-70 years with male: female ratio of
2:1.Rectum(33/67) is the commonest site of involvement. While 10.4 % cases were of juvenile polyp (benign) among all neoplastic large
intestinal lesions, adenocarcinoma(70.14%) was the commonest malignant lesion. With respect to histological grading, the highest number of
cases of adenocarcinoma of large intestine were of moderate differentiation (24/47) and DUKE’S STAGE C2(19/35) is the most common stage
of adenocarcinoma of large intestine. Other malignant lesions include basaloidcarcinoma(l case), GIST(2 cases) and malignant melanoma(l
case). Conclusion: Majority of neoplastic intestinal lesions were of malignant nature distributed among the age group of 41-70 years with male
preponderance. Polyps and adenocarcinoma are the commonest benign and malignant lesions of large intestine respectively. Classification of
large intestinal neoplasms according to its location and histological types along with its staging and grading are helpful for therapeutic

decisions providing better outcome.
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1. Introduction

Large intestine, a part of gastro- intestinal tract has anunique
digestive and immune functions. Intestinal lesions are very
common in day to day practice. Intestinal Neoplasm is a
common form of neoplasm in India and world. It is a leading
cause of death in the developed world, although more than half
cases of carcinoma occurs in developing world.[1]
Adenocarcinoma of the large bowel is more common than its
counterpart in the small bowel. Carcinoma of the large bowel is
the third most common cancer among men and women and the
second leading cause of death from cancer. At the same time, it
is by far the most curable form of carcinoma of the
gastrointestinal tract. [2]Thus a complete histological
evaluation of neoplastic large intestinal lesions must be
conclusive and exact staging and grading of various malignant
lesions can be done which will be helpful in deciding the proper
treatment for a particular lesion. Various techniques such as
endoscopy and histopathology can be used for examination of
various intestinal lesions. Histopathology is the gold standard in
diagnosis of gastrointestinal tumors.[3]In the present study, 67
cases of neoplastic large intestinal lesions were examined to
study different categories, distribution and prevalence of
various neoplastic lesions of large intestine as well as
correlation of the results with other studies.

2. Literature Survey

Neoplastic lesions of large intestine are divided into BENIGN
and MALIGNANT lesions.

Benign Lesion of Large Intestine

Colorectal polyps of epithelial origin include tubular adenoma,
villous adenoma, serrated adenoma, juvenile polyp, peutz-
jeghers polyp and transitional polyps.

1) Adenomatous Polyps are distributed throughout the large
intestine(right colon>left colon).[4]Majority of them are
asymptomatic in nature.

On gross examination, they are single or multiple (in clusters),
sessile or pedunculated measuring less than 1cm of
diameter.[5]On microscopic examination,the cells are crowded,
contain enlarged hyper chromatic nuclei, and have an increased
number of mitoses, some of which may be atypical.[2](Figure
4). There is sharp distinction between normal and dysplastic
glands.

A variation of it referred as VILOGLANDULAR POLYP/
TUBULOVILLOUS ADENOMA  OR  PAPILLARY
ADENOMA shows equal amount of adenomatous and villous
components.[6]
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ABBERENT CRYPTS(MICROADENOMA) represent
enlarged and hyperplastic crypts with foci of dysplasia.[7]The
degree of atypia seen in adenomatous polyps can be graded into
mild, moderate and severe or as low-grade and high-grade
dysplasia(carcinoma in situ).

2) Villous Adenoma (Villous Papilloma) presents as a single
mass in the rectum or recto-sigmoid of older patients. On
microscopic examination, the villous projections ramify
through a long, papillary, crown-like growth.[8]

3) Serrated Adenoma was traditionally designated as
HYPERPLASTIC/ METAPLASTIC POLYP which is
characteristically sessile and rarely exceeding 5mm in
diameter.[9]On microscopic examination, elongated glands
with intraluminal infoldings giving rise to the saw toothed
configuration constitute its morphologic signature. Mitotic
activity is increased only at the base.[10]Traditional, sessile,
and filiform serrated adenoma are regarded as the morphologic
expression of a neoplastic route different from that operating in
adenomatous polyps but also having the potential to eventuate
in malignancies.[11]Specifically, the sessile serrated adenoma
type is thought to be a precursor of serrated adenocarcinoma.

4) Juvenile (Retention) Polyp is the most frequent colonic
polyp seen in children presenting with rectal bleeding; auto-
amputation is common, the polyp being sloughed off and
passed per rectum.[12]On gross examination, single or multiple
juvenile polyp has a granular, red surface and a cystic, lattice-
like appearance on cross section. On microscopic examination,
cystically dilated glands filled with mucus, devoid of atypical
features, and separated by an inflamed and edematous stroma
are seen covered by ulceration and granulation tissue
formation.[2]

5) Peutz-Jeghers Polyp is seen as a part of the syndrome in
which the glands are supported by broad bands of smooth
muscle fibers, which are thick in the center of the lesion and
thinner on the periphery.[13], [14]

6) Polyposis Syndromes and Various Related Lesions

* Familial Adenomatous Polyposis (FAP)

It is characterized by presence of multiple (more than 100)
small or large, sessile or pedunculated polyps throughout the
bowel. Majority of them are caused by mutation in APC gene
on chromosome 521 followed by small percentage of cases
with germline mutation of the base excision repair gene MYH
and mutations in KRAS.[15], [16], [17]If left untreated,
malignant transformation(100%) takes place.

Variants of FAP are Gardner syndrome andTurcot syndrome.
Other polyposis syndromes includes hereditary flat adenoma
syndrome[18], Hyperplastic /serrated polyposis syndrome,
Juvenile polyposis[19], Peutz-jeghers syndrome, Cowden
syndrome, Cronkhite-canada syndrome.

Malignant Transformation of Polyps

Incidence is very high(100%) in FAP, gardner syndrome and
villous adenoma. Not all, but adenomatous polyps can undergo
malignant change.

The ADENOMA-CARCINOMA SEQUENCE responsible for
malignant transformation of polyps is a series of molecular
alterations that include the activational mutation of the RAS
oncogene, mutations of the TP53 gene located on chromosome
17, deletion of the DCC (‘'deleted in colonic carcinoma’) gene
located on chromosome 18 and possibly mutations of the MCC
(‘mutated in colonic carcinoma’) gene located on chromosome
5.

Three distinct stages of the process that can be recognized
pathologically and that bear a direct relationship to the
therapeutic approach:[20]

STAGE |- SEVERE DYSPLASIA / CIS/ INTRA MUCOSAL
CARCINOMA

STAGE Il - FOCAL CARCINOMA with free stalk.

STAGE Il - FOCAL CARCINOMA with stalk invasion.

Malignant Lesions of Large Intestine

Carcinoma of the large intestine is commonly seen in elderly
with mean age of 62 years with equal sex incidence.[2]
Environmental and genetic factorsare the cornerstones for the
high predisposition for colorectal carcinoma in patients with
FAP, other forms of polyposis and in those with the hereditary
non-polyposis colorectal cancer syndrome (Lynch syndrome)
and related nonpolyposis associated hereditary conditions.[2]

Hereditary Nonpolyposis Colorectal Cancer Syndrome
(Lynch Syndrome) and Related Nonpolyposis (Torre-Muir
syndrome and familial colorectal carcinoma)

HNPCC is due to germline mutations in one of the genes
responsible for repair of DNA mismatches, most commonly
MLH1, MSH2, MSH®6, and PMS2, resulting in high levels of
microsatellite instability. The carcinomas most commonly
involve the proximal colon.[21]

Carcinomas of the Large Bowel

It may present with rectal bleeding, changes in bowel habits,
anemia resulting from chronic blood loss, and vague abdominal
pain ultimately leading to intestinal obstruction and perforation.
Multiple screening approaches for early detection include
performance of appropriately timed endoscopic examinations,
Stool examination for occult blood, serum CEA levels etc. A
novel and promising screening approach is that of searching for
mutations of the RAS and APC genes in the stools.[22]

Gross Examination

The gross presentation of the lesion can be polypoidal, flat
/depressed or invasive/infiltrating/ulcerated. On cross section,
grayish white tissue is seen replacing the bowel wall (Figure 1).
Highly mucinous tumors have a gelatinous, glaring appearance,
and layers of mucus may separate the layers of bowel wall.[23]
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Microscopic Examination

The classical colonic adenocarcinoma of the large bowel is
usually  well-to-moderately differentiated  tumor secreting
variable amounts of mucin(Figure 5), (Figure 6). The tumor
cells represent a combination of columnar and goblet cells, with
occasional participation of (neuro) endocrine cells and the
exceptional occurrence of Paneth cells.[24] It elicits an
inflammatory and desmoplastic reaction. The tumor may be
seen invading all the layers of the bowel and extending into the
pericolic fat, permeating perineurial spaces, and invading
veins.[25]

Immunohistochemistry and Electron microscopic findings of
classical colonic adenocarcinoma shows immunoreactivity for
MUC1, MUC3, MUC13, CK20, CEA, tumor associated
glycoprotein(TAG-72), CDX2 along with variable expression
of calretinin and loss of blood group isoantigens.
Ultrastructurally, a constant feature of colorectal carcinoma is
the presence of prominent collections of microfilaments
running perpendicular to the cell membrane and entering the
brush border.[26]

OTHER MICROSCOPIC TYPES includes Mucinous
carcinoma  (Figure 6), Micropapillary ~ carcinoma,
Medullary(solid/undifferentiated)  carcinoma, Clear cell

carcinoma, Signet ring carcinoma, Serrated adenocarcinoma,
Squamous differentiation, Basaloid carcinoma (Figure 8),
Hepatoid carcinoma, Anaplastic/sarcomatoid carcinoma,
Glassy cell carcinoma and Neuroendocrine differentiation.[2]

Staging and Grading

Histological Grading[27]

Grade | - well differentiated carcinoma

Grade Il - moderately differentiated carcinoma
Grade 11 - poorly differentiated carcinoma

Duke’s Staging [28]

TYPE A - Carcinoma limited to the rectal wall with no
extension to lymph nodes or adjacent tissues.

TYPE B - Carcinoma spread by direct continuity to the
surrounding tissues but does not involve the lymph nodes.
TYPE C - Carcinoma presented, in addition to direct
penetration of the wall, metastases in regional lymph nodes.

Astler — Coller Staging (modified duke’s staging)[29]

STAGE A- Cancer is limited to the muscular mucosa and
submucosa.

STAGE B-

B1- Cancer extends into but not through the muscular mucosa.

B2- Cancer extends through the muscle but does not involve
lymphnodes.

STAGE C-

C1- Cancer is contained within the confines of the bowel wall
and involves lymphnodes.

C2- Cancer extends through the bowell wall and involves
lymphnodes

Stage D- Cancer has metastasized.
TNM STAGING has not been included in the present
study.[30]

Prognosis

The 5-year crude survival rate after curative resection for
colorectal carcinoma ranges between 40% and 60%. Among
various prognostically important parameters, the most
important ones are age sex, tumor stage, microscopic type and
grading.

Carcinoid Tumor

Well differentiated neuroendocrine tumors, most commonly
located at the colorectal portion are tend to be large, extend
deeply through the wall of the bowel and involve the regional
lymphnodes.[31]On gross examination, it may appear as a flat
and slightly depressed plaque or as a polypoid lesion with
acquisition of the yellow color after formalin
fixation.[32]Microscopic features are similar to the small
bowel/appendicular carcinoid in association with crypt cell
proliferative micronests and a minor tubular and/or acinar
component with mucin production. These tumors are
consistently  argyrophil  but usually not argentaffin
positive.[33]0On IHC, they are positive for pan endocrine
markers, variety of polypeptide hormones, peptides of the
glucagon-glycentin and of the PP-PYY families while
negativity for CDX2 and TTF-1 is the rule.

Malignant Lymphoma Of L arge Intestine

Lymphoid polyps of benign nature are designated as lymphoid
hyperplasia, pseudolymphoma, and ‘rectal tonsil’. They appear
as soft, superficial polyps usually covered by an intact, gray,
smooth mucosa.On microscopic examination, they are made up
of lymphoid tissue with follicle formation, a lobular pattern,
and germinal centers.[34]

Colorectal malignant lymphomas are nearly always of non-
Hodgkin type which arethought to belong to the mucosa-
associated lymphoid tissue (MALT)-type category. They often
show evidence of plasmacytic differentiation followed by
mantle cell lymphoma, anaplastic large cell lymphoma,
angioimmunoblastic ~ T-cell lymphoma, and Hodgkin
lymphoma.[35]

Gastrointestinal Stromal
Muscle Tumors

GISTs are the most common mesenchymal tumors of small
intestine followed by leiomyoma and leiomyosarcoma. On
macroscopic examination, they range from small, mural
nodules to large exophytic, pedunculated masses (Figure 2).
GISTs can be roughly divided into four major categories on the
basis of their phenotypic features: 1) tumor showing
differentiation toward smooth muscle cells, 2) tumor showing
differentiation toward neural type elements, 3) tumor showing
double differentiation toward smooth muscle cells and neural
type elements, 4) tumors lacking differentiation toward either
cell type[2](Figure 7). CD117 positivity is the rule with
mutations of KIT OR PDGFR (in contrast to leiomyoma and

Tumors (Gist) And Smooth
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leiomyosarcoma in which smooth muscle markers are positive
with CD117 negativity).[36]

Methods/approach:

A study of 67 patients presenting with C/O abdominal pain and
bleeding per rectum at B.J.Medical college, Civil Hospital,
Ahmedabad over a period of three years from 2014 to 2016. All
specimens of resected intestine (large bowel) were received and
over-night fixation in 10% formalin was done. Gross
examination findings were noted followed by routine paraffin
embedding and tissue sectioning. Slides were stained using
H&E stain, examined microscopically and staging was done
followed by comparison with other studies.

Results/ discussion

A retrospective study of 67 cases was undertaken and following
observations and results were noted.

Table 1: Distribution of Large Intestinal Lesion According to

= fernale( 24)
= male{43)

Chart 1: SEX incidence of the cases of SCT showing
malepreponderence.

Table 4: Comparison of Male:Female Ratio Of Neoplastic

Large Intestinal Lesions
Present | ShilpaUplaonk| RiteshSulega
study aretal.[37] | onetal.[38]
Neoplastic Benign 2:1 5:1 2:1
Malignant 2:1 2:1 1:1

Male:female ratio showed male preponderance in benignas well
asmalignant lesions of large intestine in the present study
correlated with the results of other studies mentioned above.

Table 5: Site Wise Distribution of Large Intestinal Lesions

Type Site No. of cases Percentage
Large intestinal lesions No. of cases | Percentage Caecum > 747
] 16 23.88 Colon 29 43.28
Neoplastic Malignant 51 76.12 Rectum 33 49.25
Total 67 100 Total 67 100

Majority of neoplastic large intestinal lesions were of malignant
nature (76.12%) followed by the benign lesions accounting for

Large intestinal lesions involved rectum (49.25 %), colon
(43.28 %) and caecum (7.47 %) in a descending order.

23.88% of total neoplastic large intestinal lesions.

Table 2: Comparision of Various Categories of Large Intestinal

Lesion
Present study | ShilpaUplaonkar et al.[37]
Category % %
Benign 23.88 12.90
Malignant 76.12 87.10
Total(%) 100 100

Table 6: Comparison of Site Wise Distribution of Large
Intestinal Malignant Lesions

Site Caecum (%)| Colon (%)| Rectum (%)
Present study 7.47 43.28 49.25
Dr M Lavanya[3] 10 10 80
Eisenberg et al.[39] 0 72.2 27.8
Priyanksharma et al. [40] 1.12 73 25.84
Abdulkareem et al.[41] 36.9 63.1 0

Inflammatory lesions in nonneoplastic category and malignant
lesions in neoplastic category were leading cause of various
lesions of large intestine. Similar results had been obtained in
the study by shilpauplaonkar et al.[37]

Table 3: Age Wise Distribution Of Large Intestinal Lesions

v 25 4
20 -
Bl SR o
10 ¢
o o L
= 29
0 + T T T T {
0-10 11-30 3150 51700 =70
Ageinyears

Highest number of neoplastic large intestinal lesions were
distributed among the age group of 41-70 years.

The anatomical site commonly involved was colo-rectum
constituting 92.53% of all neoplastic large intestinal malignant
lesion which was in conformity with studies by Eisenberg et
al.[39], dr M Lavanya[3]and priyanksharma et al.[40] while
study by abdulkareem et al.[41] showed predominant site of
colorectal carcinoma being the colon.

Table 7: Distribution of Neoplastic Large Intestinal Lesions
According to Histopathological Diagnosis
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Histological diagnosis | No of cases | Percentage
Benign lesion
Fibroepithelial Polyp 3 4.47
Adenomatous Polyp 4 5.97
Tubulovillous Adenoma 1 1.5
Juvenile polyp 7 104
FAP* 1 15
Malignant lesions

Adenocarcinoma 47 70.14
Basaloid Carcinoma 1 15
GIST 2 2.98
Malignant Melanoma 1 1.5
Total 67 100
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Out of all neoplastic large intestinal lesions, juvenile polyp
(10.04 %) was the most common benign neoplasm and
adenocarcinoma (70.14 %) was the most common malignant
neoplasm. In the present study, all cases of JUVENILE POLYP
were reported in RECTUM which is comparable with studies
by RiteshSulegaon et al.[38], Roth Sl et al.[12] and Robert
Franklin et al.[42] In the present study, 10.4 % cases were of
juvenile polyp among all neoplastic large intestinal lesions with
the mean age of presentation was 5.5years. ShilpaUplaonkar et
al.[37] and RiteshSulegaon et al.[38] stated 11.21% and
13.33% cases of juvenile polyps respectively as well as 5.2
years mean age of presentation which was comparable to the
present study .

Table 8: Comparison of Distribution of Malignant Lesions of
Large Intestine According to Histopathological Diagnosis

Table 11: Comparison of Adenocarcinoma of Large Intestine
According to Histological Grade

Grade Present |Riteshsulegaon | Caliskan et [Shefali h. Karve
study(%) et al.[38] al.[45] et al.[28]
| 21.28 18.03 13.16 353
1 51.12 57.37 56.02 36.8
1l 27.60 24.6 30.82 27.9

In the present study, 51.12% cases of adenocarcinoma were of
grade Il. In other studies by Riteshsulegaon et al[38], Caliskan
et al.[45] and Shefali H. Karve et al.[28], grade Il
adenocarcinoma was seen in maximum number of cases i.e.
57.37%, 56.02% and 36.8% respectively.

Table 12: Distribution Of Adenocarcinoma Of Large Intestine

According To Modified Duke Staging

Present | K.S.Gamitet| BIR hospital
study al.[43] study[44]

Diagnosis % % %

Adenocarcinoma 92.15 96.97 90.41
Basaloidcarcinoma 1.96 0 0

GIST 3.93 0 4.11

NHL 0 3.03 5.48
Malignant melanoma 1.96 0 0

Among various malignant lesions of large intestine,

adenocarcinoma (92.15%) was the commonest histological
diagnosis which was in conformity with 96.97% and 90.41%
cases of adenocarcinoma of large intestine in studies done by
K.S.Gamit et al.[43] and BIR hospital study[44] respectively.
In the present study, 2 cases of GIST as well as cases of
basaloid carcinoma and NHL one of each were also noted.

Table 9: Distribution of Adenocarcinoma of Large Intestine
According to Histopathological Types

Histological types No of cases Percentage
Adenocarcinoma 38 80.89
Mucinous adenocarcinoma 2 4.26
Signet ring adenocarcinoma 6 12.76
Medullary adenocarcinoma 1 2.13

In the present study,adenocarcinoma constituted the highest
number of cases (80.89%) amongst various histological types
of adenocarcinoma of large intestine.
Table 10: Distribution of Adenocarcinoma of Large Intestine
with Respect to Histological Grade

Grade Histological grade No. Of | Percentage
Cases

I |Well differentiated Adenocarcinoma| 10 21.28

1l Moderately differentiated 24 51.12
adenocarcinoma

I Poorly Differentiated 13 27.60
Adenocarcinoma

Total 47 100
Moderately ~ Differentiated  Adenocarcinoma  (51.1%)

constituted approximately half the burden of adenocarcinoma
of large intestine followed by Poorly Differentiated
Adenocarcinoma (27.60%).

Stage No of Cases Percentage
A 0 0
Bl 1 2.8
B2 14 40
Cl 1 2.8
C2 19 54.4
D 0 0
TOTAL 35 100

The highest number of cases of adenocarcinoma of large
intestine were DUKE’S stage C2 (54.4%).

Table 13: Distribution Of Adenocarcinoma Of Large Intestine
According To Modified Duke’s Staging

Stage Present Vernon b. Safa_l M M. Al-

study (%) |astler et al.[29] | Obaidi et al.[46]
A 0 0.28 4.2
Bl 2.8 13.64 14.3
B2 40 46.59 17.1
Cl 2.8 3.98 23
C2 54.4 35.51 20
D 0 0 21.4

In the present study, the highest number of cases of
adenocarcinoma of large intestine were of DUKE’S stage C2
(54.4%). This distribution showed wide variations with
different studies as shown in table 13.

Table 14: Comparison Of Age And Sex Wise Incidence of
Various Malignant Lesions Of Large Intestine
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Present study:
Age | Adeno | cior |y | Careing | Malignant
Group | Carcinoma ma Melanoma | Total
(Years) T TF [M[F|M|[E|M|F | M]F
015 |1 | 0O |0]O|O]|Oj]0O]j0O]O]O 1
16-30 | 3 |1 |0|j0OjO|OjO|1]0 1 5
3145 7 | 3 |1|0|JO0|OjO|O| OO 11
4660 |10 | 4 |1]0]0]0J/OJO)] 0] 0] 15
61-75 10| 7 |[0O|jO|JO|O]|]O|O| O | O] 17
>75 1,/0]0j0jOjOjO]|O]O 0O 1
Total |32 15]2|0]0]0j0OJ1]0 ] 1]51
M- male, F- female
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BIR hospital study [44] Figures
Age Ad_eno GIST | NHL basgiloid Malignant -
group | Carcinoma carcinoma|melanoma| Total , q
(years) | M FIM|FIM|F|M|F|M]|F '
0-15 1 0 |0j0]1T]O0O]J0O|JOJO]O 2
16-30 1 3 |1 ]|0]1]0]J0O0 |JOJO]O 6
31-45 6 3 ]1]0(0]2]0] 0 ]|J]0]J0O] O 11
4660 |15 |14 |0 (0|0 |JOJ O |JO|JO ] O 29
61-75 | 16 2 |1]/0j]0]JO]O]|]O]O]O 19
>75 4 1 /1/0/0|JO0O] O |O]JO]O 6 -
Total | 43 |23 |3 ]0|4 |00 0|00 | 73 -
Figure 1: Gross photograph of| | Figure 2: Gross photograph
K.S.Gamit et al.[43] ; aflgnoc-arcilfpma of large 3 of-GISil_' of l?rge in;estine
Ao Adeno basaloid [Malianant mtestme showing tumor mass showmg well defmed
g 3 GIST NHL ‘ 9 with gravish white cut surface. whitish nodular growth.
group | Carcinoma carcinoma| melanoma| Total - — === —
(eas) [ M [ F [M[F|[M[F|[M[F |M[F y - PR s oes o
0-15 0 o|0f0Oj0|OjO| O0O]0]| O 0 NG 2 ) » . @)
1630 [ 0 [ 3 |o[ofofof[ofl o0 O] O] 3 - B oy .
3145 | 4 [ 5 |oflofof[of[o[O0f[O0] O]9 &3 X ' \
46-60 9 4 10(0|12(0]J0] 0|0} O] 14 . NG | .
6175 | 5 | 2 [o[o[o0[o]o[ 00O ® % Ve S
>5 [ o[ ofof[ofofo[olo]o]oOoT]oO ew ¢ 2 DI : g ? )
Towl | 18] 14]0]0]1]0]0]0]O] 0|33 Figure 3: Microscopic Figure 4: Microscopic
photograph of juvenile polyp photograph of adencmatous

In the present study , Adenocarcinoma was the most common
malignancy of large intestine with maximum no. of cases(32) in
age group 46-75 years with a male preponderance
(male:female= 2.13:1). Also there were 2 cases of GIST and
one case of basaloid carcinoma and one case of malignant
melanoma. BIR hospital study[44] reported 66 cases of
Adenocarcinoma (age group 46-75 years), 3 cases of GIST and
4 cases of NHL. Another study by K.S Gamit et al.[43]showed
32 cases of Adenocarcinoma (age group 46-75 years) and 1
case of NHL. Thus results obtained in present study were
comparable with other studies mentioned above.

Conclusion

Neoplastic lesions of large intestine are very common in
practice nowadays. Majority of neoplastic intestinal lesions
were of malignant nature distributed among the age group of
41-70 years with male preponderance. Polyps and
adenocarcinoma are the commonest benign and malignant
lesions of large intestine respectively. Classification of large
intestinal neoplasms according to its location and histological
types are useful for deciding further treatment of the patient.
Histological grading and modified DUKE’S staging are very
important for therapeutic decisions providing better outcome
and good prognosis. Ancillary techniques are the future of the
diagnostic workup and therapeutic sensitivity of the neoplastic
lesions.
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Figure 4: Gross photograph of GIST of large intestine
showing well defined whitish nodular growth

Volume 6 Issue 8, August 2017

WWW.ijsr.net
Licensed Under Creative Commons Attribution CC BY

Paper ID: 18081707

1629



www.ijsr.net
http://creativecommons.org/licenses/by/4.0/

International Journal of Science and Research (1JSR)
ISSN (Online): 2319-7064
Index Copernicus Value (2015): 78.96 | Impact Factor (2015): 6.391

References

[1] Turner J R, The Gastrointestinal Tract. Chapter 17:
Robbins and Cotran Pathologic Basis of Disease; Eighth
edition. Elsevier; 2010. pg 749-820

[2] Rosai and Ackermann surgical pathology 10th ed Juan
Rosai; chapter 11; pg 673-816

[3] Dr M Lavanyal87; histopathological study of tumors of
stomach and intestine; mysore medical college and
research institute, april 2010

[4] Williams AR, Balasooriya BAW, Day DW: Polyps and
cancer of the large bowel. A necropsy study in Liverpool.
Gut 1982; 23:835-842.

[5] TJ, Schweder T: Clustering of adenomas in the large
intestine. Gut 1984; 25:1262-1267.

[6] Reissenweber N, Gualco G, Zrdao G, Velazquez S, Kliche
I, Fosman E, Almeida E: The interrelationship between
tubular and papillary sectors of tubulo-villous colorectal
adenomas: comparative morphometric analysis and
evaluation of cell proliferation. Hum Pathol1998; 29:431-
437.

[7] Di Gregorio C, Losi L, Fante R, Modica S, Ghidoni M,
Pedroni M, Tamassia MG, Gafa L, Ponz De Leon M,
Roncucci L: Histology of aberrant crypt foci in the human
colon. Histopathology 1997; 30:328-334.

[8] lIsaacson P, LeVann HP: The demonstration of
carcinoembryonic antigen in colorectal carcinoma and
colonic polyps using an immunoperoxidase technique.
Cancer 1976; 38:1348-1356

[9] Estrada RG, Spjut HJ: Hyperplastic polyps of the large
bowel. Am J SurgPathol1980; 4:127-133.

[10]Wiebecke B, Brandts A, Eder M: Epithelial proliferation
and morphogenesis of hyperplastic adenomatous and
villous polyps of the human colon. Virchows Arch [A]
1974; 364:35-49.

[11] Noffsinger AE: Serrated polyps and colorectal cancer: new
pathway to malignancy. Annu Rev Pathol2009; 4:343-364

[12]Roth SI, Helwig EB: Juvenile polyps of the colon and
rectum. Cancer 1963; 16:468-479.

[13] Fulcheri E, Baracchini P, Pagani A, Lapertosa G, Bussolati
G: Significance of the smooth muscle cell component in
Peutz—Jeghers and juvenile polyps. Hum Pathol1991;
22:1136-1140.

[14]Burkart AL, Sheridan T, Lewin M, Fenton H, Ali NJ,
Montgomery E: Do sporadic Peutz—Jeghers polyps exist?
Experience of a large teaching hospital. Am J
SurgPathol2007; 31:1209-1214.

[15] Bodmer WF, Bailey CJ, Bodmer J, Bussey HJR, Ellis A,
Gorman P, Lucibello FC, Murday VA, Rider SH, Scambler
P, Sheer D, Solomon E, Spurr NK: Localization of the
gene for familial adenomatous polyposis on chromosome
5. Nature 1987; 328:614-616

[16]Sieber OM, Lipton L, Crabtree M, Heinimann K, Fidalgo
P, Phillips RKS, Bisgaard ML, Orntoft TF, Aaltonen LA,
Hodgson SV, Thomas HJW, Tomlinson IPM: Multiple
colorectal adenomas, classic adenomatous polyposis, and
germ-line mutations in MYH. N Engl J Med 2003;
348:791-799.

[17] Boughdady IS, Kinsella AR, Haboubi NY, Schofield PF:
K-ras gene mutation in colorectal adenomas and
carcinomas from familial adenomatous polyposis patients.
SurgOncol1992; 1:269-274

[18] Lynch HT, Smyrk TC, Watson P, Lanspa SJ, Lynch PM,
Jenkins JX, Rouse J, Cavalieri J, Howard L, Lynch J:
Hereditary flat adenoma syndrome. A variant of familial
adenomatous polyposis?.Dis Colon Rectum 1992; 35:411-
421.

[19] Veale AMO, McColl I, Bussey HIR, Morson BC: Juvenile
polyposis coli. J Med Genet 1969; 3:5-16.

[20] Cooper HS, Deppisch LM, Kahn EI, Lev R, Manley PN,
Pascal RR, Qizilbash AH, Rickert RR, Silverman JF,
Wirman JA: Pathology of the malignant colorectal polyp.
Hum Pathol1998; 29:15-26.

[21] Lynch HT, Kimberling W, Albano WA, Lynch JF, Biscone
K, Schuelke GS, Sandberg AA, Lipkin M, Deschner EE,
Mikol YB, Elston RC, Bailey- Wilson JE, Danes BS:
Hereditary nonpolyposis colorectal cancer (Lynch
syndromes | and II). Part I. Clinical description of
resource. Cancer 1985; 56:934-938.

[22] Sidransky D, Tokino T, Hamilton SR, Kinzler KW, Levin
B, Frost P, Vogelstein B: Identification of ras oncogene
mutations in the stool of patients with curable colorectal
tumors. Science 1992; 256:102-105.

[23] George SM, Makinen MJ, Jernvall P, Makela J, Vihko P,
Karttunen TJ: Classification of advanced colorectal
carcinomas by tumor edge morphology: evidence for
different pathogenesis and significance of polypoid and
nonpolypoidtumors. Cancer 2000; 89:1901-1909.

[24] Shousha S: Paneth cell-rich papillary adenocarcinoma and
a mucoid adenocarcinoma occurring synchronously in
colon. A light and electron microscopic study.
Histopathology 1979; 3:489-501.

[25]Bellis D, Marci V, Monga G: Light microscopic and
immunohistochemical evaluation of wvascular neural
invasion in colorectal cancer. Pathol Res Pract1993;
189:443-447.

[26] Hickey WF, Seiler MW: Ultrastructural markers of colonic
adenocarcinoma. Cancer 1981; 47:140-145.

[27]Jass JR, Atkin WS, Cuzick J, Bussey HJR, Morson BC,
Northover JMA, Todd IP: The grading of rectal cancer.
Historical perspectives and a multivariate analysis of 447
cases. Histopathology 1986; 10:437-459.

[28] Shefali.H.Karve, Vidya. K, Shivarudrappa A.S,
Prakash.C.J The Spectrum of colonic lesions: A Clinico-
pathological study of colonic biopsies , Indian Journal of
Pathology and Oncology, October — December
2015;2(4);189-209

[29] Vernon B. Astler, M.D. and Frederick A. Coller, M.D. Ann
arbor, michigan; the prognostic significance of direct
extension of carcinoma of the colon and rectum* Analls of
surgery, june 1954; volume 139, number 6.

[30] Peter A. Humphrey, Louis P. Dehler, John D. Pfeifer; The
Washington manual of surgical pathology, 2™ edition,
Wolters Kluwer.

[31] Koura AN, Giacco GG, Curley SA, Skibber JM, Feig BW,
Ellis LM: Carcinoid tumors of the rectum: effect of size,

Volume 6 Issue 8, August 2017

WWW.ijsr.net
Licensed Under Creative Commons Attribution CC BY

Paper ID: 18081707

1630


www.ijsr.net
http://creativecommons.org/licenses/by/4.0/

International Journal of Science and Research (1JSR)
ISSN (Online): 2319-7064
Index Copernicus Value (2015): 78.96 | Impact Factor (2015): 6.391

histopathology, and surgical treatment on metastasis free
survival. Cancer 1997; 79:1294- 1298.

[32]Matsui K, Iwase T, Kitagawa M: Small, polypoid-
appearing  carcinoid  tumors  of  the  rectum.
Clinicopathologic study of 16 cases and effectiveness of
endoscopic treatment. Am J Gastroenterol1993; 88:1949-
1953.

[33]Shimoda T, Ishikawa E, Sano T, Watanabe K, Ikegami M:
Histopathological and immunohistochemical study of
neuroendocrine tumors of the rectum. ActaPatholJpn1984;
34:1059-1077.

[34]Helwig EB, Hanson J: Lymphoid polyp (benign
lymphoma) and malignant lymphoma of the rectum and
anus. SurgGynecolObstet1951; 92:233-243.

[35] Kohno S, Ohshima K, Yoneda S, Kodama T, Shirakusa T,
Kikuchi M: Clinicopathological analysis of 143 primary
malignant lymphomas in the small and large intestines
based on the new WHO classification. Histopathology
2003; 43:135-143.

[36] Miettinen M, Sobin LH, Lasota J: True smooth muscle
tumors of the small intestine: a clinicopathologic,
immunhistochemical, and molecular genetic study of 25
cases. Am J SurgPathol2009; 33:430-436.

[37] Shilpa Uplaonkarl, Vinod Uplaonkar2, 1Mujumdar V G
and Venkatesh M Patil; Histopathological study of benign
lesions of large intestine — A cross sectional study; BMR
Journal; Year: 2014; Volume: 1; Issue: 1 Article ID: MD14
11; Pages: 1-11

[38]RITESH SULEGAON1, SMITA SHETE2, DINESH
KULKARNI3; Histological Spectrum of Large Intestinal
Lesions with Clinicopathological Correlation; Journal of
Clinical and Diagnostic Research. 2015 Nov, Vol-9(11):
EC30-EC34

[39]BURTON EISENBERG, MD,’t JEROME J. DECOSSE.
MD, PHD.t FRANK HARFORD, MD,” AND JOEL
MICHALEK, PHD; Carcinoma of the Colon and Rectum:
The Natural History Reviewed in 1704 Patients; July 27,
1981

[40] Fatimah BiadeAbdulkareem, Emmanuel KunleAbudu,
Nicholas AwodeleAwolola, Stephen OlafimihanElesha,
OlorundaRotimi, Olakanmi Raphael Akinde,
AyoolaOluwoleAtoyebi, AdedoyinAdekunleAdesanya,
AdetolaOlubunmiDaramola, = AdekumbiolaAinaFehintola
Banjo, Charles ChidozieAnunobi; Colorectal carcinoma in
Lagos and Sagamu, Southwest  Nigeria: A
histopathological review; World J Gastroenterol 2008
November 14; 14(42): 6531-6535

[41]Priyank Sharmal, Muktanjalee Deka2; A Study of
Neoplastic Lesions of Colorectum in a Tertiary Care
Hospital; International Journal of Scientific Study |
November 2015 | Vol 3 | Issue 8

[42]ROBERT FRANKLIN, M.D., BARTON MCSWAIN,
M.D. ; Juvenile Polyps of the Colon and Rectum; Ann.
Surg. * June 1972 Vol. 175 * No. 6

[43]K.S.Gamit et al. ; a histopathological study of intestinal
lesion, Volume : 3 | Issue : 9 | September 2014 « ISSN No
2277 - 8179

[44] Histopathological diagnosis of gastrointestinal
malignancies in Blr Hospital A five years retrospective

study BanestR.B.Amatya B, Sibakoti Y.C.
ShakyaA.Tuladhar S ,ShresthaM.R.Postgrad.Med.Journal
of NAMS.VOL.8 .NO 2- 20009.

[45] Caliskan C, Guler N, Karaca C, Makay O, Firat O, Korkut
MA. Negativeprognostic factors in colorectal carcinoma:
an analysis of 448 patients.Indian J Surg. 2010;72:243-48.

[46] Safa M. M. Al- Obaidi, Ali Abbas Gatea, Maan M. A.
Hamid, Colorectal carcinoma, presentation, risk factors
and management; Irag Journal Of Gastroenterology; vol 7,
issue 1.

Author Profile

DR. Hiren Mundiya is Post graduate resident doctor, Department of
Pathology, B. J. Medical College, Civil Hospital, Ahmedabad-380016,
India.

DR. Ruchira Wadhwa is Post graduate resident doctor, Department
of Pathology, B. J. Medical College, Civil Hospital, Ahmedabad-
380016, India.

Volume 6 Issue 8, August 2017

WWW.ijsr.net
Licensed Under Creative Commons Attribution CC BY

Paper ID: 18081707

1631


www.ijsr.net
http://creativecommons.org/licenses/by/4.0/



