
INTRODUCTION

Oral and pharyngeal cancers globally ranks sixth among 
all commoncancers1.The incidence of oral squamous cell 
carcinoma (OSCC) is consistently increasing particularly in 
South East Asia2.Pakistan, India, Bangladesh, Nepal and Sri 
Lanka have one of the highest incidence3. A study done in 
Karachi South  reported oral cancer as  the 2nd most 
common cancer  in  both  genders 4.OSCC  is the   most 
common type of  cancer of  the oral  cavity and has a low 
five year survival rate because it is usually diagnosed at  
advanced stages5. Keratins are the most extensively used 
markers for epithelial origin and differentiation. 54 keratin 
genes and 20 different types have been recognized. They 
are classified as type 1, acidic having low molecular 
weights and type 2, basic having high molecular weights. 
Filaments are formed by pairing of these two types.They 
also exhibit precise expression patterns in human tumors 
6-8. Oral squamous epithelial lesions exhibit disturbance of  
keratinization towards the surface which cannot be 
detected by routine staining methods but can be 
revealed by immunohistochemistry for keratin subtypes9. 
The study of immunohistochemical profile of cytokeratin is 
immensely used for tumor diagnosis and classification in 
surgical pathology 10. 

DISCUSSION

Keratin 5:
 It is observed that Two types of changes occurred in 
cytokeratin expression in precancerous lesions and OSCC 
.The first one is atypical expression of those keratins that 
are not expressed by normal tissue and the second is non 
expression of those keratins that are expressed by normal 
tissue. There is also irregularity in paired expression.
K 5 is normally present in basal cells of normal oral epithe-
lia. K5 expression was lost in tobacco associated tumors 
but there was increased levels of CK5 expression in 4 NQO 
induced oral carcinoma in rats12.

Keratin 8, 18:
K 8,18 pair is expressed normally in glandular epithelia 

whereas its expression in mature OSCC is uncommon11, 12. 
In a study atypical expression of keratin pair of 8 and 18 
was seen both in premalignant change and OSCC. Its 
expression can be associated with recurrence, stage and 
differentiation and can be used as a prognostic marker13.

Also in a previous study unusual expression of K8 was seen 
in dysplastic papillomatous epithelium and in carcinoma 
tissue14.

The expression of CK8, 18 is observed in a particular 
subgroup of SCC which are associated with a poor 
prognosis. This indicates that  CK8,18 status carries a 
prognostic  potential and can help in planning the course 
of treatment15.

Keratin 6 and 16:
Keratin 6 is a marker of cell proliferation and therefore, is 
overexpressed in hyperproliferative diseases16. According 
to a study expression of  supra basal  K6/16 has been 
found in oral cancer17. There was also increased level of 
K5/K6a expression in dysplastic and papillomatouslesions 
as well as OSCC induced by 5NQ in rat lingual mucosa. 
This indicates that K6 has a role in proliferation of precan-
cerous tissue and in malignant transformation process 16. 
Several studies support expression of K6 and K16 in oral 
cancer.  There is  a high  and constant  expression of CK6 
and CK16  in head and neck oral squamous  cell carcino-
mas18.Immunohistochemical  studies showed that  K16 was 
not present in normal and dysplastic epithelia whereas its 
expression was seen in CIS and OSCC19.

Establishment of field change in oral cancer based on 
keratin expression:

According to several studies alteration in expression of 
keratins can be associated with field change around 
malignant oral mucosa. There is a possibility of develop-
ment of secondary primary tumor (SPT) in this genetically 
transformed mucosa. This has a high influence on progno-
sis even with histopathological tumor free margins 20-22. A 
strong evidence of support  comes from a study where the 
biopsies taken from clinically normal mucosa of OSCC 
patients showed expression of K8/7.  Oral keratinocytes do 

not express K 8/7 except some occasional staining in the 
basal layer23, 24. Also noted in this study was a reduction in 
keratin differentiation particularly  K19 and K13 25.

Another study supporting this provides evidence of 
enhanced expression of CK 8/18 and CK19 in adjacent 
normal mucosa of OSCC whereas this expression pattern is 
not seen in normal oral mucosa. Also similar expression 
pattern was seen in several biopsies of normal mucosa 
adjacent to severe dysplasia suggesting field alteration26, 

27.

Keratin 19:
 Keratin 19 is produced by basal cell layer of oral epitheli-
um. Several studies have shown that K19 expression by 
suprabasal cells indicates possible premalignant chang-
es27-29.

 An increase in suprabasal expression of K19 on performing 
immunohistochemistry as the tissue progressed from mild 
oral epithelial dysplasia to cancer has been reported. Mild 
OED exhibited only occasional suprabasal extension of 
K19 whereas moderate and severe dysplasia showed K19 
positive cells extending up to the middle and upper thirds 
of  epithelium. Also there was an increase in the percent-
age of K19 positive cells in poorly differentiated OSCC30.

Keratin 17
Another immunohistochemical marker expressed in oral 
cancers is K17. It was studied that K17 was strongly 
expressed in well differentiated OSCC as compared to 
moderately and poorly differentiated OSCC. Also K17 was 
significantly expressed in dysplastic epithelium adjacent to 
cancer tissue while it is not present in normal oral epitheli-
um. So K17 can be a useful diagnostic marker for well 
differentiated OSCC31.

K17 was expressed significantly in moderate dysplasia and 
carcinoma in situ (CIS) suggesting that it may be a highly 
specific marker for neoplastic changes.  K17 immunohisto-
chemistry profiles alongwith K13, K19 and Ki-67 which are 
markers for cellular differentiation and proliferation can 
prove useful for distinguishing epithelial dysplasia from oral 
cancer.

Keratin 14:
  K14 is expressed normally in the undifferentiated basal 
cell layer of the epithelium containing stem cell. In a 
research it was suggested there was increase in the level 
of K14 positive cells in  upper epithelial layers with increas-
ing  grade of dysplasia .Therefore, K 14 can be used as a 
diagnostic marker for early epithelial dysplasia and K14 
and K17  combined patterns are useful for detecting  
neoplastic changes.32

Keratin 13:
Keratin13 is located in the suprabasal layers of squamous 
epithelia of oral cavity, tonsils, larynx, esophagus, lower 
female genital tract and transitional epithelium 33.There is a 
loss of CK13 depending on the severity of dysplastic 
changes and transformation into malignancy. A gradual 
loss of CK13 was observed when the tissue progressed 
from dysplasia to OSCC 34. Furthermore, a total loss of CK13 
in prickle cell layer of carcinoma in situ (CIS) has been 
reported, and is considered to be an important 
histochemical marker for diagnosis of differentiated type 
of CIS 35, 36. The expression of CK13 in tumors and severe 
dysplasia is reduced which has been associated with 
hyperkeratosis37.
The real-time PCR method revealed substantial down- 

regulation of KRT13 gene in OSCC 38, 39. Similar pattern was 
also observed in other tumors e.g. head and neck cancers 
40 further confirming CK13 loss at a molecular level.It was 
shown that loss of cytokeratin 13 expression along with 
overexpression of Ki-67 carried a high risk of recurrence 
and also conversion of oral atypical epithelium into malig-
nancy41 further strengthening its diagnostic value. The loss 
of CK13 expression in esophageal SCC specimens has also 
been noticed in high grade intraepithelial dysplasia as 
compared to non-neoplastic lesions and low grade intra 
epithelial dysplasia 42.

  CONCLUSION 

A significant number of oral biopsies show borderline 
features and morphology alone is not sufficient to 
diagnose such cases.Keratin expression is altered in pre 
malignant and malignant changes in oral squamous cell 
carcinoma. Therefore, immunohistochemistry of various 
keratin subtypes can prove to be a useful tool in the 
precise categorization,diagnosis and management of 
oral cancer.
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CASE REPORTS

ABSTRACT

As it stands, Spigelian hernias are rare and generally overlooked or misdiagnosed. We report a case in which a Spigelian 
hernia presented to us as a painless abdominal swelling in a 39 year old obese female with no known co-morbids The 
hernia appeared as swelling in the right lower quadrant, which was non tender at the time of admission and showed no 
signs of strangulation. Diagnosis of the hernia was made on CT-scan and an open technique was adapted to repair it. The 
post op period was insignificant in the patient.

KEY WORDS: Spiglelian Hernia, Hernia, Spigelian Fascia Defect.

INTRODUCTION

The Spigelian fasica is described as an area that lies 
medial to the rectus abdominis muscle and lateral to semi 
lunar line. The defect that arises from the area in between 
is known as a Spigelian hernia. These hernias are generally 
intra-peritoneal and penetrate between the muscle fibers 
of the abdominal wall.1 They tend to present below the 
umbilicus due to the fact that above the umbilicus, the 
anterior abdominal wall is reinforced by the fibers of the 
external oblique and posteriorly by the transverus abdomi-
nis muscle.2 It is important to note that the name Spigelian 
hernia is only given when there is a congenital or acquired 
defect in this fascia, Incisional hernias occurring in this 
area are not considered to be Spigelian in origin.

Spigelian Hernias make up around 1-2% of the total 
hernias, hence the reason they are considered to be rare 
and difficult to diagnose.2,3 Literature reports that the first 
case occurred in 1742, however it wasn't given called a 
hernia until 1764.3 

This study reports one such case, and gives a review of 
literature and management and fatal outcome if such 
hernias are over looked. 

CASE

A 39-year old obese female presented through the out 
patient department with the history of an abdominal 
swelling evident on coughing. Patient showed no history 
no history of pain, fever, nausea, or vomiting. Bowel habits 
reported were normal with no other complaints. The 
patient underwent myomectomy for symptomatic 
fibroids. Clinical examination revealed a palpable  non 
tender lump 7 cm x 7 cm in the right lower quadrant at the 
border of the semi-lunar line on the right side. The lump 
showed smooth margins, soft in consistency, and a non-in-
flamed overlying skin. The lump was not noticeable when 
the patient was lying down, but cough impulse was 
positive. There was no postural change in size of the lump. 

Gut sounds were audible over ,digital rectal examination 
was normal and an insignificant Abdominal x-ray. Ultra 
sound  evaluation of the abdomen revealed a mass in the 
abdominal wall and Computed tomography (CT) scan 
was confirmed the diagnosis of Spigelian hernia, with 
incarceration of the small bowel and omentum. The 
patient underwent surgical excision. Exploratory laproto-
my revealed a large defect in the right anterior abdominal 
wall about 7.3cm x 7 cm and the  hernia sac was found to 
contained part of small bowel loop.  

DISCUSSION

As stated previously, Spigelian hernias are extremely rare, 
they have been given the name ‘‘spontaneous lateral 
ventral hernia.’’ Just like other hernias the etiological 
factors that predispose to this type of hernia are obesity, 
chronic conditions that lead to increased intra-abdominal 
pressure, trauma, prior surgeries, usually occurring around 
the age of 40-70 yearswith  a female predominance.2,4

The hernia can present as a protrusion of the pre-peritone-
al fat, as a part of an extra-peritoneal organ (rare), or 
more often as a pre-peritoneal sac with variable contents. 
The contents of the sac are usually omentum or the small 
bowel, rarely gallbladder, large intestine, stomach3,5 with 
cases that report the content as an inflamed appendix.5

The hernia can present as a painless mass or with lower 
abdominal pain, at times it can become strangulated 
which like any other hernia is an emergency. The ease of 
diagnosis depends on the symptoms and makeup of the 
patient. A painless mass in an obese patient can be 
overlooked,3 whereas a strangulated hernia is picked up 
clinically. There are two schools of thought, one that report 
strangulation of the hernia to be common due to small 
neck of the hernia, whereas some authors consider it a 
rarity, regardless 22% of Spigelian hernias have been 
reported to be strangulated at the time of admission.6,7

The differential diagnosis of Spigelian hernia includes 
anything that appears as a mass on the abdomen, which 
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ranges from an abdominal abscess to hematoma or even 
an abdominal wall neoplasm. 

Diagnosis is not made on clinical suspicion alone, since 
36% of routine examinations fail to pick up Spigelian 
hernias, and upto 50% of the cases reported were false 
positive. Definite diagnosis preoperatively is made through 
CT scan.4

Treatment of the Spigelian Hernia is surgery carried out 
under general anesthesia. There are two approaches: 
open and laparoscopic.8-10 Primary open repair technique 
involves an incision being made in the overlying skin of the 
hernia, removing the sac en bloc with contents and then 
reinforcing the abdominal wall by either sutures or by a 
non-absorbable preperitoneal interstitial mesh.9 Lapro-
scopic approach was first carried out in 1992 9, and since 
then its popularity is growing because of its diagnostic 
accuracy, less post operative  complications and short 
duration of hospital stay.6,8,9

General post operative complications reported are 
wound infection, hematoma formation and reoccur-
rence.6,9

In this case the Spigelian hernia is presented as a painless 
lump without any sign of strangulation hence leading to 
unnoticed initial diagnosis. However, since reports of such 
cases of Spigelian hernias has been reported earlier the 
diagnosis was not excluded, and a CT scan was recom-
mended which confirmed a defect in the Spigelian fascia, 
hence confirming the diagnosis. An open approach was 
deployed in this patient, surgery was carried out success-
fully under all aseptic conditions. A transverse incision was 
made over the mass, the defect was identified, the sac 
was isolated and removed with its contents (small bowel 
loop) and the defect was closed with interrupted sutures 
using prolene and a second layer of continous surtures 
were applied of the same material. A 15 x 15 mesh was 
securely placed. An appropriate drain was placed above 
the mesh and anatomy was then restored, overlying skin 
was closed with staples. No post-operative complications 
were reported.  

CONCLUSION

Spigelian hernias occur as a defect through the Spigelian 
fascia, appearing as a mass on the anterior abdominal 
wall. They are considered to be rare and proven difficult to 
diagnose on clinical grounds alone. The diagnosis of 
Spigelian hernia in our case was not expected. The objec-
tive of this case report was to shed light upon this rare 
topic and although these hernias can be clinically 
overlooked, diagnosis through radiological assistance is 
clear cut and should be considered in all lower abdominal 
swellings. Surgery is the appropriate approach and 
alleviates the patient of his/her symptoms and prevents 
reoccurrence.
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INTRODUCTION

Oral and pharyngeal cancers globally ranks sixth among 
all commoncancers1.The incidence of oral squamous cell 
carcinoma (OSCC) is consistently increasing particularly in 
South East Asia2.Pakistan, India, Bangladesh, Nepal and Sri 
Lanka have one of the highest incidence3. A study done in 
Karachi South  reported oral cancer as  the 2nd most 
common cancer  in  both  genders 4.OSCC  is the   most 
common type of  cancer of  the oral  cavity and has a low 
five year survival rate because it is usually diagnosed at  
advanced stages5. Keratins are the most extensively used 
markers for epithelial origin and differentiation. 54 keratin 
genes and 20 different types have been recognized. They 
are classified as type 1, acidic having low molecular 
weights and type 2, basic having high molecular weights. 
Filaments are formed by pairing of these two types.They 
also exhibit precise expression patterns in human tumors 
6-8. Oral squamous epithelial lesions exhibit disturbance of  
keratinization towards the surface which cannot be 
detected by routine staining methods but can be 
revealed by immunohistochemistry for keratin subtypes9. 
The study of immunohistochemical profile of cytokeratin is 
immensely used for tumor diagnosis and classification in 
surgical pathology 10. 

DISCUSSION

Keratin 5:
 It is observed that Two types of changes occurred in 
cytokeratin expression in precancerous lesions and OSCC 
.The first one is atypical expression of those keratins that 
are not expressed by normal tissue and the second is non 
expression of those keratins that are expressed by normal 
tissue. There is also irregularity in paired expression.
K 5 is normally present in basal cells of normal oral epithe-
lia. K5 expression was lost in tobacco associated tumors 
but there was increased levels of CK5 expression in 4 NQO 
induced oral carcinoma in rats12.

Keratin 8, 18:
K 8,18 pair is expressed normally in glandular epithelia 

whereas its expression in mature OSCC is uncommon11, 12. 
In a study atypical expression of keratin pair of 8 and 18 
was seen both in premalignant change and OSCC. Its 
expression can be associated with recurrence, stage and 
differentiation and can be used as a prognostic marker13.

Also in a previous study unusual expression of K8 was seen 
in dysplastic papillomatous epithelium and in carcinoma 
tissue14.

The expression of CK8, 18 is observed in a particular 
subgroup of SCC which are associated with a poor 
prognosis. This indicates that  CK8,18 status carries a 
prognostic  potential and can help in planning the course 
of treatment15.

Keratin 6 and 16:
Keratin 6 is a marker of cell proliferation and therefore, is 
overexpressed in hyperproliferative diseases16. According 
to a study expression of  supra basal  K6/16 has been 
found in oral cancer17. There was also increased level of 
K5/K6a expression in dysplastic and papillomatouslesions 
as well as OSCC induced by 5NQ in rat lingual mucosa. 
This indicates that K6 has a role in proliferation of precan-
cerous tissue and in malignant transformation process 16. 
Several studies support expression of K6 and K16 in oral 
cancer.  There is  a high  and constant  expression of CK6 
and CK16  in head and neck oral squamous  cell carcino-
mas18.Immunohistochemical  studies showed that  K16 was 
not present in normal and dysplastic epithelia whereas its 
expression was seen in CIS and OSCC19.

Establishment of field change in oral cancer based on 
keratin expression:

According to several studies alteration in expression of 
keratins can be associated with field change around 
malignant oral mucosa. There is a possibility of develop-
ment of secondary primary tumor (SPT) in this genetically 
transformed mucosa. This has a high influence on progno-
sis even with histopathological tumor free margins 20-22. A 
strong evidence of support  comes from a study where the 
biopsies taken from clinically normal mucosa of OSCC 
patients showed expression of K8/7.  Oral keratinocytes do 

not express K 8/7 except some occasional staining in the 
basal layer23, 24. Also noted in this study was a reduction in 
keratin differentiation particularly  K19 and K13 25.

Another study supporting this provides evidence of 
enhanced expression of CK 8/18 and CK19 in adjacent 
normal mucosa of OSCC whereas this expression pattern is 
not seen in normal oral mucosa. Also similar expression 
pattern was seen in several biopsies of normal mucosa 
adjacent to severe dysplasia suggesting field alteration26, 

27.

Keratin 19:
 Keratin 19 is produced by basal cell layer of oral epitheli-
um. Several studies have shown that K19 expression by 
suprabasal cells indicates possible premalignant chang-
es27-29.

 An increase in suprabasal expression of K19 on performing 
immunohistochemistry as the tissue progressed from mild 
oral epithelial dysplasia to cancer has been reported. Mild 
OED exhibited only occasional suprabasal extension of 
K19 whereas moderate and severe dysplasia showed K19 
positive cells extending up to the middle and upper thirds 
of  epithelium. Also there was an increase in the percent-
age of K19 positive cells in poorly differentiated OSCC30.

Keratin 17
Another immunohistochemical marker expressed in oral 
cancers is K17. It was studied that K17 was strongly 
expressed in well differentiated OSCC as compared to 
moderately and poorly differentiated OSCC. Also K17 was 
significantly expressed in dysplastic epithelium adjacent to 
cancer tissue while it is not present in normal oral epitheli-
um. So K17 can be a useful diagnostic marker for well 
differentiated OSCC31.

K17 was expressed significantly in moderate dysplasia and 
carcinoma in situ (CIS) suggesting that it may be a highly 
specific marker for neoplastic changes.  K17 immunohisto-
chemistry profiles alongwith K13, K19 and Ki-67 which are 
markers for cellular differentiation and proliferation can 
prove useful for distinguishing epithelial dysplasia from oral 
cancer.

Keratin 14:
  K14 is expressed normally in the undifferentiated basal 
cell layer of the epithelium containing stem cell. In a 
research it was suggested there was increase in the level 
of K14 positive cells in  upper epithelial layers with increas-
ing  grade of dysplasia .Therefore, K 14 can be used as a 
diagnostic marker for early epithelial dysplasia and K14 
and K17  combined patterns are useful for detecting  
neoplastic changes.32

Keratin 13:
Keratin13 is located in the suprabasal layers of squamous 
epithelia of oral cavity, tonsils, larynx, esophagus, lower 
female genital tract and transitional epithelium 33.There is a 
loss of CK13 depending on the severity of dysplastic 
changes and transformation into malignancy. A gradual 
loss of CK13 was observed when the tissue progressed 
from dysplasia to OSCC 34. Furthermore, a total loss of CK13 
in prickle cell layer of carcinoma in situ (CIS) has been 
reported, and is considered to be an important 
histochemical marker for diagnosis of differentiated type 
of CIS 35, 36. The expression of CK13 in tumors and severe 
dysplasia is reduced which has been associated with 
hyperkeratosis37.
The real-time PCR method revealed substantial down- 

regulation of KRT13 gene in OSCC 38, 39. Similar pattern was 
also observed in other tumors e.g. head and neck cancers 
40 further confirming CK13 loss at a molecular level.It was 
shown that loss of cytokeratin 13 expression along with 
overexpression of Ki-67 carried a high risk of recurrence 
and also conversion of oral atypical epithelium into malig-
nancy41 further strengthening its diagnostic value. The loss 
of CK13 expression in esophageal SCC specimens has also 
been noticed in high grade intraepithelial dysplasia as 
compared to non-neoplastic lesions and low grade intra 
epithelial dysplasia 42.

  CONCLUSION 

A significant number of oral biopsies show borderline 
features and morphology alone is not sufficient to 
diagnose such cases.Keratin expression is altered in pre 
malignant and malignant changes in oral squamous cell 
carcinoma. Therefore, immunohistochemistry of various 
keratin subtypes can prove to be a useful tool in the 
precise categorization,diagnosis and management of 
oral cancer.
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INTRODUCTION

The Spigelian fasica is described as an area that lies 
medial to the rectus abdominis muscle and lateral to semi 
lunar line. The defect that arises from the area in between 
is known as a Spigelian hernia. These hernias are generally 
intra-peritoneal and penetrate between the muscle fibers 
of the abdominal wall.1 They tend to present below the 
umbilicus due to the fact that above the umbilicus, the 
anterior abdominal wall is reinforced by the fibers of the 
external oblique and posteriorly by the transverus abdomi-
nis muscle.2 It is important to note that the name Spigelian 
hernia is only given when there is a congenital or acquired 
defect in this fascia, Incisional hernias occurring in this 
area are not considered to be Spigelian in origin.

Spigelian Hernias make up around 1-2% of the total 
hernias, hence the reason they are considered to be rare 
and difficult to diagnose.2,3 Literature reports that the first 
case occurred in 1742, however it wasn't given called a 
hernia until 1764.3 

This study reports one such case, and gives a review of 
literature and management and fatal outcome if such 
hernias are over looked. 

CASE

A 39-year old obese female presented through the out 
patient department with the history of an abdominal 
swelling evident on coughing. Patient showed no history 
no history of pain, fever, nausea, or vomiting. Bowel habits 
reported were normal with no other complaints. The 
patient underwent myomectomy for symptomatic 
fibroids. Clinical examination revealed a palpable  non 
tender lump 7 cm x 7 cm in the right lower quadrant at the 
border of the semi-lunar line on the right side. The lump 
showed smooth margins, soft in consistency, and a non-in-
flamed overlying skin. The lump was not noticeable when 
the patient was lying down, but cough impulse was 
positive. There was no postural change in size of the lump. 

Gut sounds were audible over ,digital rectal examination 
was normal and an insignificant Abdominal x-ray. Ultra 
sound  evaluation of the abdomen revealed a mass in the 
abdominal wall and Computed tomography (CT) scan 
was confirmed the diagnosis of Spigelian hernia, with 
incarceration of the small bowel and omentum. The 
patient underwent surgical excision. Exploratory laproto-
my revealed a large defect in the right anterior abdominal 
wall about 7.3cm x 7 cm and the  hernia sac was found to 
contained part of small bowel loop.  

DISCUSSION

As stated previously, Spigelian hernias are extremely rare, 
they have been given the name ‘‘spontaneous lateral 
ventral hernia.’’ Just like other hernias the etiological 
factors that predispose to this type of hernia are obesity, 
chronic conditions that lead to increased intra-abdominal 
pressure, trauma, prior surgeries, usually occurring around 
the age of 40-70 yearswith  a female predominance.2,4

The hernia can present as a protrusion of the pre-peritone-
al fat, as a part of an extra-peritoneal organ (rare), or 
more often as a pre-peritoneal sac with variable contents. 
The contents of the sac are usually omentum or the small 
bowel, rarely gallbladder, large intestine, stomach3,5 with 
cases that report the content as an inflamed appendix.5

The hernia can present as a painless mass or with lower 
abdominal pain, at times it can become strangulated 
which like any other hernia is an emergency. The ease of 
diagnosis depends on the symptoms and makeup of the 
patient. A painless mass in an obese patient can be 
overlooked,3 whereas a strangulated hernia is picked up 
clinically. There are two schools of thought, one that report 
strangulation of the hernia to be common due to small 
neck of the hernia, whereas some authors consider it a 
rarity, regardless 22% of Spigelian hernias have been 
reported to be strangulated at the time of admission.6,7

The differential diagnosis of Spigelian hernia includes 
anything that appears as a mass on the abdomen, which 
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ranges from an abdominal abscess to hematoma or even 
an abdominal wall neoplasm. 

Diagnosis is not made on clinical suspicion alone, since 
36% of routine examinations fail to pick up Spigelian 
hernias, and upto 50% of the cases reported were false 
positive. Definite diagnosis preoperatively is made through 
CT scan.4

Treatment of the Spigelian Hernia is surgery carried out 
under general anesthesia. There are two approaches: 
open and laparoscopic.8-10 Primary open repair technique 
involves an incision being made in the overlying skin of the 
hernia, removing the sac en bloc with contents and then 
reinforcing the abdominal wall by either sutures or by a 
non-absorbable preperitoneal interstitial mesh.9 Lapro-
scopic approach was first carried out in 1992 9, and since 
then its popularity is growing because of its diagnostic 
accuracy, less post operative  complications and short 
duration of hospital stay.6,8,9

General post operative complications reported are 
wound infection, hematoma formation and reoccur-
rence.6,9

In this case the Spigelian hernia is presented as a painless 
lump without any sign of strangulation hence leading to 
unnoticed initial diagnosis. However, since reports of such 
cases of Spigelian hernias has been reported earlier the 
diagnosis was not excluded, and a CT scan was recom-
mended which confirmed a defect in the Spigelian fascia, 
hence confirming the diagnosis. An open approach was 
deployed in this patient, surgery was carried out success-
fully under all aseptic conditions. A transverse incision was 
made over the mass, the defect was identified, the sac 
was isolated and removed with its contents (small bowel 
loop) and the defect was closed with interrupted sutures 
using prolene and a second layer of continous surtures 
were applied of the same material. A 15 x 15 mesh was 
securely placed. An appropriate drain was placed above 
the mesh and anatomy was then restored, overlying skin 
was closed with staples. No post-operative complications 
were reported.  

CONCLUSION

Spigelian hernias occur as a defect through the Spigelian 
fascia, appearing as a mass on the anterior abdominal 
wall. They are considered to be rare and proven difficult to 
diagnose on clinical grounds alone. The diagnosis of 
Spigelian hernia in our case was not expected. The objec-
tive of this case report was to shed light upon this rare 
topic and although these hernias can be clinically 
overlooked, diagnosis through radiological assistance is 
clear cut and should be considered in all lower abdominal 
swellings. Surgery is the appropriate approach and 
alleviates the patient of his/her symptoms and prevents 
reoccurrence.
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