ESCULAPIO

Journal of Services Institute of Medical Sciences

Volume. 05 October - December 2009 No. 03

PATRON

Prof. Faisal Masud
(Principal SIMS & Prof. of Medicine) %

EDITOR-IN-CHIEF OQ
N

.
Prof. Aziz-ur-Rehman
(Professor of Medicine) @

ASSOCIATE EDIT®
Dr. N. Reha O

(Director PMRC,
Prof. Dilawai eem

(Orthopaedic S nrgery)
Prof. sneem

( 2)
ASS@NT EDITORS
. anum Razzaq (IPH)

Dr. d Nasar Sayeed Khan (Psychiatry)
Dr. Sajid Nisar (Medicine)
Dt}

uhammad Saced Anwar (Pathology)

% Dr. Naila Hamid (Physiolagy)
Dr. Salma Haq (Pathology)

Dr. Saeed Ashraf Cheema (Plastic Surgery)

C) ART DIRECTOR

Abdur Raheem (Eseutapio Creative Dept.)

STATISTICIAN
Muhammad Ghias

COMPOSED BY
Ameer Ali



REVIEW BOARD

Prof. Dr. Iftikhar Ahmad (Lahore)

Prof. Dr. Humanyun Magsood (Lahore)

Prof. Tahir Shafi (Lahore)

Prof. Dr. Bashir Ahmed (Lahore)

Prof. Dr. Wasif Mohayudin (I.ahore)

Prof. Dr. Rashid Latif Khan (Lahore)

Prof. Dr. Farrukh Khan (Lahore)

Prof. Dr. Tahir Shafi (Lahore)

Prof. Dr. Kartar Dhawani (KKarachi) @

Prof. Dr. J. P. Long (UK) ‘\Q

Prof. Dr. Fareed A. Mnhz&walpindi)

Prof. Dr. Shabbir N tan)
Prof. Dr. Alaf Khan (Peshawar)
Brig. Dr. Mowadat H. Rana (Rawalpindi)

Prof. Khalid Bashir (Lahore)

Prof. Dr. Mumtaz Hasan (Lahore)

Prof. Dr. Anwar A. Khan (Lahore)

Prof. Dr. S AR. Gerdeii (Lahore)

Prof. Dr. Shamim &d Khan (Lahore)
O

Prof. Dr. Butt (Lahore)
a

N

Prof. Dr. Tahir Saced Haroon (Lahore)

% rof. Dr. A. H. Nagi (Lahore)

Dr. Zia Farooqi (Lahore)

Prof. Dr. Abdul Malik Achakzai (Quetta)

Prof. Dr. Harry Minhas (Australia)

Prof. Dr. Sasleri (UK)

Prof. Dr. Zafar Igbal (Lahore)

Maj. Ge. Dr. Naseem-ul-Majeed (Rawalpindi)

Brig. Dr. Muhammad Ayub (Rawalpindi)

Dr. Zia Farooqi (Lahore)




EDITORIAL ADVISORY BOARD

Prof. Aftab Mohsin ( Medicine)

Prof. Ghazala Jaffary (Pathology)

Prof. Hamid Javed Qureshi (Physiology)

Prof. Ferdose Sultana (Anatony)

Prof. Ghulam Q&Eﬂyyaz (Plastic Surgery)

&

L 4

O
Prﬁoﬁg\l\/{ehboob (Orthapaedics)
S>

% igrof. Kamran Khalid Chima (Pulponology)

Prof. Javed Raza Gardezi (Surgery ) %

Prof. Mehmood Ayaz (S Wge@/)@

Z
N

.
Prof. Mohammad Tahir rgery)

Prof. Muhammad Aza&khari (Dermatology)

Prof. Muhammad Sarfraz Ahmed (Surgery)

Prof. Muhammad Yaqoob Kazi (Paediatric Medicine)

Prof. Mohammad Ali (Paediatric Medicine)

Prof. Muhammad Amjad (ENT)

Prof. Muhammad Mujeeb (ENT)

Prof. Muhammad Tayyab (Opbthalnology)

Prof. Naveed Aqbal Ansari (Pharmacology)




Prof. Rakhshan Shaheen Najmi (Gynae & Obst.)

Prof. Rizwan Masood Butt (Neurosurgery)

Prof. Saqib Siddique (Obs. & Gynae)

Prof. Sadaqat Ali Khan (Surgery)

Dr. Ahsan Noman (Nexurology)

Dr. Ishtiaq Ahmad ( Mifro@
. \( D

Dr. Qamar Szar (Radiology)

D@ina Karim (Pharmacology)

Drx. Shoaib Nabi (Thoracic Surgery)

Prof. Riaz Ahmad Tasnim (Urology)

Prof. Sohail Khurshid Lodhi (Obst. & Gynae)

-

Prof. Taifur—ur—lsilm.g'llani (Anaesthesia)

L 4

O
L

Prof. ce Ullah Matee (Medicine)

o

%Dr. Syed Zia-ud-Din (Forensic Medicine)

Dr. Muhammad Zahid Qamar (Pharmacology)

Dr. Rukhshanda Bajwa (Histopathology)

Dr. Shahzad Shatqat Qureshi (Chemical Pathology)

Dr. Suleman Ahmed Imtiaz (Human Fertility)




EDITORIAL

Primary Fibrino (geno) Lysis

Tahira Tasneem

Fibrinogenolysis or fibrinolysis is the process by
which fibrinogen or fibrin is enzymatically broken
down by the action of plasmin. It may be a primary
process where plasmin acts on fibrinogen or
secondary when process of disseminated intra-
vascular coagulation or thrombosis results in the
formation of polymerized fibrin, and plasmin breaks
down this fibrin. In secondary fibrinolysis, fibrinogen
and fibrin both are broken down by the action of
plasmin in smaller fragments.’

Primary fibrinogenolysis in its pure form is rare. The
disease is the result of release of excessive amount of
plasminogen activators into the circulation either
from damaged or malignant cells as prostatic cancer
or by introduction of plasminogen activators i.e.
streptokinase or urokinase in thrombolytic therapy.
PA converts plasminogen into plasmin without fibrin
formation. Plasmin is non specific in its action. It
clears fibrin, fibrinogen, factor V, VIII. As fibrin is
broken down, FDPs accumulate which also have
anticoagulant effect.’

Secondary fibrinolysis is observed when process
coagulation is initiated in the vessels e.g. disseminat
intravascular coagulation. Tissue plasminogen
activators are also released along with tissug f:
Plasmin is released which brings about fi
and fibrinogenolysis. During this relea
process may take the upper hand henge

ot fibrinolysis may supervene. N

It is important to distinguish t fary process
from secondary lysis which occurs fNDIC. Nearly all
coagulation tests are abnor both syndromes.

Four tools may be applieQ 1stinguish the two

2
syndromes.

1. Euglobin clot lysisi @ be markedly shortened
in PFL and normal o@dy shortenedin DIC.

2. Platelet count remains greater the 100x 10’/ L in
PF while low in DIC.

3. Anti-thrombin III level is low in DIC while
normalin PFL

4.  D-dimer test specific marker for fibrin is positive
in DIC while negative in PFL.

PFL therapy is by anti-fibrinolytic agent e.g. aprotinin

and tranexamic acid or EA%H@ DIC is managed

accordingly by substituti sumed factors and
eradicating the disease. Q

Plasmin is formed fropsplasniinogen by the action of
plasminogen actiV: @ which are secreted by

endothelial cells.
Exogenous pl Qgen activators may be derived

from non h urce e.g. vampire bat saliva, some

snake veno rtain plants and micro organisms.

Best k@s streptokinase derived from beta
eptococci.

hemo
Plasmifi Jacts on fibrinogen and fibrin releasing

tragments of which are named as fragment X,
1

cess of coagulation either by extrinsic or intrinsic
hway results in the formation of fibrin from
ibrinogen by the action of thrombin. Fibrin gets
polymerized by the action of factor XIII. This cross
linked fibrin when cleaved by plasmin results in
formation of fragment called D-Dimers. Fibrinolysis
may be primary or secondary.
It is very important for the management of patients
to identify which process is dominating as clinical
presentation is almost similar."
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Review Article

Upper Gastrointestinal Bleeding

Aftab Mohsin and Sabeen Farhan

Upper Gastrointestinal Bleeding (UGIB) commonly
presents with hematemesis (vomiting of blood or
coffee-ground like material) and/or melena (black,
tarry stools). In comparison, hematochezia (bright
red or maroon colored blood or fresh clots per
rectum) is usually a sign of alower GI source (defined
as distal to the ligament of Treitz). Although helpful,
the distinctions based upon stool color are not
absolute since melena can be seen with proximal
lower GI bleeding, and hematochezia can be seen
with massive upper GI bleeding, "*’

In this article we will review the etiology, approach to
patient with UGI bleed, diagnostic studies, and the
various treatment options for various causes of
UGIB.

Etiology
Etiology of acute upper gastrointestinal bleeding can
be tabulated as follows: *
Ulcerative or erosive
Peptic ulcer disease
1. Idiopathic
2. Druginduced
#&3Non steroidal anti inflammatory drug
k3 Aspirin
3. Infectious
#d Helicobacter pylori

&3 Cytomegalovirus
& Herpes simplex virus

4. Stress-induced ulcer Q

5. Zollinger Ellison Syndrome
Esophagitis

1. Peptic Q
O

2. Infectious
&3 Candida albicdns
s Herpes simplex vigts
#3 Cytomegalovirus
s Miscellaneous
3. Pill-induced
&3 Alendronate
s Tetracycline
&3 Quinidine
s Potassium chloride
&3 Aspirin
#3Nonsteroidal antiinflammatory drugs
Portal hypertension
1. Esophageal varices

2. Gastricvarices

3. Duodenal varices

4. Portal hypertensive gastropathy

Arterial, venous, or other vascular malformations

1. Idiopathic angiomas

2. Osler-Weber-Rendu syndrome

3. Dieulafoy'slesion

4. Watermelon stomac

ectasia)

5. Radiation-inducegdstelangiectasia

6. Bluerubberble s syndrome

Traumatic or po gical
Mallory-Wei r

1

2. Foreigxx gestion
3. Post-sutfeical anastamosis
4

5

tric antral vascular

. Ao ric fistula

. P%s tric/duodenal polypectomy

ign
Leiomyoma

3 Lipoma

&3 Polyp (hyperplastic,adenomatous,

hamartomatous)
2. Malignant
+i3 Adenocarcinoma
+3 Mesenchymalneoplasm
&3 Lymphoma
+ Kaposi's satcoma
ekd Carcinoid
L+ Melanoma
«i3 Metastatic tumor

3. Miscellaneous
3 Hemobilia
#k3 Hemosuccus pancreaticus

Approach to patient with UGI bleed
Management of severe upper gastrointestinal
bleeding involves the following step

1. Assessment of severity

The initial step is the assessment of the haemo-
dynamic status. A systolic blood pressure less than
100 mmHg identifies a high risk patient with severe
acute bleeding. A heartrate over 100 beats/min witha
systolic blood pressure over 100mmHg signifies
moderate blood loss. A normal systolic blood
pressure and heart rate suggest relatively minor
hemorrhage. A postural drop >10mmHg, reduced
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