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INTRODUCTION

Venous thromboembolism is a multifactorial disease
which results from clot in venous circulation. The
this results, from

vein and/or by

clinical manifestation of
obstruction  of

respective

ABSTRACT

Background: To study the incidence and risk factors of deep venous
thrombosis with or without Pulmonary Embolism in patients presenting to the
Kamineni hospital.

Material and Methods: It was a observational study. Patients suspected to
suffer from VTE were selected, a detailed history was taken, physical
examination was done in all patients and investigated with venous Doppler to
diagnose as DVT. Fifty patients were admitted during two-year period.
Results: In an observational study, 50 patients were studied during two years
period. There were 29 male and 21 female patients. The ratio of male to
female was 1.38. In the study of diagnosed venous thromboembolism found
ratio of female/male as 1.6, but found males affected more than female Median
duration of presentation after onset of symptoms was 4.2 days (range, 120
days). ECG changes related to VTE were seen 17 (34%) patients in which
sinus tachycardia was most common in 14(28%) patients. RBBB was found in
5 (10%). S1Q3T3/S in lead LO and T wave inversion in lead Il1) in 1(2%)
patients, other changes, LVH in 3(6%) and old anterior wall Ml in 1 patient
(2%) were seen. We studied risk factors in our patients and found Protein S
deficiency in  19(38%), Protein C deficiency in 18 (36%),
Hyperhomocysteinemia 17(34%). Protein S and Protein C deficiency in
18(36%), Protein S, Protein C deficiency and Hyperhomocysteinemia in 4
(8%), Protein S and Hyperhomocysteinemia in 3 (6%) patients. PTE was
proved in nineteen patients (38%) patients on CT pulmonary angiography.
Massive and sub massive PE was found in 8 (16%) and minor PE in 11(22%)
patients.

Conclusion: The study concluded that VTE and its manifestations, including
DVT and PE, are preventable therefore; a greater awareness of VTE and its
risk factors is needed. Given the high incidence of DVT, and potentially life-
threatening PE, prompt and accurate recognition of risk factors is crucial for
implementing effective prophylaxis and reducing the burden of VTE and its
manifestations.

Key Words: Pulmonary Embolism,
Hyperhomocysteinemia.

DVT, VTE, Protein C,

embolization of parts of clot into pulmonary
circulation.

Venous thrombus formation is due to an imbalance
between local and systemic procoagulant-
anticoagulant and profibrinolytic antifibrinolytic
activity leading to hypercoagulable state.[! In 1856,
Rudolf Virchow postulated that a triad of factors
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leads to intravascular coagulation: local trauma to
vessel wall, hypercoagulability, and stasis.[
The various acquired and genetic factors contribute
to venous thromboembolism. Acquired
predisposition include obesity, cigarette smoking,
oral contraceptives, trauma, pregnancy,
postmenopausal hormone replacement, surgery,
immobilization and cancer. The inherited conditions
like deficiency of protein C. protein S,
antithrombinlll mutation of factor V leiden and
prothrombin gene, antiphospholipid syndrome and
hyperhomocysteinemia may lead to venous
thromboembolism. [l
The largest impact on VTE incidence is age, with
incidences of <5/100000 in childhood to >
500/100000 in persons above the age of 80 years.
There seems to be no clear gender difference in
incidences of VTE. For aetiological constellation,
approximately 20% of cases are due to cancer, while
surgery, trauma and immobilization account for
50% of cases. The remaining 30% have to be
classified as idiopathic or 'unprovoked'.[**]
Pulmonary embolism (PE) is a common clinical
disorder with an average annual incidence of one
case per 1000 population in the western population.
It is responsible for about 5-10% of all in-hospital
deaths. It is an important diagnosis to consider,
given the fact, that 10% of symptomatic PE are fatal
in the first hour and that a hospital mortality to
untreated PE can be reduced from 30% to nearly 8%
if treated appropriately. Most of the deaths occur
when the diagnosis is delayed or never made.
The clinical syndromes of PE and deep venous
thrombosis (DVT) are now considered part of a
spectrum of dysregulated haemostasis within the
venous system designated as  Venous
Thromboembolism (VTE). Although rapid advances
have taken place in the diagnosis and management
of VTE, PE is still an unreported entity form India.
Most of the reports are limited to autopsy reports
and short case series 10. However, with the advent
of spiral computed tomography (especially MDCT),
there is now an increased recognition of this entity
in India.
This study involves study of risk factors profile for
VTE in the patients admitted at a private hospital.
The symptoms and clinical signs, when combined
with other patient information such as the presence
or absence of known factors for DVT, can improve
clinical prediction considerably. The most important
step in VTE prevention is recognition of
predisposing factors and high-risk individuals.
Objective
1. To study the incidence of deep venous
thrombosis ~ with  or  without Pulmonary
Embolism in patients presenting to the Kamineni
hospital.
2. To study the risk factor profile for venous
thromboembolism in our patient population
admitted into Kamineni hospital.

MATERIALS AND METHODS

Study Design: Observational study

Settings: Hospital Setting (Kamineni hospital)

Participants

Cases of VTE which includes

i.  Patients admitted with VTE in the hospital.

ii. Patient who developed VTE during hospital
stay.

Inclusion Criteria

i. Diagnosed cases of Deep vein and/or
pulmonary embolism. DVT is clinical features
of unilateral or bilateral leg swelling of short
duration by warmth, erythema and tenderness
and PE by symptoms of dyspnoea, pleuritic
pain, cough, haemoptysis, cyanosis, neck vein
distension, hypotension.

ii. DVT proven by venous Doppler and
Pulmonary embolism by CT Pulmonary
Angiography.

Exclusion Criteria:

i.  Patients less than 18 years of age.

Methods

Patients suspected to suffer from VTE were

selected, a detailed history was taken, physical

examination was done in all patients and
investigated with venous Doppler to diagnose as

DVT. Fifty patients were admitted during two-year

period.

Apart from the routine tests, patients with suspected

PE underwent spiral computed pulmonary

angiography (MDCT) depending upon the clinical

condition  patients  underwent ECG  and
echocardiography. A patient was diagnosed to have

PE if there was a filling defect on MDCT. Patients

with PE were classified as ‘massive’ if there was an

evidence of hemodynamic compromise (defined as
systolic wood <90 mmHg) and as 'sub massive', if
there was right ventricular dysfunction on
echocardiography with no hemodynamic
compromise: patients without any of the features of
massive or sub massive PE were classified as 'minor’

PE cases.(6) Patients were classified as 'idiopathic',

if they had no obvious risk immobilisation, actors,

such as, surgery within the last three months,
malignancy, pregnancy, air-travel, etc. These

patients were investigated for Protein S. Protein C

Homocysteine levels.

Patients with massive PE and those with sub-

massive PE having moderate severe hypoxemia

(Pa02<60 mmHg) were thrombolysed.

Streptokinase was used for thrombolysis with

loading dose of 250000 U over 30 minutes followed

by 1 lacU/h over 24 to 36 hours. All patients with

VTE received low molecular weight heparin

(LMWH), enoxaparin one mg/kg subcutaneously

twice daily for seven days followed by oral

warfarin. Prothrombin time was regularly monitored
to maintain International Normalised Ratio (INR)
between two to three. Those who were successfully
thrombolysed were discharged with advice for long
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term anticoagulation, and others for at least six
months. Venous Doppler of lower limb was done in
all cases at the time of discharge which revealed at
least partial recanalization in all cases.
Optimal duration of anticoagulation

Clinical Setting Recommendation

First provoked PE/proximal leg DVT 6 months

Fist provoked upper extremity DVT

or isolated calf DVT 3 months

Second provoked VTE 12 months or indefinite

Third VTE Indefinite
Cancer 6 month or indefinite
Unprovoked (Hereditary Consider Indefinite
thrombophilias) duration
RESULTS

Characteristics of VTE patients

m Character gtics of VTE patients
m PTE frotd)
u MassvePTE
Sub massive PTE
u Minor PTE
m Thrombolysis
m Prophylacis use

u Death

Risk Factor profile

Catherization (dialysis through... me—_ 5%
Autoimmune disease (SLE) ™ 2%
Malignancy mem 4%
Hormonal Therapy e 4%
Immobility = 4%
ProteinC+H 0%
Protein S+H m—" 6%

Protein S+ C + Hyperhomocysteinemia  mem—" 83

ine (>15) 3%

Protein S & C  G_—— 15

Protein C def. G————— 3G

Protein S def. ————— 35

Congestive Heart Failure ™ 2%
Fracture (hip, Femur) m— 10%

Obesity m 2%

Major Surgery EG— 6%

Age »40 years 64%

Graph 4: Showing risk factor profile in our VTE
patients

Graph 1: Showing Characteristics of VTE patients

AGE (year)
Male {mean) year 55
Female (mean) year 456
Male with hereditary Thromboplilia 404
Female with hereditary Thrombaplilia B
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Risk Factors in our VTE patients
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Graph 5: Showing no. of risk factors in relation to
VTE

Graph 2: Showing Age characteristics of VTE patients
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Graph 3: Showing various characteristics of VTE
patients

Investigation Profile
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Graph 6: Showing investigation profile in our VTE
patients
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Signs or Symptoms in VTE Patients
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Graph 7: Showing Signs and Symptoms in VTE
patients

TYPE OF SURGERIES AS A RISKFACTOR FOR VTE

Gynaecological, 25%

Graph 8: Showing types of surgeries predisposing to
VTE

Table 1: Characteristics of 50 VTE patients

Characteristics No. Percent
Male patients 29 58.0%
Female patients 21 42%
Right Lower Limb 22 44%
Left Lower Limb 24 48%
No Limb DVT with PTE 03 6%
Both Lower Limb DVT 01 2%
SVC thrombosis 01 2%
PE (total) 19 38%
Massive PE 05 10%
Sub massive PE 03 06%
Minor PE 11 22%
Thrombolysis 08 16%
Patients who were on Prophylaxis use
developing DVT 02 04%
Death 02 04%
Table 2: Mean age in VTE patients
Characteristics AGE (year)
Male (mean) year 46.6
Female (mean) year 45.6
Male with Hereditary Thrombophilias 40.6
Female with Hereditary Thrombophilias 43
Mean Age of male with PE 38.8
Mean Age of female with PE 33
Table 3: Showing various risk factors in our patients
Age >40 years 32 64%
Minor surgery 08 16%
Obesity 01 02%
Fracture (hip, femur) {Orthopedic Surgery} 05 10%
Congestive Heart Failure 01 02%
Protein S def. 19 38%
Protein C def. 18 36%
Protein S & C 18 36%
Homocysteine (>15) 17 34%
Protein S + C + Hyperhomocysteinemia (H) 04 8%
Protein S+ H 03 6%
Protein C + H 00 0%
Immobility 02 4%
Hormonal Therapy 02 4%
Malignancy 02 4%
Autoimmune disease (SLE) 01 02%
Catheterization (dialysis through femoral vein) 03 06%
Gynecological Surgery 02 04%
Abdominal Surgery 01 02%
1 risk factor for VTE 11 22%
2 risk factors for VTE 29 58%
3 or more risk factors for VTE 10 20%
PE with 1 risk factor 04 02%
PE with 2 risk factors 07 14%
PE with 3 risk factors 08 16%
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Table 4: ECG, 2DECHO, and CT pulmonary angiography changes (CTPA)

Investigation No. of patients Percent
Spinal CT pulmonary angiography (MSCT) )
CTPAslo PTE 19 38%
Thrombus in RA 01 02%
ECG Changes
Sinus tachycardia 17 34%
RBBB 05 10%
S1Q5Ts 01 02%
LVH 03 06%
Old anterior wall MI 01 02%
2DECHO
Dilated RA/RV/PAH 08 16%
RV free wall hypokinesia 05 10%
Thrombus in Main pulmonary artery 01 02%
CXR changes showing lower lobe collapge, consolidation and pleural 02 04%
effusion
Elevated D-dimer 32 64%
Venous Doppler showing DVT 47 94%

Table 5: Signs or Symptoms of VTE

Symptoms or Sign

No. of patients

Dyspnoea 16 (32%)
Tachypnea 16 (32%)
Chest Pain 02 (4%)
Tachycardia 17 (34%)
Avrterial PaO,<70mm of Hg 08 (16%)
Elevated JVP 05 (10%)
RVS; 05 (10%)
Syncope 02 (4%)
Cough 02 (4%)
Haemoptysis 01 (2%)
Symptoms of DVT 47 (94%)

Table 6: Type of Surgery in Patients with VTE

Operation No. of patients Percent

Orthopaedic 5 10%

Gynaecologic 2 4%

Abdominal 1 2%
DISCUSSION VTE. So, we selected this VTE patient group to

Pulmonary embolism presents with a wide clinical
spectrum, from disease to life threatening massive
PE that causes hypotension and shock. The clinical
presentation and the investigations including
electrocardiography. asymptomatic chest
radiography, and analysis of arterial blood gases
cannot be relied on to confirm or rule out PE
because of lack of adequate specificity. The
presence of one or more risk factors may lower the
threshold for diagnostic evaluation. D-dimer testing
has been reported to have a sensitivity ranging from
almost 80-100 percent.

Since the origin of the thrombus is mostly from deep
veins of the legs, compression ultrasound of lower
limb veins is a useful investigation in the diagnosis
of PE. It is, however, reported to be positive only in
10-20% of patients without leg signs who undergo
evaluation and in approximately 50% of patients
with proven PE. Thus, PE cannot be ruled out on the
basis of negative results on ultrasound. Compression
ultrasound has its value in situations where there is a
highclinical probability of PE and the patient has no
past history of VTE.[Y We found relatively younger
patients coming to us with signs and symptoms of

study the risk factors profile in thesepatients.

In an observational study, 50 patients were studied
during two years period. The annual incidence of
DVT was 75.6 per 1, 00,000 inpatients and annual
incidence of PTE was 35 per 1,00,000 inpatients.
Anderson FA in his The Worcester DVT study
found the annual incidence of DVT as 48 per
1,00,000 and annual incidence of PTE as 23 per
1,00,000 inpatients.[’! Hasson Po et al in their the
study found population based incidence of DVT and
PE as 182 and 205 per 1, 00,000 respectively. ]
There were 29 male and 21 female patients. The
ratio of male to female was 1.38. Enayat Safavi et al
in the study of diagnosed venous thromboembolism
found ratio of female/male as 1.6, but found males
affected more than female.®! In studies conducted in
Worcester, Mass, and Olmsted County, Minn, the
incidence of VTE in both studies, VTE was in
men."% Median duration of presentation after onset
of symptoms was 4.2 days (range, 120 days). R.
Agrawal et al in the clinical profile, diagnosis and
management of thepatients presenting with
symptomatic pulmonary embolism found median
duration of presentation after onset of symptoms
was 4.5 days with range of 1-60 days.*!
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Mean age of the male patient was 46.6 years and
mean age of female patient was 45.6 years. Enayat
Safavi et al in the study of diagnosed venous found
mean age of male and female patient 48 and 35
years respectively.[®l The mean age of male patient
with hereditary thrombophilias was 40 wars and
mean age of female with hereditary thrombophilias
was 43 years. The mean age of male patient with PE
was 38.8 years and mean age of female patient with
PE was 33 years. It is seen in various studied that
patients with PE are older than DVT but we found
younger patients presenting with PE which cannot
be explained.

Sign and symptoms of DVT (94%) like limb
swelling, warmth, erythema and tenderness, and
dyspnoea (32%) were the most common presenting
complaints (Table 5). Agarwal et al in the clinical
profile, diagnosis and management plaints patients
presenting with symptomatic pulmonary embolism
found dyspnoea as most common presenting
complaint in PE patients.'1 Haemoptysis and chest
pain were lessoften seen. Two (4%) patients
presented with syncope and hypotension. Enayat
Safavi et al in the study of diagnosed venous
thromboembolism found that 10% of cases
presented with syncope.[) The right lower limb
DVT was found in 22 (44%) and left lower limb
DVT was found in 24 (48%) patients. Three (6%)
patients were presented as VTE without DVT. DVT
was detected in 94% cases by venous Doppler. One
patient with cancer had initial involvement of right
lower limb followed by involvement of left lower
limb. PE was confirmed in all 19 (38%) cases by
MDCT pulmonary angiography.

D-dimer was elevated in total 32 (64%) out of 50
patients and all the 19 PE patients. This blood
screening test relies on the principle that most
patients with PE have ongoing fibrinolysis that is
not effective enough to prevent PE but does break
down some of fibrin clot to D-dimer. This test is not
generally useful for acutely ill hospitalised patients
because their D-dimer levels are usually elevated.
The Sensitivity of the ELISA D-dimer assay for
acute PE was 96.4% and negative Predictive value
was 99.6%. A normal D-dimer assay appears to be
as diagnostically as normal lung scan to exclude
PE.IA

Eight(16%) patients had hypoxemia with PaO2,
<70mmHg. In the Prospective ligation of Pulmonary
Embolism Diagnosis (PIOPED), there was no
difference between average Pa. (70 mmHg) among
those with and without PE (72mmHg) at pulmonary
angiography. Therefore, arterial blood gas of routine
diagnostic strategy when investigating suspected
PE.[*I

ECG changes related to VTE were seen 17 (34%)
patients in which sinus tachycardia was most
common in 14(28%) patients. RBBB was found in 5
(10%). S1Q3T3/S in lead LO and T wave inversion
in lead I11) in 1(2%) patients, other changes, LVH in
3(6%) and old anterior wall MI in 1 patient (2%)
were seen. Enayat Safavi et al in the study of

diagnosed venous thromboembolism found that
sinus tachycardia was most common finding (68%)
and RBBB in 10% of cases.[¥] ECG helps to exclude
acute myocardial infarction and may help to raise
suspicion or confirm the diagnosis of PE.1?!

Chest X-ray showed right lower lobe consolidation
with pleural effusion in one (2%) and left lower lobo
consolidation in one (2%) patient in suggestive of
plum in one infarction in two cases of minor PE.
Echocardiography is a useful tool in identifying high
risk patients such as those with right ventricular
dysfunction, patent foramen ovale, free floating
thrombus and persistent pulmonary hypertension. It
is a rapid, practical and sensitive technique for
detection of right ventricular overload among
patients with established and large PTE.[? In our
study, 2DECHO dilated RA/RV and PAH in 8(16%)
patients who had PE proven by MDCT. One patient
showed large thrombus in main pulmonary artery on
2DECHO. Five (10%) patients showed RV free wall
hypokinesia and dysfunction.

We studied risk factors in our patients and found
Protein S deficiency in 19(38%), Protein C
deficiency in 18 (36%), Hyperhomocysteinemia
17(34%). Protein S and Protein C deficiency in
18(36%), Protein S, Protein C deficiency and
Hyperhomocysteinemia in 4 (8%), Protein S and
Hyperhomocysteinemia in 3 (6%) patients. None of
the patient had combined Protein C deficiency and
Hyperhomocysteinemia. The first case-control study
looking at protein C deficiency was conducted by
Heijboer et al in 1990 who did a study on 277 Dutch
patients and 138 controls. The overall prevalence of
protein C deficiency in the patients with venous
thrombosis was 8.3 percent (23 of 277 patients)
(95% CI 5.4-12.4), as compared with 2.2 percent in
the controls. Both the work done by Heijboer et al
and a subsequent study by Tait et al estimated the
population prevalence of heterozygous protein C
deficiency at 0.2%.1*% There is marked variability in
risk among families with protein C deficiency that
cannot be explained by the genetic defect itself. In
severely affected families, as many as 75 percent of
protein C deficient individuals experience one or
more thrombotic events, in other families, the
thrombosis rate is much lower.[*l

In 1987, Engesser and colleagues conducted a study
on 12 Swedish families with 136 members and
found 71 of them to be heterozygous for Type |
protein S deficiency. 55% of those who carried the
defect were found to have had a thrombotic event
and 77% of those were recurrent. About half of the
cases were precipitated by another condition.
Overall, both family and cohort studies demonstrate
that like  other  thrombophilic  disorders,
heterozygous protein S deficiency usually manifests
in adulthood with a thromboembolic event.[}4]

Heijer Den et al have demonstrated that
hyperhomocysteinemia mild is an independent risk
factor for venous thromboembolism. They found a
marked increase in the risk of venous thrombosis at
the highest plasma homocysteine concentrations. In
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their case-control study of 269 patients with a first,
objectively diagnosed episode of deep vein
thrombosis and 269 healthy controls, 28 had plasma
homocysteine levels above the 95th percentile for
the controls, as compared with 13 of the controls
with a matched odds ratio of 2.5; 95% Ck: 1.2-
5.2.72 To investigate if homocysteine is a
modifiable risk factor, Bonna studied the effect of
supplementation on homocysteine levels as part of
the Heart Outcomes Prevention Evaluation (HOPE
2) investigation. The study showed that supplements
combining folic acid and vitamins B6 and B12 did
not reduce the risk of major cardiovascular events in
patients with vascular disease. Bonna also suggested
that homocysteine could be a marker, but not a
cause, of vascular disease.™™ At the same time,
Loscalzo pointed out that while folic acid, vitamin
B12, and vitamin B6 change the homocysteine
levels there is likely a complex metabolic interaction
involved that will need to be explored further before
any conclusions can be drawn regarding
homocysteine and the risk of thrombosis. 2]

While there is evidence that hyperhomocysteinemia
is also a risk factor for Venous thromboembolism
(VTE), there are conflicting data as to whether the
risk of VTE is markedly increased in patients when
hyperhomocysteinemia is combined with an
inherited thrombophilias.

As thrombophilias in VTE, we found higher
percentage of prevalence in our hospital which we
are unable to explain.

Among the acquired risk factors immobility was in
2(4%), hormonal therapy in 2(4%), malighancy
2(4%), post orthopaedic surgery 5(10%),
gynaecological surgery 2(4%), abdominal surgery in
1(2%) patient. Enayat Safavi et al in the study of
diagnosed venous thromboembolism found that
immobility, malignancy and major surgery as risk
factors in 29%, 5% and 16% cases respectively.
Gibbs found that 15% of the patients on bed rest for
1 week before death had venous thromund that
autopsy, whereas incidence rose to 80% in patients
in bed for longer period.[*"]

Advanced cancers are associated with high
incidence of VTE especially cancers of the breast,
lung, brain, pelvis, rectum, pancreas and
gastrointestinal tract. The most common types of
surgeries predisposing to VTE are orthopaedic
abdominal, obstetrics and gynaecological. Frederic
A. Anderson et al in the prevalence of risk factors
for wvenous thromboembolism among hospital
patients showed 23% of orthopaedic and abdominal
surgeries each, obstetric 13% and gynaecological
surgery 7% responsible for VTE.F))

A recent case control study by Lidegaard concluded
that the incidence of VTE in young women is
between 1 and 3 per 10,000 per year. Pregnancy
increases this risk by 5 times, low dose third
generation oral contraceptives 4 times and low dose
second generation oral pills 3 times.[*!

We found 58% of our patients had two risk factors,
22% had one risk factor and 20% had more than

three risk factors. Risk factors in relation to PTE
showed 4 patients with one risk factor and 15
patients with more than two risk factors. Arthur
Wheeler in Venous Thromboembolism in Medically
Il Patients: lIdentifying Risk and Strategies for
Prevention found that in a typical hospital
population, 78% of patients have risk factors for
VTE, and ~20% of patients had at least three risk
factors.[*]

PTE was proved in nineteen patients (38%) patients
on CT pulmonary angiography. Massive and sub
massive PE was found in 8 (16%) and minor PE in
11(22%) patients. Patients with massive and sub
massive PE were thrombolysed streptokinase. Dose
of streptokinase — 250000 U over 30 min as
loading dose and 100000 U/h for 24 36 hours was
used. 7 out of 8 patients improved with thrombolytic
therapy. Improvement in dyspnoea, tachycardia,
Pao2, hypotension syncope and sign of RV failure
2DECHO showed improvement in RV functionease
in PAH and tricuspid regurgitation. One patient
showed reversal of RBBB ECG to normal pattern
after thrombolytic therapy.

MAPPET-3 the largest randomised controlled trial
of thrombolysis versus heparin alone, studied
patients with sub massive PE. Tissue plasminogen
activator with placebo. It showed, the frequency of
escalation of the therapy- defined as the need for
pressors, mechanical ventilation, cardiopulmonary
resuscitation or open labelled thrombolysis was
halved in cases of PE treated with thrombolysis as
compared with placebo and did not increase major
bleeding.

A meta-analysis of 748 patients in 11 prior
randomized thrombolysis trials found that in subset
of trials that included major PE. the mortality rate
was halved and the major bleedingrate doubled in
thrombolysis treated group.™

In-hospital mortality rate was 4% (2 patients). One
patient who had large thrombus in main pulmonary
artery died in spite of thrombolytic therapy and
another developed DVT after discharge from
hospital, was readmitted but developed PE in spite
of on prophylaxis for DVT. All patients received
LMWH and oral anticoagulants. They were
followed and INR was monitored to maintain
between 2 to There was no major bleeding in any of
the thrombolysed patient.

Three Patients came back with recurrent DVT 6
months after stopping anticoagulant therapy. One of
them developed DVT of same lower limb and two
Developed DVT of other limb. Long term
anticoagulation was advised to those patients.

At last, without a non-PE, non-DVT control group
with exact histories, we are unable to comment on
the relative risk conferred by various risk factors
and we could tot study Factor V Leiden,
prothrombin G20210A mutation and antithrombin
111 deficiency.
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CONCLUSION

Because there are few signs and symptoms, VTE
often goes unrecognized. VTE and its
manifestations, including DVT and PE, are
preventable therefore; a greater awareness of VTE
and its risk factors is needed. Given the high
incidence of DVT, and potentially life-threatening
PE, prompt and accurate recognition of risk factors
is crucial for implementing effective prophylaxis
and reducing the burden of VTE and its
manifestations.
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