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NEWS  ABOUT  MEDICINE  &  HEALTH 
 

Frequently asked questions about TB and HIV 
How can TB and HIV/AIDS work be better coordinated? 

The World Health Organization's interim policy on collaborative 
TB/HIV activities gives guidance on what should be done to 
address the dual TB and HIV epidemic. This includes the 
identification of collaborative TB/HIV activities and the 
establishment of TB/HIV coordinating bodies to promote and 
coordinate the response of the two programmes at all levels. 

Avoid missed opportunities 

HIV-positive people can easily be screened for TB; if they are 
infected they can be given prophylactic treatment to prevent 
development of the disease or curative drugs if they already have 
the disease. TB patients can be offered an HIV test; indeed, 
research shows that TB patients are more likely to accept HIV 
testing than the general population. This means TB programmes 
can make a major contribution to identifying eligible candidates 
for ARV treatment. 

What is TB? 
Tuberculosis is a disease that usually attacks the lungs but can 
affect almost any part of the body. A person infected with TB does 
not necessarily feel ill - and such cases are known as silent or 
"latent" infections. When the lung disease becomes "active", the 
symptoms include cough that last for more than two or three 
weeks, weight loss, loss of appetite, fever, night sweats and 
coughing up blood. 

What causes TB? 

TB is caused by the bacterium Mycobacterium tuberculosis. The 
bacterium can cause disease in any part of the body, but it 
normally enters the body though the lungs and resides there. 

How is TB spread? 
TB is spread from an infectious person to a vulnerable person 
through the air. Like the common cold, TB is spread through 
aerosolized droplets after infected people cough, sneeze or even 
speak. People nearby, if exposed long enough, may breathe in 
bacteria in the droplets and become infected. People with TB of 
the lungs are most likely to spread bacteria to those with whom 
they spend time every day - including family members, friends 
and colleagues. When a person breathes in TB bacteria, the 
bacteria settle in the lungs. If that person's immune system 
is compromised, or  becomes  compromised,  the  bacteria  begin  to 
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multiply. From the lungs, they can move through the 
blood to other parts of the body, such as the kidney, 
spine and brain. TB in these other parts of the body is 
usually not infectious. 

Is TB treatable? 

Yes. TB can be cured, even in people living with HIV. 
DOTS is the internationally recommended strategy for 
TB control.  

DOTS treatment uses a variety of powerful antibiotics 
in different ways over a long period to attack bacteria 
and ensure their eradication. Treatment with anti-TB 
drugs has been shown to prolong the life of people 
living with HIV by at least two years. It  is  important  
that people who have the  disease are  identified  at   
the  earliest  possible  stage,  so that they  can receive 
treatment, contacts can be  traced  for  investigation  
of  TB, and  measures can be taken to minimize the 
risk to others. 

However, some strains of bacteria have now acquired 
resistance to one or more of the antibiotics commonly 
used to treat them; these are known as drug-resistant 
strains. 

So TB is a growing concern for people working in 
the AIDS field? 

Yes. It is estimated that one-third of the 40 million 
people living with HIV/AIDS worldwide are co-
infected with TB. People with HIV are up to 50 times 
more likely to develop TB in a given year than HIV-
negative people. Another aspect of the resurgence of 
TB is the development of drug-resistant strains. These 
strains can be created by inconsistent and inadequate 
treatment practices that encourage bacteria to become 
tougher. The multi drug resistant strains are much 
more difficult and costly to treat and multi drug-
resistant TB (MDRTB) is often fatal. Mortality rates 
of MDR-TB are comparable with those for TB in the 
days before the development of antibiotics. 

What are the links between HIV and TB? 

HIV/AIDS and TB are so closely connected that the 
term "co-epidemic" or "dual epidemic" is often used 
to describe their relationship. The intersecting 
epidemic is often denoted as TB/HIV or HIV/TB. 
HIV affects the immune system and increases the 
likelihood of people acquiring new TB infection. It 
also promotes both the progression of latent TB 
infection to active disease and relapse of the disease 
in previously treated patients. TB is one of the leading 
causes of death in HIV-infected people. 
How many people are co-infected with TB and 
HIV? 
An estimate one-third of the 40 million people living 
with HIV/AIDS worldwide are co-infected with TB. 
Furthermore, without proper treatment, approximately 
90% of those living with HIV die within months of 

contracting TB. The majority of people who are co-
infected with both diseases live in sub-Saharan Africa. 
What is the impact of coinfection with TB & HIV? 

Each disease speeds up the progress of the other, and 
TB considerably shortens the survival of people with 
HIV /AIDS. TB kills up to half of all AIDS patients 
worldwide. People who are HIV-positive and infected 
with TB are up to 50 times more likely to develop 
active TB in a given year than people who are HIV 
negative.  

HIV infection is the most potent risk factor for 
converting latent TB into active TB, while TB 
bacteria accelerate the progress of AIDS infection in 
the patient.  

Many people infected with HIV in developing 
countries develop TB as the first manifestation of 
AIDS. The two diseases represent a deadly 
combination, since they more destructive together 
than either disease alone. 
 TB is harder to diagnose in HIV-positive people. 
 TB progresses faster in HIV-infected people. 
 TB in HIV-positive people is almost certain to be 

fatal if undiagnosed or left untreated. 
 TB occurs earlier in the course of HIV infection    

than many other opportunistic infections. 
How much of a threat is TB? 
According to WHO, TB infection is currently 
spreading at the rate of one person per second. It kills 
more young people and adults than any other 
infectious disease and is the world's biggest killer of 
women. In 1993, WHO declared TB to be “a global 
health emergency". Every year 8-10 million people 
catch the disease and 2 million die from it. About a 
third of the world's population, or around 2 billion 
people, carry the TB bacteria but most never develop 
the active disease. Around 10% of people infected 
with TB actually develop the disease in their lifetimes, 
but this proportion is changing as HIV severely 
weakens the human immune system and makes 
people much more vulnerable. 

What is the impact of TB/HIV on women? 
Worldwide, women bear a disproportionate burden of 
poverty, ill-health, malnutrition and disease. TB 
causes more deaths among women than all causes of 
maternal mortality combined, and more than 900 
million women are infected with TB world wide. This 
year, 1 million women will die and 2.5 million, 
mainly between the ages of 15 and 44, will become 
sick from the disease. Once infected with TB, women 
of reproductive age are more susceptible to 
developing TB disease than men of the same age. 
Women in this age group are also at greater risk of 
becoming infected with HIV. As a result, in certain 
regions, young women aged 15-24 with TB out 
number young men of the same age with the disease. 
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While poverty is the underlying cause of much 
infection in rural areas, poverty is also aggravated by 
the impact of TB. In 1996, a study by the World Bank, 
WHO and Harvard University reported TB as a 
leading cause of "healthy years lost" among women of 
reproductive age. 

What can be done to combat the spread of TB? 

The internationally recommended strategy to control 
TB, known as DOTS, has five components: 
 political commitment to sustained TB control  
 access to quality-assured TB sputum microscopy 
 standardized short-course chemotherapy, including 

direct observation of treatment  
 an uninterrupted supply of drugs  
 a standardized recording and reporting system, 

enabling assessment of outcome in all patients. 

The Global Partnership to Stop TB is a global 
movement to accelerate social and political action to 
stop the spread of tuberculosis around the world. The 
Stop  TB  mission  is  to  increase access, security and 

support in order to: 
 ensure that every TB patient has access to TB 

treatment and cure, and protect vulnerable 
populations from TB.  

 reduce the social and economic toll that TB exacts 
from families, communities, and nations. 

The  Partnership's   approach  is a  coordinated, multi-
national, multisectoral global effort to control TB. 

Why is more collaborative action on TB and HIV 
important? 

HIV/AIDS is dramatically fuelling the TB epidemic 
in sub-Saharan Africa, where up to 70% of TB 
patients are co-infected with HIV in some countries. 
For many years efforts to tackle TB and HIV have 
been largely separate, despite the overlapping 
epidemiology. Improved collaboration between TB 
and HIV/AIDS programmes will lead to more 
effective control of TB among HIV-infected people 
and to significant public health gains. 

Source: The World Health Organization 

Overweight kids at risk as adults 
 

The study led by Jennifer L. Baker of the Institute of 
Preventive Medicine in Copenhagen, was published in 
the New England Journal of Medicine (December 6, 
2007). This is the first study to convincingly show 
that excess childhood weight is associated with heart 
disease in adulthood, or with any significant heart 
problem in adulthood. This study of more than 
276,000 Danish children, found that those who were 
overweight when they were 7 to 13 years old were 
much more likely to develop heart disease between 
the ages of 25 and 71- even those who were just a 
little chubby as kids, and possibly regardless of 
whether they lost the weight when they grew up. The 
study was published with an analysis of US health 
statistics that projects teenage obesity will raise the 
nation's rate of heart disease by at least 16 percent by 
the year 2035, causing more than 100,000 additional 
cases. The proportion of US children who are 
overweight has tripled since 1976 and now totals 
more than 9 million. The sharp rise has already caused 
a jump in children developing Type 2 diabetes, which 
used to be known as adult-onset diabetes because it 
occurred almost exclusively among adults. Children 
are also increasingly diagnosed with high blood 
pressure and cholesterol, which raised fears they will 
be more likely to develop heart disease- the nation's 
leading cause of death.  

Baker and her colleagues analyzed information 
collected about the height and weight of 276,835 
Danish schoolchildren between 1955 and 1960 and 
scoured hospital records from between 1977 and 2001 
to see which of them went on to be hospitalized for 
heart problems as adults. The researchers found that 

the risk increased with any amount of excess weight 
in childhood and the greatest risk, however, was for 
the heaviest older children. The risk was significantly 
lower for those who were overweight at age 7  but not 
at age 13, indicating that a child who can lose excess 
weight while still young, and remain at a normal 
weight, can reduce the extra risk substantially. Baker 
said this finding really suggested that if an 
intervention occurred during this short period of time 
to help a child attain and maintain a normal weight, 
the risk of heart disease could be reduced. Because the 
researchers did not have data on the subjects' adult 
weight, they could not definitely determine whether 
the increased risk was due to the effects of being 
overweight when young or because overweight 
children are more likely to become overweight adults. 
Baker said they speculated it is the early exposure and 
it is plausible that because these heavy children have 
these risk factors and are exposed to them early in life 
and continue to be exposed to them that leads an 
increased risk in heart disease.  

In the second study, Kirsten Bibbins-Domingo of the 
University of California at San Francisco and 
colleagues used federal statistics from the year 2000 
and other data to project that by the time today's 
adolescents turn 35 in 2020, up to 37 percent of men 
and 44 percent of women will be obese, resulting in 
additional 100,000 cases of heart disease by 2035. 
Bibbins-Domingo said the projections would have 
been even higher if the analysis had included the 
Danish data. Melinda Sothern, an expert on childhood 
obesity at Louisiana State University in New Orleans, 
said the findings are disturbing because they suggest 
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not only that overweight children experience more 
disease and disability in childhood but also that many 
are also destined to be more sickly young adults. She 
said that overweight children are already losing their 

childhood and they can not do the same types of 
activities as healthy-weight children and now they 
will lose their early adulthood as well.  

Source: www.washingtonpost.com 
 

Snakebite 
 

Antivenom is the only specific antidote to snake venom. A most important decision in the management 
of a snake bite victim is whether or not to give antivenom. 

 

Antivenom treatment carries a risk of severe adverse reactions and  in most countries it  is  costly  
and may be in limited supply. It should therefore be used only in patients in whom the benefits of 
antivenom treatment are considered to exceed the risks. 

 

Epinephrine (adrenaline) should always be drawn up in readiness before antivenom is administered. 
Antivenom should be given by the intravenous route whenever possible. 

 

Patients  must  be closely observed  for  at  least  one  hour  after  starting  intravenous  antivenom 
administration, so  that  early anaphylactic antivenom reactions can be detected and treated early  
with epinephrine (adrenaline). 

 

Antivenom must never be given by the intramuscular route if it could be given intravenously. 

  Source: WHO/SEARO Guidelines for the clinical management of snakebites in the Southeast Asian region 
 

Highlight on useful research findings applicable to health 
 

Snakebite (by Dr Tun Pe) 

Green pit viper (Trimeresurus erythrurus) bites in Myanmar 
 
Green pit viper (Trimeresurus erythrurus) bite 
occurred throughout Myanmar, though only few bites 
have been reported. It has an incidence of 6% bites 
per year [1]. Most believe that its bite leads to 
massive local swelling only and do not bother to sick 
medical treatment. No one brought the responsible 
snake for identification since the green pit viper 
(Mwe-sein) is known to everybody in Myanmar. Its 
true incidence of bite has been underestimated. 

Of seven species known to inhibited in Myanmar [2], 
(T. albolabris, T. erythrurus, T. jardoni, T. mucro-
squamatus, T. popeiorum, T. purpureomaculatus and  
T. stejneri). T. erythrurus is the most frequently 
encountered species and was responsible for most 
bites. Clinical features of four T. erythrurus bite cases 
are shown in the table. Pain and local swelling started 
early after the bite and spread to involve more than 
half of bitten limb, reaching maximum in 2-3 days 

and subsided on 5 days after the bite. One systemic 
envenomed case (No.2) presented with vomiting, 
abdomen colic, sweating and shock. Four   ampoules 
of equine Russell’s viper antivenom and pressure 
agent were given to combat shock. Hypotension and 
shock may be due to extravasation of plasma and fluid 
into the bitten swollen limb. Thrombocytopenia, 
neutrophil leucocytosis, anaemia and raised blood 
urea persisted for a week. It may be secondary to 
hypotension or complex mediated renal injury 
following infusion of equine Russell’s viper 
antivenom. Renal failure following green pit viper 
bite is rare but has been reported earlier [3].  

Incoagulable blood was detected as early as 1.15-2.40 
hours after the bite. Three out of four of our cases had 
incoaguable blood on admission. Late development of 
incoaguable blood in 93 hours after the bite was 
observed in one case. 
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Case 1 2 3 4 

Age/Sex 24/ female 50/ male 27/ male 60/ male 
Site of 
bite 

Dorsum  
right hand 

Back  
left thumb 

Dorsum 
left thumb 

Dorsum 
left hand 

Non clot                                   

  detected 2.45h  2.30 h  2.45 h 93 h  

  lasted 3 days (D/C) 26 days 9 days (D/C) 6 days  
Venom   
levels 

20h-85ng/ml 
44h-18ng/ml 
68h-nil 

19h-103 
mg/ml 

245h-47ng/ml  
1045h-12.5ng/ml  
18h-nil 

NA 

Local  
swelling 

Elbow D2 Mid thigh D2 Mid arm D2 Mid arm D3 

Clot  
quality 

ND ND Grade V-D 1-3 
Grade IV-D 4-6 
Grade III-D 7-9  

  

D/C= discharge from the hospital            ND = not done   
NA = not available                D = day 
 
This lag phase probably represent the period before 
plasma fibrinogen level has fallen to critical level. 
Defibrination persisted for 6 days in one and 26 days 
in the other. The short lived defibrination state 
suggested that the amount of venom injected into the 
body may be small. 

The haemostatic disturbances are consistent with the 
activity of a thrombin- like procoagulant (conversion 
of fibrinogen to fibrin), increased fibrinolytic activity 
and direct aggregation of platelet. In our case (No. 2) 
thrombocytopenia persisted for a week following the 
bite, accompanied by neutrophil leucocytosis and 
anaemia. There was a slow restoration of clot quality 
(No.3), taking 9 days to convert grade V to III clot 
although venom antigen could not be detected in 18 
hours onwards. The clot quality assessment suggested 
that stability of the clot remains abnormal indicating 
the state of imbalance between thrombin-like 
procoagulant and synthesis of fibrinogen. The rise in 
fibrinogen levels following green pit viper bite was 
slow (72 hr) compared to that seen following 
treatment of bites by C. rhodostoma (12-14 hr) [4] 
where the latter toxin induced more extensive tissue 
damage which probably presents a greater stimulus to 
fibrinogen production than small wounds resulting 
from T.  albolaris bites. 

Specific antivenom has a definite role in early 
restoration of normal blood clotting. An earlier study 
[5] found that Russell’s viper antivenom, epsilon-
aminocaporic acid and fibrinogen were not effective 
in correcting clotting defect. Monospecific Russell’s 
viper antivenom has no effect on correcting coaguable 
defect. Green pit viper antivenom is not manufactured 
in Myanmar. 

Venom antigen clearance time probably depends on 
the “venom hours” which is the product of initial 
venom concentration in ng/ml and the time elapsed 
between bite and admission to the hospital [3]. 
Venom antigen clearance time of case [1] (venom 

hours 1700) took 68 hours compared to that of case 
[3] (venom hours 115) where early clearance of 
antigen was observed (18hr). 

Compartmental syndrome following a green pit    
viper (Trimeresurus erythrurus) bite 

Green snake bites usually lead to massive local 
swelling with haemostatic disturbances, incoagulable 
blood due to its thrombin like venom procoagulant 
acting on fibrinogen. Specific antivenom plays a role 
in correction of defibrination state. In the absence of 
antivenom, restoration of haemostatic disturbances 
take times. Here, we described clinical outcome of a 
green pit viper bite patient who developed 
compartmental syndrome. 

 A 17-year-old girl bitten by a big green pit viper with 
a dry tail who applied tight tourniquets developed 
massive local swelling (diagnosed as a compartmental 
syndrome) and bleeding from the wound. Fasciotomy 
performed on the patient with incoagulable blood 
leads to uncontrol local bleeding, shock and wound 
sepsis almost killing the patient was rescused by 
replacement of 26 units of blood, intensive care 
treatment to combact shock and sepsis and ventilatory 
support for 6 days. The patient landed up with wrist 
drop and sensory loss of the limb and has spent 6 
months in hospital for reconstructive surgery. The 
massive swelling and wrist drop could be secondary 
to use of tight tourniquets and compartmental 
syndrome.  

The lesson learnt from this case is surgical 
intervention in-patient with incoagulable blood should 
be delayed until specific antivenom or clotting factor 
substitutes are given to correct the coagulation defect. 
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News Related to Medical Research Activities in Myanmar 
 

Equipment donation by KOICA 
 

Equipment donation and signing ceremony was held on 6th December 2007 at the Department of Medical 
Research (Lower Myanmar), as part of the technology exchange and development programme between KOICA 
and the Instrumentation Division. Tools, spare parts and test equipments were donated by the KOVs to carry out 
trouble shooting and repair of advanced medical equipment. 

Consultant Visiting DMR (LM) 

No. Name  & Designation Name  of  division  visited Duration 
 1. Dr. Hiroaki Yagoh, Head of Atmospheric Research 

Department, Mr. Hideto Abe, Researcher, Data Management 
Department,   Ms. Kozue  Kasahara,  Administrative   Staff,  
Planning   & Training Department of  Acid Deposition and 
Oxidant Research Center (ADORC), Niigata, Japan 

National Poison Control Center 
 

20 Dec,2007 

aq ;o kawo eOD;pD;Xme(at mu fjrefrmjyn f)wGi f 0, f, l&½SdEldi fao m pmt kyfrsm;ESi fh ypön f;rsm; 
                                                     t rSwf (5) ZD0u v r f;? ' *kHNrdKUe, f ? &efu kefNrdKU (‚  251508, 251509, 251510) 

1/  Lecture Guide on Research Methodology (6th  edition) 
2/  Guidelines on Poison Prevention, Control and Management 
3/  Malaria Research Findings Reference Book, Myanmar (1990-2000) 
4/  Dengue Research Findings Reference Book, Myanmar (1980-2002) 
5/  A Guide to Management of Snakebite by Snakebite Research Group, DMR (Lower Myanmar) 
6/  Guideline for Submission of Application to Ethical Review Committee, Department of Medical Research   
      (Lower Myanmar) October, 2006. (CD) 
7/  aq ;o kawo eOD;pD;XmerSprf;o yfwDx Gi fx m;ao m aNrGt EÅ&m, f u mu G, fa&;zdeyfESi fh v u ft dwf/ 
8/  u sef;rma&;ESi fhjrefrmhaq ;/ 
9/  aq ;o kawo eOD;pD;XmerSo kawo ejyKrSwfwr f;wi fx m;ao mjrefrmwdki f;&i f;aq ;zkHrsm;/ 
10/ q D;ESi fhau smu fu yfa&m*gt aMu mi f;o dau mi f;p&m/                                                    

 
         aq ;t q dyft awmu fNzpfNci f;   (Poisoning)   ESi fh  ywfo u fo n fh  o wi f;t csu ft v u frsm;  o d½Sdv dkygv Qi f 
aq ;o kawo eOD;pD;Xme (at mu fjrefrmjyn f)½Sd  t rsKd;o m;t q dyfx def;csKyfa&;Xme   (zkef;-379480)  o dkYr [ kwf   
a' gu fwmao mfZi f  (zkef;-09 51 36708 )o dk Yq u fo G, faq G;aEG;Eldi fygo n f/ 

 
       aq ;o kawo eOD;pD;Xme (at mu fjrefrmjyn f) \  'u mu G, faq ;ESi fha&m*g&SmazGa&;aq ;cef;' wGi f v dkt yfo n fh  
pr f;o yfppfaq ;rSKrsm;jyKv kyfí u ko ay;jci f;?  v dkt yfo v dkñ TefMu m;jci f;rsm;ESi fh  u mu G, faq ;x dk;ESHay;jci f;wdkYu dk  aq mi f&Gu f 
ay;aeygo n f/ 

 
 

      o dkU 

 ----------------------------------------------------------- 

               ------------------------------------------------------------ 
                ----------------------------------------------------------- 

        u sef;rma&;0efBu D;XmerS 0efx r f;rsm;t m;jzefUa0ay;yg&efarwåm&yfcHt yfygo n f/ 


