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E-mail: kittitcr@gmail.com
Website: www.thalassemia.or.th
Facebook/thalassemia club of thailand
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CBC ARl . wny
Hb (g/dL) 13.3 13.0
Hcet (%) 40 41
MCYV (fL) 85.5 736
MCH (pg) 28.3 23.0
MCHC (g/dL) 33.1 313
Hb type: A2A A2A

A (%) 87.6 81.8
A(%) 25 2.1
VDRL non-reactive non-reactive
anti-HIV negative negative
HBsAg negative negative
HBsAb negative negative
Rubela 1gG 1:40 -
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mslviaenluiihe Hb H-CS disease

nszNLERLUFNANYLE LU Hb H-CS disease
wipenu agtiugnuienueny 5 e (Uugnauded) lasu
mMeATadeanaudunmg wninerde v. 7y s1daddle
%iln “Hb H-CS disease” A3U nanTINTON (@1dn Suil 27
fiunau 2556) figsil

Hb = 7.15¢g/dL

Het = 25.78%

WBC = 9,540/ cumm
Platelet smear Increase

Neu = 27.33%

Lym = 63.49%

Mono = 3.81%

Eos = 4.24%

Baso = 1.13%

Platelet count = 680,800/cumm
RBC count = 4,522,000/ cu mm
MCV = 57.021L

MCH = 15.82pg

MCHC = 27.74g/dL

RDW = 27.60%
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J Beta thalassemia/Hb E and Stem Cell Transplantation

© pear Dr. Kitti,

Trust you had a good weekend with your family. These
days, | have searched some papers about blood transfusion
induced iron overloaded and the method for iron chelation
therapy. For any approaches available, it remains facing
with the side effects. The method demonstrates less side
effect level however; it makes the patient stressful due
longer time and its frequency of treatment. But, if transfusion
is kept going on, it will affect on her organs due to iron
overloaded.With this information, it makes pitiful to my
daughter. Therefore, | would like to consult with you for
some below enquiries:

1. If next trip, her hemoglobin level remains the same,
could we suspense until we find the donor (stem cell donor)?
Orshereceives the transfusion, and then could we suspense
for a bit longer period so it will help on maintaining her iron
overloaded level?

2. When will we expect to receive her and our testing
results? How long will it take to find the donor?

3. In case we can not find donor, or taking longer
time, Is it any chance that she will live without the
blood transfusion should we try to protect her health
from sick such as fever, dengue? Then, what we should
we do with her iron overloaded?

4. In case we find the donor, we do the treatment
then what should we do with her iron overloaded?
Does she remain receiving iron chelation therapy or not
in this case?

Many thanks in advance and looking forward to
hearing from you.

Best Regards,
Mr. V.
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B Dear Mr. V,

Your daughter was diagnosed beta thalassemia/
Hb E at the age lesser than 2 years and received blood
transfusion every 4-6 weeks after diagnosis. So your
daughter is classified as moderate to severe thalassemia.
The treatment goal is stem cell transplantation (SCT) if
she has HLA compatible or identical. Because she is your
first child and does not have sibling, so the donor should
be matched unrelated donor. | have a brief answer as
following:

1. She should receive blood transfusion next visit
and may be extend to 7 or 8 week for the next time
depend on hemoglobin level with we try to keep above
or equal to 10 g/dL. During waiting for stem cell trans-
plantation (SCT), she should keep Hb 10 g/dl and if the
ferritin > 1,000 ng/ml she should receive iron chelation.
If you do not follow this, the result of SCT is not a good
respond.

2. Next visit, the HLA results of yours (you, your wife
and daughter) should be reported. | can't tell you the
exact date when we will find the matched unrelated
donor. We hope that the Thai Red Cross is on the process
to find the matched donor.You should discuss with Dr.S,
he is an expert doctor for SCT.

3. Sheistransfusion-dependent thalassemia, she can‘t
live without transfusion. If she could not find the donor,
she should receive blood transfusion and iron chelation
life-time.

4. If she is treated with SCT (cure), she does not
anemia, no more blood transfusion. The remained iron in
her body will be treated by blood-letting (remove small
amount of blood from her) or iron chelation under the
supervision of doctor.

Regards,
Kitti Torcharus, M.D.
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© Dear Dr. Kitti,

I just found an organization who support for Thalassemia.
They are now working on bone marrow transplantation
(BMT) from siblings and Haploidentical BMT (from mother).
It sounds a new hope for my family though the risk is
higher than BMT from siblings. Dr. Lawrence, an ltalian
doctor and a collaborator of cure 2 children organization
in Pakistan and Southeast Asia Institute for Thalassemia
in India introduces me hydroxyl urea (HU) for my daugh-
ter for 3 months observation on her hemoglobin (Hb) level.
If her Hb is still lower than 8, Haploidentical BMT will
happen.

| would like you to interact with his team for my
daughter case.

Should | choose HU instead of blood transfusion for
our coming appointment on 20™ April? If blood transfusion
is still the choice, iron level of my daughter is a big worry for
me. I really don't want to inject her almost every day. Please
advices.

Hydroxyl urea and thalassemia

Regards,
Mrs. D

B Dear Mrs D,

As you mention, the risk from haploidentical BMT is
higher. The success rate is lower, more complication such
as graft versus host disease (GVHD). GVHD means
that the donor cells destroy the patient’s organs such
as skin, liver and intestine, etc. Patient should receive
immunosuppressive drugs to prevent this complication.

HU was introduced as alternative treatment for
sickle cell anemia, some papers showed the positive
results, but in beta thalassemia/Hb E, there were no
publish data to show the good results. There is only
few cases report with response with haploid donor by
using HU before BMT. | have no experience about HU,
if you want HU treatment to your daughter next visit,
please consult Dr. S.

Regards,
Kitt Torcharus, M.D.
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