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3 tHcy 
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5 5 –Methyl – THF  
6 Methyl Tetrahydrofolate Reductase=MTHFR  
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1 Severe homocysteinemia 
2 Hepatic steatosis 
3 Ectopia lentis 
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4 High – performance liquid  chromatography 
5 Methionine loading 

 [
 D

ow
nl

oa
de

d 
fr

om
 ij

dl
d.

tu
m

s.
ac

.ir
 o

n 
20

26
-0

5-
02

 ]
 

                             3 / 15

https://ijdld.tums.ac.ir/article-1-5069-en.html


D
ow

nl
oa

de
d 

fr
om

 h
ttp

://
jo

ur
na

ls
.tu

m
s.

ac
.ir

/ 
on

 W
ed

ne
sd

ay
, O

ct
ob

er
 0

9,
 2

01
3

�	��4 5 � ��	�
6) :7�� �� � 1�8��9+�� :�����8;�;5 <=2 ���

>��?@–1 9�����8;�;5

�5 B�C 

و موتاسيون كمبود آنزيم  هاي مزمن بيماري ها

CBS '
4\ ��\��\ C"�\ 

��#%� 	
� 
#! � G�(#��� o * 9e
(#�
� 

��#\2�� 7� �2�/
"��#G 	4
#! -�)* h� -
�/� ��" 


)��� هاي كوبالامين موتاسيون�  
G��p
92�*�S
" ��" 

	
!�#�2 � �(\ �"/�/0 T����� �* 

7� � -��/
Q2�
G S
" 

	
!�#�2B6�/%� 5���� 

	
!�#�2B12/� 
* ��&� 

	
� 
#! n�Z! C��@�� ها فاز حاد پاسخ به بيماري

 داروها مشخصات دموگرافيك

	� C��@�� �%>G /t �")�%� 	
*��!����\ �	
� G(

�\L! 5
�%N 5�
� I�#�E 7� � ��")7��\�G #!(

 \��%G n�Z! 5�
� I�#�E 	
!�#�2 ��"B12)2�#
� /
�\�(

��/� 5
9�8� 	#0�/� 5�
� I�#�E 	
!�#�2 ��"B6

�M�Q�� 2�#�4\ �/��2E 	
��* ��"2��� J)�J S
#�4\ �	
!��
#�4\ 

e
%
G ]
�/
��(

e
G� �� �/���
G ��" 

	�� S� 4]
� 

SAM: S-adenosylmethionine                           SAH: S-adenosylhomocysteine 
CBS: cytathionine B synthase                         MS: methinine synthase 

methylene tetrahydrofolate reductase:MTHFR
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