
������������	
�� 
 ����� 32 ������� 2 �����
-����
��
 2559 
 
� !�"#� ��������	
��
����������������	 
��$����%���&  ��	�����
�����
��������
�����ก������ก������	
���
�� 
 ��������������� ��
���
����������������ก���	
���
�� 
���'�(�ก���*!+��+&�*!�,�'� ���	
�!��"�#$�  ���%���
�� 
���'�(�ก���*!-.�� ��	���	

���& 
�����   
ก#����'�(�ก�� ���	
�!��'����( �)"������* ���	
�!����(�)&��ก+"
 ������
"�� 

 ��	���	
�
����� �
���ก
�� ���	
�!�����+,� 
��
���&���%�
 
 ��	���	
-)����.�
 '��������
 ���	
�!����/��  ��+
�-��! 

 ���	
�!���(�� -)0���-�
��%�( ���	
�!������� �
����� 
 ���	
�!���)%�ก� ��(�)�.�	�ก� ���	
�!�����!!� �)"� % 
 ��	���	
ก)�
�%� .�/�����.
 ��	���	
�-%�
 
���%�)
��"ก)� 
 ���	
�!��������� 1�	�
�-�%�����2 

#/�$���'�(�ก�� ��	���	
.�/�  ��34	����
���%
 �.�.2528 
 ���	
�!��ก�ก  9)"	���%�
� �.�.2529-�.�.2531 
 ��	���	
��	�  -��)
�-�%���%�� �.�.2531-�.�.2535 
 ��	���	
��!  
��
�
�	
��" �.�.2535-�.�.2537 
 ��	���	
��	�  -��)
�-�%���%�� �.�.2538-�.�.2539 
 ��	���	
�?
� �)�.�����-.��� �.�.2539-�.�.2542 
 ���	
�!�������	
  &�
9�"A�%��� �.�.2542-�.�.2549 
�0�
�ก��
������1 '�����1������9���( BC �3  ��D� 9  �� �(� 2  E.���	

�-�	  F.����9)�(%�/G��� 
 � 
�9��ก��H  � %��
	 
��  ก�)����I  10310 
ก0�	
/##ก �3�� 4 19�9 (�(����, ��F)��	�, ก��	�	�, .��
���) 

ก���#ก��� ���G���/	�����/������ �ก� ��'���)/���-N�����	�9����$�)ก����G���������	 
 �����ก��������	
��
����������������	�����F/�
�
���/�(� www.dst.or.th  
 �N����9�����G-%�/%�' '��9�/��(� �N���ก���
�����I 

�*! �/�0�23%������ �����
"(	
��"  �(%��V�
 
+��+&���  �������
��W'��ก�
ก������
  F.'�)"'�������
 ��� 02-411-1523 



Thai Journal of Dermatology 
 Vol.32  No.2  April-June2016 
 
Editor Natta  Rajatanavin, MD 
Associate Editor Vasanop Vachiramon, MD 
Editorial Board Amornsri Chunharas, MD Srisupalak Singalavanija, MD 
 Vesarat Wessagowit, MD Chanisada Worgpraparut, MD 
 Julphat Intarasupht, MD Padcha Pongcharoen, MD 
 Leena Chalarojmontri, MD Pailin  Puangpet, MD 
 Chutika  Srisuttiyakorn, MD Saranya Khunkhet, MD 
 Kunlawat Thadanipon, MD Jade Wititsuwannakul, MD 
 Pamela Chayavichitsilp, MD 
Past-Editors Thada  Piamphongsant, MD 1985 
 Kanok  Bunyaratavej, MD  1986-1988 
 Somyot  Charuwichitratana, MD 1988-1992 
 Harn  Wongwaisayawan, MD 1992-1994 
 Somyot  Charuwichitratana, MD 1995-1996 
 Puan  Suthipinittharm, MD 1997-1999 
 Porntip  Puvabanditsin, MD 1999-2006 
 
 
 
 
 
 

Vol.32  No.2 April-June 2016  Thai Journal of Dermatology (ISSN 0125-8680) is published tri-monthly  
Postmaster Send address change to Dr.Natta  Rajatanavin 
 9thFloor, Royal Golden Jubilee Building. 2, Soi Soonvijai, New Petchburi Rd, Bangkapi, 
 Huaykwang, Bangkok  10310. Tel.02-716-6857, 02-716-5256, 02-716-6661-3 Ext.9012 



 

���
���'%ก���ก�� 
�����2+��&���	
��2	.���%��YZ�� 

$�[�2$. ��
��� 2559  �\� �����
 2561 

��ก ��	���	
�&/�  ���)" 
#��
��ก/!�
���ก��ก��2+��&23%����� ���	
�!����(�)&��ก+"
  ������
"�� 
#��
��ก/!�
����Y���+�
(& ��	���	
��$&�"
  '}~�&�ก�"
 
�3"�(�ก�� ���	
�!��ก�ก
��	  ก)�������
 
����'��ก� ���	
�!��"�#$�  ���%���
�� 
�	��]]�ก ���	
�!��ก'9ก)�  ')"���� 

���%����
 ��	���	
����ก/�*  %����%��ก� 
��%(�
��-�ก�� ��	���	
-��/�  ��-���.����
 
�*!-.����%(�
��-�ก�� ���	
�!������+� ���
��V����.
 
��%(�
 _̂��ก� ก�������� ���	
�!���)
���ก� �'&��
��
 
��%(�
 _̂��2+��&23% ���(��� ��	���	
�
�����  �
���ก
�� 
��%-����+�
(& ��	���	
���
�%� '��
����
 
�*!-.����%-����+�
(& ���	
�!��������� 
"��&�ก/(�/�� 
����
��Y ��	���	
����
�V�
  &����ก�!-�
 
�*!-.������
��Y ��	���	
')/���ก/�* 
��
����( 
�`��� ��	���	
��$��  %
��'� 
ก���ก��ก3��23%��%(�
 _̂����%��
 _̂����%��
��
�� ��	���	
ก�+,� /
�')�� 
ก���ก��ก3��23%��%(�
 _̂��+� ��'���
 ���	
�!�����ก���� %�(�)�ก�� 
ก���ก��ก3��23%��%(�
 _̂����%��
��
��-a�'b& ��	���	

���+
 �����ก(	�%� 
ก���ก��ก3��23%��%(�
 _̂��#����%�%��[
 ��	���	
�)���� 9)"	���%��
� 
 

�0�
�ก��
�����  #������3��+�%����� cd �� -�[
 9 
 �3"��� 2 e.Y*
�&�� ��  �.�+-�����$�/f	�. 
 2"�����ก%�g  �"$	!��"���  ก�����+1   10310 

���. 02-716-6857, 02-716-5256  	�j#  02-716-6661-3 $.# 9012 
  

������
�[Z/!������
#�/	
�
�.�+��+& �ก�����2+��&���	
��2	.���%��YZ�� �
j[#	�������	�j#"!#��/�	k
f/l f
������
�j#��m
������/�	k
"#��*!�"��
�/���+�%��.�
�[
 �����2+��&���	
��2	.���%��YZ��	�j# ก#����'�(�ก��Z�. 0���m
$!#�



�	k
+!#�/!�����#Z� 

The Council of Dermatological Society of The Thailand 
March 2016 p April 2018 

 
President Dr. Nopadon Noppakun 
Vice President for Corporate Social Responsibility Dr. Srisupalak Singalavanija 
Vice President for International Affairs and Professional Liaison Dr. Rataporn Ungpakorn    
Secretary General Dr. Kanokvalai Kulthanan 
Publication and Journal Dr. Natta Rajatanavin    
Treasurer Dr. Kobkul Aunhachoke  
Registrar Dr. Somsak Tanrattanakorn   
Scientific Chairman Dr. Jinda Rojanamatin   
Assistant Scientific Chairman Dr. Marisa Pongprutthipan 
Corporate Social Responsibility Dr. Suwirakorn Ophaswongse 
Professional Standard and Ethics Dr. Vesarat Wessagowit 
Public Relations Dr. Pravit Asawanonda 
Assistant Public Relations Dr. Rungsima Wanitphakdeedecha 
Information Technology Dr. Siriwat Patrakarn 
Assistant Information Technology Dr. Udomsak Wongparami 
Social Affairs Dr. Rattapon Thuangtong 
Drug Liaison Dr. Krisada Duangurai 
Scholarship Advisory Committee Dr. Poohglin Tresukosol 
Medical Supplies Liaison Dr. Woraphong Manuskiatti 
Head of Short Course Training Program Dr. Sumanas Bunyaratavaj 

 
Office Dermatological Society of Thailand 
 9th Floor, Royal Golden Jubilee Building. 2, Soi Soonvijai, 
 New Petchburi Rd, Bangkapi Huaykwang, Bangkok, 10310 
 Tel. 02-716-6857, 02-716-5256, 02-716-6661-3 Ext. 9012 

 



 

 

�0�2
%
0��0�	����*!
�+
(& 
 
����������
�����(��	9�	��	����
���ก����������
���������W�'��(��ก(�	
 �'� �/	���9��)�

9��
����D�&�+���	���&�+�'��ก�+��ก9��
������&�+���	 G���(9���/	�'����&�+�'��ก�+ G�ก�"(�(���W�'�
����&�+�'��ก�+-��(9���/	�'����&�+���	 ก��G��&�+���	G��	}/���ก '��-���)ก��19�9���9�"A�%	�F�� 
ก���������
'��ก�+������	 ��W'ก��� (	���9����
G��	}/���ก '����9�"A�%	�F�� ����
&�+�'��ก�+�(���G�
��W�'�&�+���	G��G��%�
���ก��D���/ 	ก�
���W�'�1���E}�� }D�%��/�
	'�ก+�G�!� ��� }D�%������	�/�
	����

&�+�'��ก�+�����(ก��(�	�ก��G������
&�+�'��ก�+����ก��	� 
��%�a�"#������� 

 9��
���(������%(����
'�-���� ����.
%��19�9 (original article) ��	�������?
	 (case report) 9��
��
������
���ก�� (review article) 9��
��-�กก������)� �ก�"ก� 9�9��"�.�ก��-/���	F}�9��"�.�ก�����
9��
������&�'W���(�������� 9��
���(������G����-��"���W�'%(����
G� �
����������
����� %�'������	
%(����
��W''	��G����
���ก����-��"���W�'%(����
G�
�����'W�� 
ก���$����$!
���� 

 ก������
%��19�9 G��ก��/�+�( �
 ��/ 211/2x 28E�. (81/2 x 11) ��W'ก��/�+ ISO A4 ����
�����/(	
 
�
��9����/ G�����W' '9ก��/�+�%���/��������'	ก
�� 2.5 E�. ����
%����
 �'%�'���(D �/	 }D�����G����N����9
�%�����
 �' �������
�� �����
��)�9� 
� 

 1. Title pages G���������&�+���	���&�+�'��ก�+ (� (	��	ก����ก��) �/	�%���&�+����ก'9/�
	 
 1.1 �W�'��W�'� 
 1.2 �W�'�������.
�)ก���� ��D��W�'%�
����W�'�ก)� ���'���D��)"
)V� (����)/) 
 1.3 �F���(��N���� 
 1.4 �W�' �(�'	�� ��� email  '��������.
�(���9��/�'9 (Correspondence) G�ก���%�(	�%��19�9 ��9)�W�'

��W�'�'	�����D� (short running title) ����ก�� 40 %�
'�ก+� ����
�
�9����/�����)/ '� title page 
 2. ��j�#��.# (Abstract) 23% �0��0���] (Key words) 
 2.1 ��W�'�	�' (Abstract) F��9��
���(�����&�+�'��ก�+ ��W�'�	�'&�+�'��ก�+����ก�� 250 �N� ���9�

	�'&�+���	����ก�� 300 �N� F��9��
���(�����&�+���	 ��W�'�	�'&�+���	���&�+�'��ก�+ ���
�ก��'	����� 150 �N� 

 2.2 ��9) key words ��W' short phrases 2-5 �N� (&�+���	���&�+�'��ก�+) 
  
 
 



3. -
�/"#������� 

-
�/"#������� ��j�#��.# (Abstract) �
j[#	� �#ก���#!��#�� Keyword �*� 
����.
%��19�9 
(Original article)  
&�+�'��ก�+ 

�
����ก'9/�
	 
-Background  
-Materials and 
methods  
-Results  
-Conclusion 
(Maximum word 
count 250) 

�
����ก'9/�
	 
Introduction  
Materials and methods  
 
Results  
Discussion 
(Word count 2,000-
3,000) 

����ก�� 30 2-5 �N� ����ก�� 5 ��� 

����.
%��19�9 
(Original article)  
&�+���	 

�
����ก'9/�
	 
9��N� 
��/)���

�.(ก�� �� ��)���  
(����ก�� 150 �N�) 

�
����ก'9/�
	 
9��N� 
��/)���
�.(ก�� 
�� 
�-��"
 
(2,000-3,000 �N�)  

����ก�� 30 2-5 �N� ����ก�� 5 ��� 

9��
��������
��� 
(Review article) 
&�+�'��ก�+ 

�
�����9�	�'�(���/
F}�&���
� '�
9��
�� �/	���%�'�
�9����
 �'��/�-�
���W'� original 
article  
(����ก�� 250 �N�) 

��WD'�� 2,000-3,000 �N� 
���%�'��(�N�F�� 
(MCQ) ���'��N�%'9 5 
%�
��W'ก ����1�	 ��W�'
�/�'9�
��������'���  

����ก�� 30 2-5 �N� ����ก�� 5 ��� 

9��
������
��� 
(Review article) 
&�+���	 

�
�����9�	�'�(���/
F}�&���
� '�
9��
�� �/	���%�'�
�9����
 �'��/�-�
���W'� original 
article  
(����ก�� 150 �N�) 

��WD'�� 2,000-3,000 �N� 
���%�'��(�N�F�� 
(MCQ) ���'��N�%'9 5 
%�
��W'ก ����1�	 ��W�'
�/�'9�
��������'��� 

����ก�� 30 2-5 �N� ����ก�� 5 ��� 



 

-
�/"#������� ��j�#��.# (Abstract) �
j[#	� �#ก���#!��#�� Keyword �*� 
��	�������?
	 
(&�+�'��ก�+
������D�) 

�
�����9�	�'�(���/
F}�&���
� '�
9��
�� �/	���%�'�
�9����
 �'��/�-�
���W'� original 
article  
(����ก�� 250 �N�) 

�
�������	����(��(�
��
���กG���������W'�G�
%N��� ���
��-�����G����
'�ก�� '�ก����/� 
��ก+"�����	�.�
��	� 
���ก��%'9��'�%�'
ก����ก+�G��� ��WD'��
���ก'9/�
	 clinical 
history and physical 
examination, pathology, 
diagnosis, discussion, 
learning points.         
(700- 1,000 �N�) 

����ก�� 10 2-5 �N� ����ก�� 3 ��� 

Clinicopathological 
cases-
�%F)������

��W�'G�����'���
�����F
���-1�	
����?
	�(��9�/����
9�'	  
(&�+�'��ก�+
������D�) 

���%�'��( �
���������(�����/��(
�
�����กG��� �%��9
�/����9�'	 ����(��ก+"�
�(�%��ก�9%N���  ��WD'��
���ก'9/�
	 clinical 
history and physical 
examination , pathology, 
diagnosis, brief review 
�ก(�	
ก�9�����D�� (500- 
800 �N�) 

����ก�� 10 2-5 �N� ����ก�� 3 ��� 

 
 
 
 
 
 
 
 



4. ก�$$���'��%ก�Y (Acknowledgemnts) 
 5. �#ก���#!��#�� (References) ก��'���'���'ก�������
��ก��%���(�กN���/�
�G�%���� �' 3. 

���G����99 Vancouver G�����	�� ��(	� 
 �N�/�9�(�'���'��G���WD'��W�'� ���G����(	�%��%�
'�ก+� '��������.
 
 ก��	�'�W�'
����� G��G��%�� Index Medicus 

$��#�.��ก���"��
�#ก���#!��#�� 
 ���������	�
��
�
������� 

 5.1 9��
��.���/�G���W�'�������.
�)ก��F���(-N��
� 6 �� ��W'��'	ก
�� (F����กก
�� 6 �� G��G��
�W�' 3 ����ก%��/�
	 et al.) �/	G���W�'�ก)�ก�'����G�����W�'����	
���%'� /��%�
'	���   

Rajatanavin N, Suwanachote S, Kulkollakarn S. Dihydroxyacetone: a safe 
camouflaging option in vitiligo. Int J Dermatol. 2008; 47: 402-6. 

Suthipinittharm P, Noppakun N, Kulthanan K, et al. Opinions and perceptions on 
acne: a community-based questionnaire study in Thai students. J Med Assoc Thai. 2013; 96: 
952-9. 

 F���'ก�������&�+���	 G��� (	��W�'ก�'�����ก)�/���(D 
 ����.
 9)"	�)�%
. �
���%�9'�ก��9���/9( : 3 ��9�/
��	����ก���ก�/ 
 �	�.��&��. ���	�&���� 2518; 4: 165-71. 
 5.2 �������.
����ก�)��G����
	��� 

The Committee on Enzymes of the Scandinavian Society for Clinical Chemistry 
and Clinical Physiology. Recommended method for the determination of gamma-
glutamyltransferase in blood. Scan J Clin Lab Invest 1976; 36: 119-25. 

 ������� 
 5.3 �������.
���/(	
 

Osler AG. Complement : mechanisms and functions. Englewood Cliffs : Prentice-
Hall, 1976. 

 5.4 �������.
����ก�)��G����
	��� 
American Medical Association Department of Drugs. AMA drug evalutions. 3rd 

ed. Littleton : Publishing Sciences Group, 1977. 
 5.5 �������.
���	�� �%��(9��"�.�ก����W'��
����G�ก��� (	���D� 

Rhodes AJ, Van Rooyen CE, comps. Textbook of virology: for students and 
practitioners of medicine and the other health sciences.5th ed. Baltimore : Williams and 
Wilkins, 1967. 



 5.6 '����1���9�G/9���}�� 
Weinstein L. Swartz MN. Pathogenic properties of invading microorgnisms. In : 

Sodemson WAJr, Sodeman WA, eds. Pathologic physiology: mechanisms of disease. 
Philadelphia : WB Saunders. 1974: 457-72. 

 5.7 ��	��� '����
	��� 
National Center for Health Statistics. Acute conditions: incidence and associated 

disability, United States July 1968-June 1969. Rockville, Md : National Center for Health 
Statistics, 1972. (Vital and health statistics. Series 10 : Data from the National Health Survey, 
No 69) [DHEW publication No (HSM) 72-1036]. 

 ��ก������� � 
 5.8 9��
��-�ก�����W'����
��	
�� 

Shaffer RA. Advances in chemistry are starting to unlock mysteries of the brain : 
discoveries could help cure alcoholism and insomnia, explain mental illness. How the 
messengers work. Wall Street Journal. 1977 Aug 12 : 1 (col 1), 10 (col 1). 

 5.9 9��
��-�ก
�������	��ก+
 ��W'
�������	�/W'� 
   Rouche B. Annals of medicine : The Santa Claus culture. The New Yorker 1971 

 Sept. 4 : 66-81. 
 5.10 9��
��-�ก�'ก���'����ก��'��ก�
  
   -���&�"
 -����
-�. ก��� (	���	ก��'���'��G��'ก���
���ก�����ก�����	
 

['����'�
���%]. ก�)����������: �"����	���%�
 -)0���ก�"
���
��	���	; 2551 [� ��F}���W�' 18 %.�. 2554]. 
� ��F}��/�-�ก:http://liblog.dpu.ac.th/analyresource/wp-content/uploads/2010/06/reference08.pdf  

 Foley KM, Gelband H, editors. Improving palliative care for cancer [Internet]. Washington: 
National Academy Press; 2001 [cited 2002 Jul 9]. Available from: 
http://www.nap.edu/books/0309074029/html/. 

 6. $���� (table) ����
���������	ก%�����ก ������%������(	��N�/�9ก�'�����%���(�'���'�� 
 G���WD'��W�'� �N�'.�9�	������%��G�� ���G%�%���� �/	G�����W�'����	�N����9����'��F��(	� 

 �N�/�9/���(D *,†,‡,§,,¶,**,†† ,‡‡,§§,,¶¶ 
7. �*� 23% �0�������a�+ F������9��
��&�+���	G��G��&�+���	��W'&�+�'��ก�+'	���G/'	�����}�� 

��(	��N�/�9&��%���(�'���'��G���WD'��W�'�&�����ก'9 &��F��	G�� file JPG 300 dpi, ก�����W'&��
�/G�� file EPS 
600 dpi  

��ก&��F��	����G9��������?
	G������'ก���G���N�	��	'�-�ก����?
	G�ก��%(����
��
��������ก��
���	
/�
	 



ก���.������� ���%��19�9 1 �)/ ��� email 9��
�����'�-/���	�-��/�
	
������9��
������&�G/ 
 

����� 2+��&	]��'�`~�  ��-$%
���
 
�����2+��&���	
��2	.���%��YZ�� 
#������3��+�%����� cd �� -�[
 9 
�3"��� 2 e.Y*
�&�� ��  �.�+-�����$�/f	�. 
2"�����ก%�g  �"$	!��"���  ก�����+1  10310 
���. 02-716-6857, 02-716-5256   E-mail: contact@dst.or.th 
 

���-�ก�����2+��&���	
��1 
�!�����#�*. ก��'�2 !� 


��2+��&��Y�ก/��  $�
��$
�ก� 
�����2+��&���	
��2	.���%��YZ�� 

#������3��+�%����� cd �� -�[
 9 
�3"��� 2  e.Y*
�&�� ��  �.�+-�����$�/f	�. 

2"�����ก%�g �"$	!��"���  ก�����+1  10310 
���. 02-716-6857, 02-716-5256  E-mail: contact@dst.or.th 



�����] 
 


�+
(&$!
���� 
ก���}ก+�����%) ���������.��� '�	��'�
%�����%(	�'	/
  93-105 
G�ก����ก+�����?
	ก�)��'�ก���%(�
��
-'�
�����������'กE�ก '����/'�
��� �������E��  
G�����	�9������.�9/( 

�����!��
 ��
�V�

��
 
"�,$� ���%���
�� 
 

�� '�����ก�/-�ก ��D���� (tetrahydrocurcumin; THC) G� curcuminoid cream  106-115 
%�'�
���)���WD� �
��	W/�	)������(��
���� 

������� 
"��&�ก/(�/�� 
���/� '}D�'�ก+�����-�
 

���+
 �����ก(	�%� 
')��
��" ����� 
���
��	
 '������(���
 
 

ก���}ก+��99�(ก�)�����(	9��(	9��W�'�������������.�&�� '��DN�����ก�/-�ก����/ก���9� 116-129 
G�ก���������.�*ก����ก+�������ก�/������
�ก�9 0.1% �%��'�E������ 

��'	���� ��(�)
��"
�V�� 
"�,$� ���%���
�� 
 

�����
�*!�_�� 
��	�������?
	 Trichorhinophalangeal Syndrome Type I: A sporadic case with the new mutation 130-134 


��ก)� �(
&��� 
���%
.� ��!-����(� 
 

��	�������?
	 Pancreatitis panniculitis and polyarthritis (PPP) syndrome 135-140 
�)����� ก����%�ก)� 
���%
.� ��!-����(� 
 



��	�������?
	��� Pyoderma gangrenosum 141-146 
���//� /�)ก�!-�
��V� 
��'	���	 ��%�� ��ก� 

 
��	�������?
	 �/'�
���%��	�'�E%���(���/�
	'�ก��9
����
����  147-153 
�/	�('�ก�������������/����/�N���ก�'� 

���( �
�	
�
��%   
&�
�"( �ก+
����%� 
 

ก������ก��-�	 '��E��
���������/����	��
� (signet ring cell carcinoma)  154-160 
���(���
���� (cutaneous metastasis) �/		��������9'
�	
�%��กN����/ 

-���"��.�
 
��
����	ก)�  

��� �
���&�����
 
 

��	�������?
	'�ก����������ก�(��9�/����9�'	 '���� Fabry G�����?
	��	��	 2 ��	 161-166 
'�!���� ก�!-����	 
ก'9ก)� ')"���� 
�)%�ก� ��(�)�.�	�ก� 

 



Contents 
 

Original article 
Etiologies and effect of systemic corticosteroids on the outcome of Stevens Johnson syndrome, 93-105 
Toxic Epidermal Necrolysis and Erythema Multiforme in Ramathibodi Hospital. 

Sinijchaya Sahawatworng 
Natta Rajatanavin 
 

The effects of tetrahydrocurcumin (THC) in curcuminoid cream on the hydration,  106-115 
elasticity and color of human skin. 

Rungsima Wanitphakdeedecha 
Chanida Ungaksornpairote 
Woraphong Manuskiatti 
Uraiwan Panich 
Pravit Akarasereenont 
 

The therapeutic effect of topical Hydnocarpus anthelminthicus oil in combination with  116-129 
0.1% triamcinolone acetonide in psoriasis; A Randomized Control Trial.  

Ploychompoo Srisuwanwattana 
Natta Rajatanavin 
 

Case report 
Trichorhinophalangeal Syndrome Type I : A sporadic case with the new mutation. 130-134 

Witchukul Cheewapat 
Ratchathorn Panchaprateep 

 
Pancreatitis, panniculitis, and polyarthritis (PPP) syndrome: a case report and  135-140 
review of the literature. 

Supitcha Kamolratanakul 
Ratchathorn Panchaprateep 

 



Pyoderma gangrenosum on the face: A rare case report and a review of literature. 141-146 
Panadda Darukarnphut 
Ploysyne Rattanakaemakorn 

 
Generalized edematous dermatomyositis preceding by tumid lupus erythematosus. 147-153 

Sinee Weschawalit 
Pawinee Rerknimitr 

 
Cutaneous metastasis of signet ring cell carcinoma from unknown origin. 154-160 

Jantanut Witthawaschaikul 
Voraphol Vejjabhinanta 

 
Two case reports of Fabry disease with atypical manifestation. 161-166 

Anchisa Kanchanomai 
Kobkul Aunhachoke 
Chutika Srisuttiyakorn 

 



Vol.32 No.2 Original article 93 

Etiologies and effect of systemic corticosteroids on 

the outcome of Stevens Johnson syndrome,         

Toxic Epidermal Necrolysis and Erythema 

Multiforme in Ramathibodi Hospital. 
Sinijchaya Sahawatwong MD, 

Natta Rajatanavin MD.  

ABSTRACT:  

SAHAWATWONG S*, RAJATANAVIN N**. ETOLOGIES AND EFFECT OF SYSTEMIC 

CORTICOSTEROIDS ON THE OUTCOME OF STEVENS JOHNSON SYNDROME, TOXIC 

EPIDERMAL NECROLYSIS AND ERYTHEMA MULTIFORME IN RAMATHIBODI HOSPITAL. 
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Background: : Toxic epidermal necrolysis (TEN), Stevens-Johnson syndrome (SJS) and Erythema multiforme 
(EM) are  immune-complex mediated hypersensitivity reaction to  drugs and certain infection with high mortality and 
morbidity. To date, no sufficient evidence of any benefit from specific treatment was shown. 
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Objectives: To evaluate etiologies and association between treatment outcome and systemic corticosteroids in 
Toxic epidermal necrolysis (TEN), Stevens-Johnson syndrome (SJS) and Erythema multiforme (EM). 

Methods: Retrospective reviewed of the SJS, overlapping SJS/TEN, TEN and EM patients admitted to 
Ramathibodi Hospital from January 2002 to October 2009. 

Results: There were 87 cases which consisted of 15 TEN patients (17.2%), 9 SJS/TEN  patients (10.3%), 52 
SJS  patients (59.8%) and 11 EM patients (12.6%). Further analysis was performed in severe cutaneous reaction group 
(SJS, SJS/TEN and TEN patients). The 3 most common causative drugs were carbamazepine(11%), co-trimoxazole(9%) 
and allopurinol(8%) respectively. In addition to cessation of culprit drug and supportive care, systemic corticosteroids, 
either with or without intravenous immunoglobulin(IVIG), were given to 72% of patients. The mortality rate was 13.15%, 
which occurred in 3, 4 and 3 cases of TEN, overlapping SJS/TEN and SJS respectively. The patients who received 
systemic corticosteroids without IVIg had superior survival than those who received supportive treatment only. There was 
no significant association between systemic corticosteroids and prolonged hospitalization.  The correlation between 
systemic corticosteroids and infection rate was inconclusive. 

Conclusion: SJS, overlapping SJS/TEN and TEN are mainly caused by drugs and lead to high mortality  and 
morbidity rate. Our study show that systemic corticosteroids may have positive effects on these life-threatening 
dermatologic conditions. 

Key  word: Corticosteroids, Stevens-Johnson syndrome, Toxic epidermal necrolysis 
 

?@ABCDEF: 

GHIHJKLIM  GNOBPIMOQRM*  SBTUL VBJWXILOHI** กLVRZก[LGL\NW] ^_X`VXGH@aHb_cFQDLAFVMWHdAG\WeDVFDCM fIกLV

VBก[Lbgh`iODก_]EjFLกLVGWe\OIGMkFNMIGBI^_XdVA@FกlHก FHmH\CFVMjB_ \IdAVn_lHG fIdVQmDL?L_VLjLaH?Ce 

OLVGLVdVAbHONIBQ 2559; 32: 93-105. 
123ก2567389 :;9<=>?>@AB5C5D6E AFGFB65H 

73I6=:;J2567389  K>J65E>L>=F;M>AC;N  JOP1<H=M>AC;N:;9<=>?>@;>B>Q5?RSB7>65H=>@8=B75R@ 

N_BกกLV^_X\NW]b_: กABCDEFกFGHIJKLMHNOEPNMHQMRASTGUVEกWXก EXYXKZEGNDQA KMTUG[AWXHK\]M^FLSVJ_KกXZOFก
\`XกXGXaFbEcGSdd êDXUBfDกQMICEaF PGgEกFGIXZKhgiE ^FLSMJiDJULFDGBMRGcRASEQIGFกFGKHJahJLXIHec \jOOBdQM [DCYdPAQกkFMVJ_
HMQdHMBM\GSTahMNbEcกFGGQกlFmZhQZKOM 

OBWo]`VXGQAM: KYg_EnoกlFHFKPIB RAS\GSHXVpX^FYกFGGQกlFZfLaaFUEGNIXTUHKIJaGEaZNmMqef\rLaกABCDEFกFGHIJKLMHN
OEPNMHQMRASTGUVEกWXก EXYXKZEGNDQA KMTUG[AWXH  
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OHaeกLVRZก[L:  LXKUGFSPNbfEDeAafEMPAQcOFกKLhGSKdJaMbEcqef\rLaกABCDEFกFGHIJKLMHNOEPNMHQM RASTGUVEกWXก 
EXYXKZEGNDQA KMTUG[AWXHVJ_[ZfGQdกFGGQกlFRddqef\rLamMbEcTGcYaFdFAGFDFpXdZJGSPLCFcKZgEMDกGFUD Y.n. 2545 socKZgEM
IBAFUD Y.n. 2552 

b_กLVRZก[L: qef\rLaVQicPDZ 87 UM\GSกEdZfLaqef\rLaEGJVGXDF DQAIXtEGND 11 UM(12.6%) HIJKLCM OEPNMHQM WXM
TZGD 52 UM(59.8%) ^FLSกiuFกo_cGSPLCFcHIJKLCM OEPNMHQM WXMTZGDกQdVEกWXก EXYXKZEGNDQA KMTUG[AWXH 9 UM(10.3%)RAS
TGUVEกWXก EXYXKZEGNDQA KMTUG[AWXH 15 UM(17.2%)  KDg_ELXKUGFSPNกABCDTGUVJ_K\]M\`XกGXaFGBMRGc [ZfRกCHIJKLCM OEPNMHQM 
WXMTZG ^FLSกiuFกo_cGSPLCFcHIJKLCM OEPNMHQM WXMTZGDกQdVEกWXก EXYXKZEGNDQA KMTUG[AWXHRASTGUVEกWXก EXYXKZEGNDQA KM
TUG[AWXH HFKPIBPAQกKกXZDFOFกaFRASaFVJ_YdK\]MHFKPIBDFกVJ_HBZ 3 hMXZUgE carbamazepine(11%) co-trimoxazole(9%) 
RASallopurinol(8%)IFDAuFZQd กFGGQกlFPAQก\GSกEdZfLaกFGPaBZaFVJ_K\]MHFKPIBGCLDกQdกFGGQกlF\GSUQd\GSUEc 
MEกOFกMJiaQcDJกFGmhfaFUEGNIXTUHKIJaGEaZNRASEXDDeTMTกAdeAXMGCLDZfLa  EQIGFกFGKHJahJLXIOFกTGUUgE13.15% Wo_cYdmM
qef\rLaHIJKLCM OEPNMHQM WXMTZGD 3 UM ^FLSกiuFกo_cGSPLCFcHIJKLCM OEPNMHQM WXMTZGDกQdVEกWXก EXYXKZEGNDQA KMTUG[AWXH 
4 UM RASVEกWXก EXYXKZEGNDQA KMTUG[AWXH 3 UM กFGnoกlFYdLCFกABCDqef\rLaVJ_[ZfGQdaFUEGNIXTUHKIJaGEaZNTZa[DC[ZfGQdEXDDe
TMTกAdeAXMGCLDZfLaDJEQIGFกFGGEZhJLXIHecกLCFกABCDVJ_[ZfGQdกFGGQกlFRdd\GSUQd\GSUEc [DCYdLCFกFG[ZfGQdaFUEGNIXTUH
KIJaGEaZNKYX_DGSaSKLAFกFGGQกlFIQLmMTGcYaFdFA RAS[DCHFDFGsHGB\ULFDHQDYQMpNGSPLCFcaFUEGNIXTUHKIJaGEaZNกQdกFG
IXZKhgiEmMกGSRHKAgEZ[Zf. 

GV]`b_: HIJKLCM OEPNMHQM WXMTZGD ^FLSกiuFกo_cGSPLCFcHIJKLCM OEPNMHQM WXMTZGDกQdVEกWXก EXYXKZEGNDQA-KMTUG
[AWXH RASTGUVEกWXก EXYXKZEGNDQA KMTUG[AWXHDJHFKPIBOFกaFK\]MPAQก RASDJEQIGFกFGKHJahJLXIHec qAกFGnoกlFMJiYdLCFaF
UEGNIXTUHKIJaGEaZNhCLaAZEQIGFกFGKHJahJLXI 

ApLGpLABK: UEGNIXTUHKIJaGEaZN, HIJKLCM OEPNMHQM WXMTZGD, TGUVEกWXก EXYXKZEGNDQA KMTUG[AWXH, HFKPIB  
 

Background 

Toxic epidermal necrolysis (TEN), Stevens-Johnson 
syndrome (SJS) and Erythema multiforme(EM) are  
immune-complex mediated hypersensitivity reaction to  
drugs and certain infection. They are closely related and 
represent different severities of one disease spectrum. 
The most widely accepted classification by Bastuji-
garin et al,1 divided  into 5 categories (1) Bullous 
erythema multiforme (EM): epidermal detachment 
involving<10% of the body surface, coupled with 

localized typical targets or raised atypical targets (2) 
SJS: epidermal detachment of<10% of the body surface 
in association with widespread erythematous or 
purpuric macules or flat atypical targets (3) SJS/TEN 
overlap: epidermal detachment of 10% to 30% of the 
body surface plus widespread purpuric macules or flat 
atypical targets (4) TEN with spots: epidermal 
detachment of>30% of the body surface coupled with 
widespread purpuric macules or flat atypical targets (5) 
TEN without spots: large sheets of epidermal 
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detachment involving> 10% of the body surface without 
purpuric macules or target lesions. EM is different from 
SJS and TEN in terms of clinical signs and precipitating 
factors. Herpes simplex virus (HSV) is clearly the most 
common associated infectious agent, with Mycoplasma 

pneumonia and other infectious pathogens (Histoplasma 

capsulatum and parapoxvirus (orf), etc.) are observed 
less frequently. More rarely, EM has been associated 
with drugs or systemic disease. SJS and TEN are rare 
but severe cutaneous adverse reactions (SCAR) related 
to a variety of medications.2  More than 100 drugs have 
been associated with SJS/TEN, most often implicated 
are anti-epileptics, sulphonamides, β-lactam antibiotics, 
non-steroidal anti-inflammatory drugs and allopurinol.3 
The differential diagnosis for SJS and TEN includes 
staphylococcal scalded skin syndrome (SSSS), lupus-
associated TEN, linear IgA dermatosis, paraneoplastic 
pemphigus, acute graft-versus-host disease, drug-
induced pemphigoid and pemphigus, and acute 
generalized exanthematous pustulosis.4  They have a 
significant public health impact because of high 
mortality and morbidity. The average reported mortality 
rate of SJS is 1-5%, and of TEN is 25-35%; it can be 
even higher in elderly patients and those with a large 
surface area of epidermal detachment.5 

Apart from intensive supportive therapy, a generally 
accepted regimen for specific treatment of SJS/TEN is 
lacking. Because immunologic mechanism has been 
suspicious, treatment options such as systemic 
corticosteroids, intravenous immunoglobulin therapy 

(IVIG) and other immunosuppressive therapy had been 
applied. Among these systemic therapy, corticosteroids 
is one of the most widely used but its efficacy has been 
very controversial. Proponents emphasized the 
importance of early intervention during the initial 
erythrodermic stage, with high doses for a few days 
only, to inhibit inflammation. Opponents suggested an 
increased risk of sepsis, prolonged length of hospital 
stay, and increased mortality in TEN patients treated 
with corticosteroids.6 
Objectives 

To evaluate incidence and etiologies of EM, SJS, 
SJS-TEN overlap and TEN in Thai patients admitted to 
Ramathibodi Hospital. The association between 
treatment outcome and systemic corticosteroids focus 
on SJS, SJS-TEN overlap and TEN group was also 
evaluated. 
Methods 

This study was approved by the Ethical Committee 
on Human Rights Related to Researches Involving 
Human Subjects Faculty of Medicine, Ramathibodi 
hospital, Mahidol University. A retrospective analysis 
of the medical records of patient|s admitted in 
Ramathibodi Hospital with diagnosis of EM, SJS, SJS-
TEN overlap and TEN, from January 2002 to October 
2009, was performed. Patient|s age, sex, causative agent 
(culprit drugs, infection) were collected. The 
SCORTEN and time to reepithelization could not be 
completely collected due to insufficiency of the data. 
Association between treatment and outcome was tested 
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by Fisher|s exact test and simple logistic regression 
analysis was use to calculate odd ratio. The comparison 
in terms of length of hospital stay was performed using 
Mann-Whitney U-test. Statistical significance was 
defined as P < 0.05. Statistical analyses were conducted 
using SPSS 16.0.  
Results 

There were 87 patients admitted with EM, SJS, SJS-
TEN overlap and TEN from January 2002 to October 
2009,  SJS was the majority of the cases (59%) , 
followed by TEN (17%), EM (13%) and SJS-TEN 
overlap (11%), respectively (Table 1).   According to 
difference in age group of patient, clinical course and 
etiology, we considered EM as a distinct disease apart 
from the three others (SJS, SJS-TEN overlap and TEN). 
For EM, almost three-quarters of them were children 
under 15 years-old and almost equal number on both 
genders. Median length of hospital stay for EM patients 
was 4 days. The prognosis of disease was excellent. 
There was neither severe complication nor death from 
the disease. While, for SJS, SJS-TEN overlap and TEN, 
the majority of patients were 16-70 years old.  Overall, 
female patients  predominated, except for TEN, which 
did not have gender difference. The mortality rate of 
SJS, SJS-TEN overlap and TEN was 5.8%, 40% and 
20%, respectively. The Average mortality rate for all 
three diseases was 13%. 

In term of etiologies, drugs were the most frequent 
cause of EM (Figure 1A).  Viral infection, diagnosis 
was bared on DIF staining, accounted for almost 20%. 

For the other three diseases, dsugs was also the leading 
cause and responsible for almost 90% of cases 
(Figure1B). The distribution of culprit drugs for SJS, 
SJS-TEN overlap and TEN was shown in figure 2. 
Antimicrobial group was the most suspected causative 
agents, represented almost 50%, followed by 2 
anticonvulsant drugs carbamazepine and phenytoin 
accounted for 11%, followed by trimethoprim-
sulfamethoxazole (9%) and allopurinol (8%). List of 
culprit drugs were shown in Table 2 

Treatment of EM and SJS/TEN was mainly 
supportive and symptomatic treatment. For SJS/TEN, 
supportive treatment was also a standard treatment. 
Other treatment modalities included systemic 
corticosteroids (intravenous dexamethasone, 
intravenous methylprednisolone and oral prednisolone), 
N-Acetyl Cysteine (NAC) and intravenous 
immunoglobulin (IVIG). We classified treatments of 
SJS/TEN into 3 main groups, 1) supportive treatment 
only, 2) supportive treatment plus systemic 
corticosteroids 3) supportive treatment plus systemic 
corticosteroids plus IVIG. Systemic corticosteroids was 
used early in the course of admission, 71.4% of cases 
within first 24 hr. The distribution of cases in each 
treatment group was shown in Figure 3. We analyzed 
outcome of systemic corticosteroids focusing on impact 
of mortality and hospital length of stay by compared 
treatment group2 (supportive treatment plus systemic 
corticosteroids) with treatment group1 (supportive 
treatment only) which was the control group. We 
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excluded 10 patients from the analysis, 4 patients in the 
third group of treatment (supportive treatment plus 
systemic corticosteroids plus IVIG) because of the limit 
number of cases and 6 patients who died from their 
underlying causes or unrelated events. Overall, there 
were 52 patients of supportive plus systemic 
corticosteroids-treatment group and 15 patients from 
supportive treatment group were analyzed.  Patients in 
both groups showed similar characters in age, sex, 
underlying HIV infection and disease severity 

distribution (Table3 ).  Patients who received supportive 
treatments plus systemic corticosteroids had statistically 
significant, higher survival rate. Univariate logistic 
regression analysis revealed odd ratio 6 with 95% 
confidence interval 1.36-2.38 (Table 4). There was no 
difference in length of hospital stay between patients 
who received supportive treatments plus systemic 
corticosteroids and patients who received supportive 
treatments only (P value = 0.241). 

 

Table 1 The demographic data of all patients 

 EM SJS SJS/TEN TEN Overall 

Number of patients (%) 11  
(13%) 

51  
(59%) 

10  
(11%) 

15  
(17%) 

87 

Age≤15 8  (73%) 10 (20%) 0 3 (20%) 21 (24%) 

Age 16-40 0 18 (35%) 1 (10%) 7 (47%) 26 (30%) 
Age 41-70 3 (27%) 17 (33%) 7(70%) 5 (33%) 32 (37%) 

Age ≥71 0 6   (12%) 2 (20%) 0 8   (9%) 

Median age 

(max-min)  

13 
(0.08-57) 

37.5 
(3-84) 

47 
(35-84) 

36 
(0.58-70) 

38 
(0.08-84) 

M:F 6:5 23:29 3:6 8:7 38:49 
Mortality rate (%) 0 3/51  

5.8% 
4/10 
40% 

3/15 
20% 

 
EM=0% SJS/TEN=13% 
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Figure 1A Cause of EM Figure 1B Cause of SJS,  SJS-TEN overlap and TEN 

aDrug : amoxicillin, penicillin, vancomycin, azithromycin, clindamycin, ibuprofen and Herbal medicine 
bviral infection : herpes simplex virus and unidentified viral infection 

 

 
TMP-SMX, trimethoprim-sulfamethoxazole  

Figure 2 Distribution of culprit drugs for SJS, SJS-TEN overlap and TEN 
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Table 2 List of culprit drugs (alphabetical) 

Culprit drugs in TEN patients  Culprit drugs  in SJS/TEN patients Culprit drugs in SJS patients 

Allopurinol   
Carbamazepine  
Cephalosporin  
Ciprofloxacin  
Nevirapine  
NSAIDs   
Phenytoin  
Pyrazinamide  
Pyrimethamine  
Sulfadiazine  
TMP-SMX 

Acetaminophen  
Allopurinol  
Capecitabine  
Contrast media  
Dicloxacillin  
Docetaxel  
Effavaren  
Ibuprofen  
Phenytoin  
Pseudoephridine  
TMP-SMX   

 

Allopurinol  
Amoxycillin  
Carbamazepine  
Colchicine  
Ethambutol  
NSAIDs  
Phenytoin  
TMP-SMX  

 

 
Figure 3 The distribution of cases in each treatment groups 
 

Supportive treatment Supportive treatment 
+ systemic corticosteroid  

Supportive treatment 
+ systemic corticosteroid  

+IVIG 
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Table 3 Characteristics of patients in supportive treatment group and supportive treatment + systemic corticosteroids 

 Supportive treatment 

(Group1) 

(n = 15) 

Supportive treatment + 

Systemic corticosteroids 

(Group2 ) (n=52) 

Male:Female  1:1.5 1:1.2 

Number of HIV positive 

patients 

4 (27%) 11 (21%) 

Number of patients    
        SJS  9   (60%) 39 (75%) 

        SJS/TEN  2 (13%) 6 (12%) 

        TEN 4 (27%) 7 (13%) 
       Total 15 52 

Median length of hospital 

stay (Min-Max) 

7 (3-54) days 10 (2-63) days 

   
Table 4 Comparison of survival between supportive treatment group and supportive treatment + systemic corticosteroids 

 

 

Outcome 

Treatments  

 

Total 

Supportive treatment 

(Group1) 
Supportive treatment + 

Systemic corticosteroids 

(Group2 ) 

Dead 5 
55.56% 

4 
44.44% 

9 
100% 

Alive 10 
17.24% 

48 
82.76% 

58 
100% 

Total 15 
22.39% 

52 
77.61% 

67 
100% 

Fisher|s exact test P value = 0.022, univariated logistic regression odd ratio = 6 
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Discussion 

SJS was the most common diseases in our study.  
Erythema multiforme was a distinctive disease apart 
from SJS, SJS-TEN overlap and TEN because EM 
affected mainly younger age group, predominantly 
under 15 years and also had excellent outcome. There 
was no mortality and average length of hospital stay 
was relatively short (4 days). Regarding an etiology of 
EM, our study differed from previous study which 
infection was the cause in the majority7. We proposed 
hypothesis of the oversensitivity in diagnosis of drug 
induced cutaneous reaction in childhood patients. 
Infection may exhibit nonspecific clinical sign and 
symptoms which usually led to empirical antibiotic 
treatment.  The subsequent development of cutaneous 
rash from infection might mislead physician to the 
diagnosis of drug induced EM.  However, the drug 
induced disease in EM group was lower than SJS, SJS-
TEN overlap and TEN group. 

For Severe Cutaneous Adverse Reactions (SCARs); 
SJS, SJS-TEN, our data showed that the 3 most 
common suspected causative drugs were 
carbamazepine, trimethoprim-sulfamethoxazole and 
allopurinol, which accounted for  11%, 9% and 8% of 
all drugs, respectively.  The EUROSCAR study, which 
was one of the world|s largest population base analysis, 
demonstrated same 3 leading culprit drugs, although in 
different order.9 The finding underscored the high 
potential of carbamazepine, trimethoprim-
sulfamethoxazole and allopurinol in causing severe 

cutaneous adverse reactions. Fortunately, the risk of 
SJS, SJS-TEN overlap and TEN from carbamazepine 
and allopurinol could be reduced by screening a unique 
HLA , especially in  Asian patients. Tassaneeyakul et 
al, showed a strong association in Thai population 
between the HLA-B*1502, SJS and carbamazepine10. 
This study also demonstrated high association with odds 
ratio (OR) of 54.76, 88.10%. sensitivity and specificity, 
1.92% positive predictive value (PPV) and 99.96% 
negative predictive value. However the same genetic 
correlation could not be shown in Japanese, U.S. and 
Europeans. 11-13 For allopurinol, the risk of SJS/TEN 
was significantly greater in patients with HLA-B*5801 
with an odds ratio of 348.3, 100% sensitivity and 87% 
specificity.  This association also found in Japanese 
patients11, and to a lesser extent, in patients of European 
origin14. Thus, HLA-B screening prior to administration 
of carbamazepine, allopurinol or other drugs which 
SCAR should be recommended after cost effectiveness 
analysis. 

Although several systemic treatment protocols for 
TEN have been published, none has been formally 
established in a randomized controlled trial, and hence 
cannot definitively be proposed as a treatment regimen. 
Management requires early recognition and immediate 
withdrawal of any potential causative agents. Many 
patients took different drugs simultaneously preceding 
the onset of clinical symptoms. There are no reliable 
tests to demonstrate the link between a single case and a 
specific drug. The determination of the culprit drug 
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relies on clinical assumption, mainly based on the 
timing of the reaction. A mean time of 14 days from 
initial drug administration to the onset of TEN has been 
noted15. Moreover, the sensitizing properties of different 
drugs should be taken into account. In addition, fluid 
replacement, electrolyte balancing, nutritional support, 
and intensive care handling are essential. With regard to 
local management, wounds should be treated with care, 
similar to the sterile procedures performed for severe 
thermal burns, to prevent epidermal detachment. 
Oozing areas are covered by nonstick dressings and 
changed at appropriate times based on local conditions. 
Antibiotics are utilized locally according to clinical sign 
of wound infection or wound cultures.  

Role of systemic corticosteroids in the treatment of 
SJS/TEN is controversial. Engelhardt16 claimed that 
corticosteroids given 48 hours or more prior to 
admission are associated with an increase in the 
incidence of infection, length of stay, and mortality. 
Kelemen et al.17 indicated that steroid therapy was an 
independent factor for increased mortality in 
multivariate analysis of prognostic factors. Murphy18 
reported excessive mortality associated with prolonged 
use of systemic steroid therapy from retrospective 
review of 44 cases. Other opponents suggested an 
increased risk of sepsis, prolonged length of hospital 
stay, and increased mortality in TEN patients treated 
with corticosteroids19, 20.However, several authors have 
concluded that the negative outcome of corticosteroids 
may related to the onset, dosage and length of therapy. 

Corticosteroids may indeed impair wound healing and 
promote sepsis.21 Support for the use of corticosteroids 
has recently come from the publication of a large 
retrospective study9. They evaluated the effect on death 
of treatment administered after hospital admission in a 
cohort of 281 patients with SJS or TEN from France 
and Germany enrolled in EuroSCAR, a prospective 
case-control study of risk factors. The study displayed 
corticosteroids were more commonly used in Germany 
(87% of patients) than in France (45%), also with a 
higher maximum dose in Germany. Analyzing only 
patients with single-drug treatment, the authors 
observed a significant odds ratio for corticosteroids vs 
supportive care in Germany, but this was not validated 
by the outcomes in France. The authors suggested that 
their results were partly explained by the considerably 
higher dosage of corticosteroids use in Germany. Other 
study which supported the positive effect of systemic 
corticosteroids underscored the early initiation of 
treatment and high dosage22, 23. Kardaun et al3 showed 
dexamethasone pulse therapy, 1.5 mg/kg/day, 
intravenously for three consecutive day  reduced 
mortality rate predicted by SCORTEN. Tripathi et al.24 
demonstrated prompt treatment with corticosteroids in 
SJS may reduce morbidity. Our study supported the 
benefit of early treatment with systemic corticosteroids 
on survival. Also, no significant prolongation of 
hospital stay. Many reviewed mechanism of steroids in 
inhibiting inflamation has recently be proposed.6,25,26    
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Our study had limitations, according to 
retrospective nature of the study, we could not 
completely collect some important data, such as the 
SCORTEN and day of skin re-epithelization. For the 
rate of infection, it was difficult to determine whether 
some infection may be secondary to systemic 
corticosteroids.  
Conclusions 

1. The 3 most common drugs causing severe 
cutaneous adverse reaction (SCAR) in Ramathibodi 
Hospital during 2002-2009 were carbamazepine, 
trimethoprim-sulfamethoxazole and allopurinol. 

2. From our study, systemic corticosteroids 
demonstrated potential benefit on survival and no 
evidence of prolonged hospitalization. 
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elasticity and color of human skin. 
Rungsima Wanitphakdeedecha MD MA MSc,  

Chanida Ungaksornpairote MD,  

Woraphong Manuskiatti MD, 

Uraiwan Panich MD PhD, 

Pravit Akarasereenont MD PhD. 

ABSTRACT: 
WANITPHAKDEEDECHA R,* UNGAKSORNPAIROTE C,* MANUSKIATTI W,* PANICH U,** 

AKARASEREENONT P.** THE EFFECTS OF TETRAHYDROCURCUMIN (THC) IN 

CURCUMINOID CREAM ON THE HYDRATION, ELASTICITY AND COLOR OF HUMAN SKIN. 

THAI J DERMATOL 2016; 32: 106-115. 

*DEPARTMENT OF DERMATOLOGY, FACULTY OF MEDICINE SIRIRAJ HOSPITAL, MAHIDOL 

UNIVERSITY, BANGKOK, THAILAND. 

**DEPARTMENT OF PHARMACOLOGY, FACULTY OF MEDICINE SIRIRAJ HOSPITAL, MAHIDOL 

UNIVERSITY, BANGKOK, THAILAND. 

Tetrahydrocurcumin (THC) plays an important role in the antioxidant mechanism resulting in the significant 
neutralization of free radicals in a dose-dependent manner. Recent studies revealed the superior free radical scavenging 
ability of THC. This action is of particular interest for cosmetics, in terms of, ultraviolet protection and anti-aging 
preparations. 
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Objective: To study the efficacy of THC and liposome in curcuminoid cream (GPO curmin, Government 
Pharmaceutical Organization) in hydration, elasticity, and color of human skin 

Methods: Eighty female volunteers aged 30-45 years with normal skin were recruited to the study. The 
volunteers were randomly divided into 4 groups and treated with; (A) GPO curmin cream containing both THC and 
liposome, (B) GPO curmin cream containing THC without liposome, (C) GPO curmin cream containing liposome without 
THC, and (D) vehicle controlled cream. All volunteers were asked to apply 1 gram of cream on their face twice a day for 
4 weeks. Skin hydration, elasticity, and color were measured at baseline and 4 weeks after treatment by Corneometer CM 
825, Cutometer MPA 580, and Dermospectrometer, respectively, at chin and both cheeks.   

Results: Seventy eight subjects (20 in group A, 20 in group B, 19 in group C, and 19 in group D) completed 
treatment protocol. The baseline skin hydration, elasticity, and color in all groups were not significantly different 
(p=0.954, p=0.727, and p=0.560, respectively). Skin hydration, elasticity, and color at 4 weeks after treatment in all 
groups also demonstrated no significant differences (p=0.570, p=0.137, and p=0.445, respectively). Skin hydration was 
significantly decreased in group C (p=0.030). Skin elasticity was significantly increased in group A, C and D (p=0.002, 
p<0.001, and p=0.021, respectively). Skin color was significantly improved in all groups (p<0.001) 

Conclusions: THC and liposome provided no improvement in skin hydration in all groups. Significant lighter in 
skin color were found in all groups. Skin elasticity was improved in all group, except group B. The other ingredients in 
vehicle might be responsible for these significant results.  

Key words: tetrahydrocurcumin, curcuminoid cream, skin hydration, skin elasticity, skin color 
 

=>?@ABCD: 
E@FGHIJ KLHMN@กAPQAMJ*, MRHAJ DSTFD@กUEVWXEYRZ*, KEWFUZ IR@GQกPBE[H*, D\VEKEEL WJRHM**, ]E^KH>BZ D@?EQGEP

RR>Z** _`aDFGJEGก@AYJกaIHTRM@R (TETRAHYDROCURCUMIN; THC) bR CURCUMINOID CREAM [CD

?KJIM\CIMcTR ?KJIBcAdB\CRe`^GP_HKdR@F KJEGJEXE?_HKdR@F 2559; 32: 106-115. 

*23456738956:;3 4<=>?:;@3A8BC@6B6B37?;3D3E FG356:;3EH;FG6IE 

**2345673J2AH756:;3 4<=>?:;@3A8BC@6B6B37?;3D3E FG356:;3EH;FG6IE 

?@A?กCDE@กFGHIJKCJ (tetrahydrocurcumin; THC) GLMNM@N?O@PCQRJกASMTJก@AUV@JWJXGYZWH?AS [D\K]T\ZD
^AHG@_WJXGYZWH?AS ^ÈEXMCJJLIGLa@JTHEC\NLbcH?YEJdReVfegJhiaPT@G?@G@AhRJก@AUV@JWJXGYZWH?ASFWa?@A THC DVT\
PX_?GMCUHJLIfWa ก@AJO@G@RKVf^jJ?]TJ^ASกWMRJfPAkbWa?O@W@a ESfKkbWT]@?@G@Ah^lWaกCJWCJUA@\E@กACa?LWCZUAV@mT[WfZU 
nZSKSZWก@Af?kbWG?o@cFWapHTeJCamDV 
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K@[g\]E^GF?Z: fckbWqiกr@^AS?HNsHpZ?@A THC nZS liposome NLbW\Y]RJpZHUoC_tdMO@AXapHT curcuminoid cream 
(GPO curmin, WaPdก@Afo?CKกAAG) RJDV@JfcHbGPT@GKX]GKkIJ PT@G\kDe\X]J nZSก@A^ACM?LpHT 

K@GA\e`^KHhPกJE: W@?@?GCPAfcqeQHa 80 A@\ NLbGLW@\XUCIanU] 30-45 ^u nZSGL?XFo@cpHT^กUH mDVhYกPCDfZkWกReVfFV@
A]TGRJก@ATHEC\JLI [D\NLbW@?@?GCPANCIaeGDEShYก?X]GReVReVmDVACMก@AACกr@DVT\pZHUoC_tdNLbnUกU]@aกCJ 4 กZX]G DCaJLI (A) GPO 
curmin cream NLbGLTHC nZS liposome f^jJ?]TJ^ASกWM, (B) GPO curmin cream NLbGL THC f^jJ?]TJ^ASกWM[D\mG]GL 
liposome, (C) GPO curmin cream NLbGL liposome f^jJ?]TJ^ASกWM[D\mG]GL THC, nZS (D) vehicle controlled cream NLbmG]GL
NCIa THC nZS liposome f^jJ?]TJ^ASกWM W@?@?GCPAnU]ZSกZX]GESUVWaN@pZHUoC_tdPACIaZS 1 กACGNCbTRMeJV@ TCJZS 2 PACIa 
f^jJAS\SfTZ@ 4 ?C^D@ed NO@ก@A^ASfGHJpZPT@GKX]GKkIJFWapHTeJCa PT@G\kDe\X]J nZS?LpHT MAHfT_P@a nZSnกVGNCIa 2 FV@a 
DVT\fPAkbWa Corneometer CM 825, Cutometer MPA 580, nZS Dermospectrometer U@GZO@DCM NLbก]WJก@AACกr@nZS 4 ?C^D@ed
eZCaก@AACกr@ 

_`: GLpYVfFV@A]TGก@ANDZWa 78 PJNLb^vHMCUHU@GFCIJUWJก@ATHEC\EJPAM (กZX]G A 20 PJ, กZX]G B 20 PJ, กZX]G C 19 
PJ nZSกZX]G D 19 PJ) ก]WJก@AACกr@cMT]@ PT@GKX]GKkIJFWapHTeJCa PT@G\kDe\X]J nZS?LpHT RJnU]ZSกZX]GmG]nUกU]@aกCJ
W\]@aGLJC\?O@PCQN@a?hHUH (p=0.954, p=0.727, nZS p=0.560 U@GZO@DCM) NLb 4 ?C^D@edeZCaก@AACกr@cMT]@ PT@GKX]GKkIJFWa
pHTeJCa PT@G\kDe\X]J nZS?LpHT RJnU]ZSกZX]G \CaPamG]nUกU]@aกCJW\]@aGLJC\?O@PCQN@a?hHUH (p=0.570, p=0.137, nZS 
p=0.445 U@GZO@DCM) PT@GKX]GKkIJFWapHTeJCaZDZaW\]@aGLJC\?O@PCQRJกZX]G C (p=0.030) PT@G\kDe\X]JfcHbGFiIJW\]@aGL
JC\?O@PCQRJกZX]G A, C nZS D (p=0.002, p<0.001 nZS p=0.021 U@GZO@DCM) ?LpHTDLFiIJRJNXกกZX]GW\]@aGLJC\?O@PCQ (p<0.001) 

GE\]_`: THC nZS liposome mG]GLpZU]WPT@GKX]GKkIJFWapHTeJCa ?LFWapHTeJCaRJpYVfFV@A]TGก@ANDZWaNXกกZX]GE@a
ZaW\]@aGLJC\?O@PCQ PT@G\kDe\X]JRJpYVfFV@A]TGก@ANDZWaGLP]@fcHbGFiIJRJNXกกZX]GW\]@aGLJC\?O@PCQ \กfTVJกZX]GNLbmDVACM
pZHUoC_tdMO@AXapHTGL?@A THC nU]mG]GL liposome ?@A^ASกWMWkbJNLbGLW\Y]RJpZHUoC_tdJWกfeJkWE@ก THC nZS liposome W@E
?]apZU]WPT@G\kDe\X]JnZS?LFWapHTeJCaFWapYVfFV@A]TGก@ANDZWa 

?iJGiJ?@j: tetrahydrocurcumin, curcuminoid cream, PT@GKX]GKkIJFWapHTeJCa, PT@G\kDe\X]JFWapHTeJCa, ?LpHT 
 

=>RiJ 
pHTeJCaf?kbWG?o@cก]WJTC\ (premature ageing of 

skin) f^jJ^`Qe@eJibaNLb?O@PCQRJ?UALnZSf^jJ?@feUXNLbNO@
ReVPJmN\UVWaf?L\P]@RKVE]@\f^jJEO@JTJG@กRJก@AwkIW
pZHUoC_tdRJกZX]GfTK?O@W@a[D\fxc@S?HJPV@A@P@nca
E@กU]@a^ASfNq DCaJCIJ^`EEXMCJ^ASfNqmN\EiaGLJ[\M@\
?]af?AHGก@AcCyJ@\@ATGNCIapZHUoC_tdRJกZX]GfTK?O@W@a
E@ก?GXJmcAmN\ W\]@amAกgU@GRJก@AJO@?@AU]@azRJ

?GXJmcAG@RKVRJGJXr\dPTAGLeZCก{@JN@aTHN\@q@?UAd
G@?JCM?JXJW\]@afcL\acWE@กก@Aqiกr@NCIaRJeZWD
NDZWanZSRJGJXr\dhia^AS?HNsHo@cnZSPT@G^ZWDoC\
FWa?@AE@ก?GXJmcAfckbW^AS[\KJd?Ya?XDFWapYVMAH[oP
nZSfckbW?]af?AHGqCก\o@cFWapZHUoC_tdmN\ReVmDVACMก@A
\WGACMnZSmDVG@UA{@JASDCM?@กZ 

Curcuminoid cream f^jJpZHUoC_tdE@กFGHIJKCJNLb
pYVMAH[oPReVก@A\WGACMRJASDCMeJiba[D\GL?]TJ^ASกWM
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?O@PCQ PkW tetrahydrocurcumin (THC) nZS THU@GHJ WL 
(vitamin E) wibaf^jJ?@AUV@JWJXGYZWH?AS (antioxidants) NLb
GL^AS?HNsHo@c[D\GLก@Aqiกr@NCIaRJeZWDNDZWa, RJ
?CUTdnZSRJGJXr\d1-5 W\]@amAกgU@GกZmกก@AWWก|NsH}
FWa THC RJก@A^lWaกCJnZS\CM\CIao@TSf?kbWG?o@cFWa
pHTeJCaPTAGLก@ATHEC\nZSGLeZCก{@J?JCM?JXJfcHbGfUHG
ATGNCIaก@Aqiกr@PT@G^ZWDoC\FWa THC U]WpHTeJCa  

E@กก@Aqiกr@ fKkbWT]@WJXGYZWH?AS (free radicals) f^jJ
?@feUXeJibaNLb?O@PCQRJก@ANO@ReVpHTeJCaf?kbWG?o@c 
DCaJCIJ?@ANLbGL|NsH}\CM\CIaeAkWKSZWก@Af?kbWG?o@cFWa
pHTeJCaEiaJ]@ESGLกZmกfกLb\TFVWaกCMก@A\CM\CIaWJXGYZ
WH?AS  

neZ]aกO@fJHDFWaWJXGYZWH?ASNLb?O@PCQPkW ACa?LWCZUAV@
mT[WfZUE@กn?anDD (Ultraviolet, UV), GZo@TSnZS
PT@GfPAL\D wibaWJXGYZWH?ASfeZ]@JLIESNO@ReVfกHDo@TSNLb
fAL\กT]@WWกwHfDNL�?fUA? (oxidative stress)6 ก]WReVfกHD
ก@ANO@Z@\nZSก@AU@\FWafwZZdpHTeJCa mDV[D\  

1.  ก@AfcHbGFiIJFWafWJmwGdfGNAHกwdfGNCZ[Z[^AULJ
fJ? (matrix metalloproteinases, MMPs) wibaf^jJfWJmwGd
NLbNO@eJV@NLb\]W\?Z@\[^AULJo@\JWกfwZZdNO@ReVfwZZd
eZXDE@กกCJf^jJ?@feUXFWaก@ANO@Z@\PWZZ@fEJ 
(collagen) nZS WHZ@?UHJ (elastin) NO@ReVpHTeJCa?YQf?L\
PT@G\kDe\X]JnZSfกHDก@AfeLb\T\]J DCaEScMfWJmwGdJLI
G@กRJfwZZdNLbRกZVU@\U@GW@\XNLbfcHbGFiIJ    

2.  o@TSNLbfwZZdpHTeJCa (keratinocytes), fwZZdfGZ@
[JmwUd (melanocytes) nZSfwZZdm�[MAMZ@?Ud 
(fibroblasts) hYกNO@Z@\nZSU@\ (apoptosis) [D\E@ก
ก@Aqiกr@cMT]@ apoptosis f^jJo@TSfAHbGnAกFWaก@A
f?kbWG?o@cFWafwZZdpHTeJCa (ageing) wibaJO@m^?Y]ก@A

?YQf?L\PT@GKX]GKkIJnZSpHTeJCafeLb\T\]JRJNLb?XD ?@feUX
FWa apoptosis cMT]@fกHDE@ก 

2.1  o@TS oxidative stress NO@Z@\mFGCJ [^AULJ 
nZSDLfWgJfWRJfwZZd 

2.2  ก@AZDZaFWa antioxidants o@\RJA]@aก@\ fK]J 
กZYUV@ms[WJ (glutathione, GSH), fWJmwGdNLb?O@PCQRJ
กASMTJก@AU]WUV@JWJXGYZWH?AS fK]J fWJmwGdPSUSfZ? 
(catalase), fWJmwGdกZYUV@ms[WJf^WAdWWกwHfD? 
(glutathione peroxidase) nZS fWJmwGdwYf^WAdWWกmwDd
mDGHTfN? (superoxide dismutase)  

DCaJCIJ e@ก?@A THC GLpZRJก@A\CM\CIaWJXGYZWH?AS 
ก@ARKVpZHUoC_tdNLbGL?@A THC EiaJ]@ES?]apZU]WZCกr_S
N@aก@\o@cFWapHTeJCaNCIaDV@Jก@AfcHbGPT@GKX]GKkIJ 
PT@G\kDe\X]JFWapHTeJCa nZSก@A^ACM?LpHTE@กpZFWa
ก@A^lWaกCJACa?LWCZUAV@mT[WfZUDCaNLbmDVกZ]@TG@nZVT
FV@aUVJ 

K@[g\]E^GF?Z 
fckbWqiกr@^AS?HNsHpZFWa?@A THC nZS liposome 

NLbW\Y]RJpZHUoC_tdMO@AXapHT curcuminoid cream RJDV@J
fcHbGPT@GKX]GKkIJ PT@G\kDe\X]J nZSก@A^ACM?LpHT 
K@GA\e`^KHhPกJE 

^ASK@กANLbfFV@ACMก@Aqiกr@ wibamDVE@กpYV?JREwiba
NA@MFVWGYZก@ATHEC\JLIE@กก@AUHD^ASก@qmTV _ MAHfT_
U]@az FWa[Aac\@M@ZqHAHA@K fK]J NLbeJ]T\UATE[AP
pHTeJCa nZSU@GMWAdD^ASก@qU]@a z FWa[Aac\@M@ZqH-
AHA@K [D\mDVACMก@AWJXGCUHE@กpYVWO@JT\ก@A[Aac\@M@Z 
qHAHA@K ncN\dpYVNO@ก@ATHEC\ESf^jJpYVDO@fJHJก@AFWPT@G
\HJ\WGE@กpYV^�T\ 

fก_tdก@APCDfZkWกW@?@?GCPAfFV@A]TG[PAaก@A 
(Inclusion criteria) 
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1. fcqeQHaW@\XASeT]@a 30-45 ^u 
2. mG]GL[APN@apHTeJCaNLbW@EESGLpZกASNMU]W

ก@Aqiกr@ fK]J pHTeJCaWCกf?M eAkW ก@AUHDfKkIWMJ
RMeJV@ 

3. mG]fP\mDVACMก@AACกr@DVT\\@N@MJRMeJV@G@
ก]WJ f^jJfTZ@W\]@aJVW\ 1 fDkWJ 

4. mG]fP\fFV@A]TGRJก@ANDZWaN@aPZHJHกRJ
AS\SfTZ@ 1 fDkWJก]WJก@Aqiกr@PACIaJLIESfAHbGFiIJ 

5. mG]mDVACM\@ pZHUoC_tdMO@AXapHTWkbJRD pZHUoC_td
f?AHGW@e@A eAkWTHU@GHJ o@\RJ 14 TCJก]WJก@ARKV
pZHUoC_td ASeT]@aก@Aqiกr@EJกASNCbanZVTf?AgE e@กGL
PT@GEO@f^jJUVWaRKV\@WkbJRD UVWanEVaReVncN\deAkWfo?CK
กANLbPTMPXGก@Aqiกr@NA@M 

6. \HJDLfFV@A]TGRJก@ATHEC\ [D\PT@G?GCPAREcAVWG
NCIaZaJ@GRJRMn?DaPT@G\HJ\WG NCIaJLIW@?@?GCPANXก
PJESmDVACMก@AWsHM@\E@กpYVTHEC\hia TCUhX^AS?aPdFWa
ก@ATHEC\ THsLก@ATHEC\ WCJUA@\eAkWW@ก@ANLbW@EfกHDFiIJE@ก
ก@ATHEC\ eAkWE@ก\@NLbRKV ATGNCIa^AS[\KJdNLbESmDVACME@ก
ก@ATHEC\[D\ZSfWL\D nZSGLPT@GfFV@REDLnZVT 

fก_tdก@AfZkWกW@?@?GCPAWWกE@ก[PAaก@A 
(Exclusion criteria) 

1. fcqK@\ 
2. GL^ASTCUH^�T\f^jJ[APN@apHTeJCaNLbW@EESGL

pZกASNMU]Wก@Aqiกr@fK]J pHTeJCaWCกf?M eAkWก@AUHD
fKkIWMJRMeJV@ 

3. pYVNLbncN\dfegJT]@mG]feG@S?GNLbESfFV@A]TGก@ATHEC\ 
fก_tdก@AReVfZHกE@กก@Aqiกr@ (Discontinuation 

criteria) 
1. W@?@?GCPAmG]^vHMCUHUJU@GNLbกO@eJDRJ

ก@Aqiกr@THEC\ 

2. W@?@?GCPAfกHDW@ก@AFV@afPL\aFWa\@nZSncN\d
fegJ?GPTAReVWWกE@กก@Aqiกr@ 

3. W@?@?GCPAmG]\HJ\WGNLbESfFV@A]TG[PAaก@AU]Wm^ 
AY^nMMก@Aqiกr@f^jJ double blind randomized 

control study  
pYVfFV@A]TGก@ANDZWaESmDVACMก@AnM]af^jJ 4 กZX]G 

กZX]GZS 20 PJ [D\ก@A?X]GDVT\THsLf^�DwWaNLbGLAeC?FWa
ก@A?X]GmTVZ]TaeJV@ mDVnก] 

กZX]GNLb 1 PkW กZX]GNLbmDVACMpZHUoC_td MO@AXapHT 
curcuminoid cream (GPO curmin, WaPdก@Afo?CKกAAG) 
?O@eACMN@pHTeJCa wibapZHUnZSPTMPXGPX_o@c[D\
?h@MCJTHEC\nZScCyJ@\@ WaPdก@Afo?CKกAAG [D\
pZHUoC_tdDCaกZ]@TJLIGL?@A?O@PCQWWก|NsH}PkW THC MAAEX
RJmZ[^[wG (liposome) wibaNO@eJV@NLbJO@c@?@AWWก|NsH}
?Y]pHTeJCaKCIJeJCanNV (dermis) 

กZX]GNLb  2 PkW กZX]GNLbmDVACMpZHUoC_tdMO@AXapHTNLbGL?@A 
THC nU]mG]GL liposome RJ?]TJ^ASกWM 

กZX]GNLb  3 PkW กZX]GNLbmDVACMpZHUoC_tdMO@AXapHTNLbmG]GL
?@A THC nU]GL liposome RJ?]TJ^ASกWM 

กZX]GNLb  4 PkW กZX]GNLbmDVACMpZHUoC_tdMO@AXapHTNLbmG]GLNCIa
?@A THC nZS liposome RJ?]TJ^ASกWM 

ก]WJก@ANDZWa                
1. W@?@?GCPAESmDVACMeJCa?kWnJSJO@ nZSFVWcia

^vHMCUHก]WJfFV@A]TGก@ANDZWa ก]WJก@AZaKkbWRJeJCa?kW
\HJ\WG 

2. nM]aกZX]Gก@ANDZWa[D\ก@A?X]GDVT\THsLf^�DwWaNLbGL
AeC?FWaก@A?X]GmTVZ]TaeJV@   

3. W@?@?GCPAESUVWaZV@aeJV@ReV?SW@D JCbacCกRJ
ZCกr_SNLb?M@\ z mG]UVWaTHUกกCaTZ eAkWUkbJfUVJ RJeVWa
NLbNO@ก@ANDZWaf^jJfTZ@ 15 J@NL fckbW^ACM?o@cA]@aก@\ 
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4. NO@ก@ATCD^AHG@_JIO@RJpHTeJCa [D\RKVfPAkbWaGkW 
Corneometer CM 825, UATE?LpHTeJCa [D\RKVfPAkbWaGkW 
Spectrophotometer nZSPT@G\kDe\X]JFWapHTeJCa [D\RKV
fPAkbWaGkW Cutometer SEM 580 NCIaJLIUO@neJ]aNLbUATETCD
?o@cpHT 3 UO@neJ]aPkW NLb[eJกnกVG 2 FV@a nZSP@a [D\
NLbESGLnp]JcZ@?UHกR?wibaNO@?CQZCกr_dmTVfxc@S
W@?@?GCPAnU]ZSA@\ A@\ZSfWL\DWX^กA_dnZSTHsLก@A
UATETCDGLDCaJLI 

- fPAkbWaGkW Corneometer CM 825 RKVTCD^AHG@_JIO@
FWapHTeJCaRJKCIJ stratum corneum [D\W@qC\eZCกก@A
N@am��l@ (capacitance) PkW JIO@f^jJ?@ANLbGLP]@ dielectric 
constant ?Ya^ASG@_ 81 (P]@JLIESZDZafGkbWWX_eoYGH
?YaFiIJ) RJF_SNLb ?@ANCbTm^GLP]@^ASG@_ 7-8 DCaJCIJ P]@
^ASEXN@am��l@FWapHTeJCa ESFiIJW\Y]กCM ^AHG@_JIO@RJ
pHTeJCaDVT\ ก@ATCDP]@กASNO@mDV[D\JO@ probe nUSZaMJ
pHTeJCa NLbUVWaก@ATCD^ASG@_ 1 THJ@NL P]@NLbW]@JmDVESGL
eJ]T\f^jJ arbitory unit wibaGLP]@ASeT]@a 0-150 unit wiba
?@G@AhTCD^AHG@_JIO@RJpHTeJCamDVZiก^ASG@_ 15 µm. 

- fPAkbWaGkW Spectrophotometer RKVTCD?LpHTeJCa [D\
TCDP]@PT@GnDa (Erythema index) nZSP]@fGgD?L (Melanin 
index) ก@ATCDP]@กASNO@mDV [D\JO@ probe nUSZaMJ
pHTeJCaNLbUVWaก@ATCD^ASG@_ 3 THJ@NL P]@NLbW]@JmDVESGL
eJ]T\f^jJ arbitory unit 

- fPAkbWaGkW Cutometer SEM 580 RKVTCDPT@G\kDe\X]J
FWapHTeJCa [D\RKVTHsL dynamic test nMM suction 
method device fPAkbWaGkW^ASกWMDVT\ probe NLbGL 
aperture FJ@D 2 mm. GL?^AHaNLbGLJIO@eJCกกDPaNLb
^ASG@_ 80 g/cm2 ?@G@Ah?AV@a negative pressure mDV
UCIanU] 20-500 m.bar (^กUHRKV 400-450 m.bar) NO@ReVfกHD 
skin deformity ^ASG@_ 0.1-0.6 mm. RJ probe ESGL 

LED nZS photoreceptor cell wibaESTCD skin deformity NLb
hYกDYDfFV@G@RJ probe ?@G@AhTCDmDVZSfWL\Dhia 0.01 mm. 
100 Hz. (eAkWNXก z 0.01 THJ@NL) P]@NLbTCDmDVE@ก probe ES
hYกf^ZLb\Jf^jJFVWGYZ digital RJ Cutometer nZVT?]am^\Ca
fPAkbWa computer N@a serial port n?DapZf^jJกA@�N@a
EWo@c 

ASeT]@aก@ANDZWa  
ReVW@?@?GCPAN@PALGU@GกZX]GNLbกO@eJD ReVN@PALG

NCbTRMeJV@PACIaZS 1 กACG TCJZS 2 PACIa eZCaZV@aeJV@fKV@ 
nZS ก]WJJWJ f^jJfTZ@J@J 1 fDkWJ 

eZCaก@ANDZWa   
TCD^AHG@_JIO@RJpHTeJCa, ?LpHTeJCa nZSPT@G\kDe\X]J

FWapHTeJCa wIO@WLก 1 PACIa RJUO@neJ]afDL\TกCMNLbUATETCD
PACIanAก  
_` 

E@กpYVfFV@A]TGก@ANDZWa 4 กZX]G กZX]GZS 20 PJ ATG
NCIa?HIJ 80 PJ GLpYVfFV@A]TGก@ANDZWa 78 PJNLb^vHMCUHU@G
FCIJUWJก@ATHEC\EJPAM PkWกZX]GNLb 1 PkW กZX]GNLbmDVACM
pZHUoC_td MO@AXapHT GPO curmin cream ?O@eACMN@
pHTeJCa wibapZHUnZSPTMPXGPX_o@c[D\?h@MCJTHEC\nZS
cCyJ@\@ WaPdก@Afo?CKกAAG [D\pZHUoC_tdDCaกZ]@TJLIGL
?@A?O@PCQWWก|NsH}PkW THC MAAEXRJ liposome wibaNO@
eJV@NLbJO@c@?@AWWก|NsH}?Y]pHTeJCaKCIJ dermis nZS กZX]G
NLb 2 PkW กZX]GNLbmDVACMpZHUoC_tdMO@AXapHTNLbGL?@A THC nU]
mG]GL liposome RJ?]TJ^ASกWM กZX]GZS 20 PJ กZX]GNLb 3 
PkW กZX]GNLbmDVACMpZHUoC_tdMO@AXapHTNLbmG]GL?@A THC nU]GL 
liposome RJ?]TJ^ASกWM nZS กZX]GNLb 4 PkW กZX]GNLb
mDVACMpZHUoC_tdMO@AXapHTNLbmG]GLNCIa?@A THC nZS 
liposome RJ?]TJ^ASกWM กZX]GZS 19 PJ 
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fGkbWJO@FVWGYZNLbmDVE@กก@ANDZWaG@NO@ก@A
f^AL\MfNL\MPT@GKX]GKkIJ PT@G\kDe\X]J nZS?LpHTFWa
pYVfFV@A]TGก@ANDZWaNCIa 4 กZX]G _ ก]WJก@ANDZWa nZS
eZCaก@ANDZWa 4 ?C^D@ed [D\THfPA@SedN@a?hHUHDVT\THsL 
Univariate Analysis of Variance (ANOVA) fckbW
f^AL\MfNL\MFVWGYZASeT]@anU]ZSกZX]G nZSTHsL Pair-t-test 
fckbWf^AL\MfNL\MFVWGYZFWapYVfFV@A]TGก@ANDZWaRJกZX]G
fDL\TกCJ pZก@ATHEC\NLbmDVGLA@\ZSfWL\DDCaJLI 

1. ND?WMpZNLbReVPT@GKX]GKkIJ(moisturising 
activity) 

fckbWNO@ก@Aqiกr@e@P]@^AHG@_JIO@RJpHTeJCa RJ
pYVfFV@A]TGก@ANDZWa 4 กZX]G [D\f^AL\MfNL\MP]@fxZLb\FWa
^AHG@_JIO@RJpHTeJCa _ UO@neJ]aU]@a z MJA]@aก@\ 3 
UO@neJ]aMJRMeJV@ nZSe@P]@fxZLb\ NCIaก]WJnZSeZCaก@A
RKVPALG pZก@ATHEC\cMT]@ fGkbWf^AL\MfNL\MPT@GKX]GKkIJ

FWapHTeJCaก]WJก@ANDZWaRJpYVfFV@A]TGก@ANDZWaNCIa 4 
กZX]G GLP]@mG]nUกU]@aกCJW\]@aGLJC\?O@PCQ (p=0.954) PT@G
KX]GKkIJFWapHTeJCaeZCaก@ANDZWaRJpYVfFV@A]TGก@A
NDZWaNCIa 4 กZX]G GLP]@mG]nUกU]@aกCJW\]@aGLJC\?O@PCQ 
(p=0.570)  

fGkbWf^AL\MfNL\MPT@GKX]GKkIJFWapHTeJCaก]WJnZS
eZCaก@ANDZWaRJpYVfFV@A]TGก@ANDZWao@\RJกZX]G
fDL\TกCJ cMT]@ PT@GKX]GKkIJFWapHTeJCaRJpYVfFV@A]TGก@A
NDZWaกZX]GNLb 1, กZX]GNLb 2 nZSกZX]GNLb 4 GLP]@mG]nUกU]@a
กCJW\]@aGLJC\?O@PCQ (p=0.677, p=0.113, nZS p=0.452 
U@GZO@DCM) ?O@eACMกZX]GNLb 3 wibaf^jJกZX]GNLbmDVACM
pZHUoC_tdMO@AXapHTNLbmG]GL?@A THC nU]GL liposome RJ
?]TJ^ASกWM cMT]@PT@GKX]GKkIJFWapHTeJCaeZCaก@A
NDZWaZDZaW\]@aGLJC\?O@PCQ (p=0.030) DCaA@\ZSfWL\D
RJAY^NLb 1 

 
Ek]>Pl 1 กA@�f^AL\MfNL\MPT@GKX]GKkIJFWapHTeJCaก]WJnZSeZCaก@ANDZWaRJpYVfFV@A]TGก@ANDZWao@\RJกZX]GfDL\TกCJ 

THC and Lipasome THC Orly Lipasame Orly Placebo 

Average Corneometer Before 

Average Corneometer After 

Group 

Corneometer before and after treatment in ezch group 
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2. ND?WMpZNLbReVPT@G\kDe\X]J (elastic activity) 
fckbWNO@ก@Aqiกr@e@P]@PT@G\kDe\X]JFWapHTeJCa RJ

pYVfFV@A]TGก@ANDZWa 4 กZX]G [D\f^AL\MfNL\MP]@fxZLb\FWa
PT@G\kDe\X]JFWapHTeJCa _ UO@neJ]aU]@a z MJA]@aก@\ 3 
UO@neJ]aMJRMeJV@ nZSe@P]@fxZLb\ NCIaก]WJnZSeZCaก@A
RKVPALG fGkbWcHE@A_@P]@ R6 wibaf^jJ?CD?]TJFWa visco-
elasticity wibahV@P]@JLIGLP]@pกpCJกCMPT@G\kDe\X]JFWa
pHTeJCa PkWhV@P]@ R6 GLP]@UbO@n?DaT]@pHTeJCaGLPT@G
\kDe\X]J?Ya pZก@ATHEC\cMT]@ fGkbWf^AL\MfNL\MPT@G
\kDe\X]JFWapHTeJCaก]WJก@ANDZWaRJpYVfFV@A]TGก@A
NDZWaNCIa 4 กZX]G GLP]@mG]nUกU]@aกCJW\]@aGLJC\?O@PCQ 
(p=0.727) PT@G\kDe\X]JFWapHTeJCaeZCaก@ANDZWaRJ

pYVfFV@A]TGก@ANDZWaNCIa 4 กZX]G GLP]@mG]nUกU]@aกCJW\]@aGL
JC\?O@PCQ (p=0.137)  

fGkbWf^AL\MfNL\MPT@G\kDFWapHTeJCaก]WJnZSeZCa
ก@ANDZWaRJpYVfFV@A]TGก@ANDZWao@\RJกZX]GfDL\TกCJ 
cMT]@ PT@G\kDe\X]JFWapHTeJCaRJpYVfFV@A]TGก@ANDZWa
กZX]GNLb 1, กZX]GNLb 3 nZSกZX]GNLb 4 GLP]@?YaFiIJW\]@aGL
JC\?O@PCQ (p=0.002, p<0.001, nZS p=0.021 U@GZO@DCM) 
?O@eACMกZX]GNLb 2 wibaf^jJกZX]GNLbmDVACMpZHUoC_tdMO@AXapHTGL
?@A THC nU]mG]GL liposome RJ?]TJ^ASกWM cMT]@
PT@G\kDe\X]JFWapHTeJCaeZCaก@ANDZWamG]GLP]@nUกU]@a
กCJW\]@aGLJC\?O@PCQ (p=0.107) DCaA@\ZSfWL\DRJAŶ NLb 2 

 
Ek]>Pl 2 กA@�f^AL\MfNL\MPT@G\kDFWapHTeJCaก]WJnZSeZCaก@ANDZWaRJpYVfFV@A]TGก@ANDZWao@\RJกZX]GfDL\TกCJ 

 

3. ND?WMpZRJก@ANO@ReV?LpHTE@aZa (bleaching 
activity) 

fckbWNO@ก@Aqiกr@e@P]@?LpHTeJCa RJpYV fFV@A]TGก@A
NDZWa 4 กZX]G [D\f^AL\MfNL\MP]@fxZLb\FWa?LpHTeJCa _ 

THC and Lipasome THC Orly Lipasame Orly Placebo 

Average R6 Before 

Average R6After 

Group 

Skin elasticity (R6) before and after treatment in each group 
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UO@neJ]aU]@a z MJA]@aก@\ 3 UO@neJ]aMJRMeJV@ nZSe@
P]@fxZLb\ NCIaก]WJnZSeZCaก@ARKVPALG pZก@ATHEC\cMT]@ 
fGkbW f^AL\MfNL\M?LFWapHTeJCaก]WJก@ANDZWaRJ
pYVfFV@A]TGก@ANDZWaNCIa 4 กZX]G GLP]@mG]nUกU]@aกCJW\]@aGL
JC\?O@PCQ (p=0.560) ?LFWapHTeJCaeZCaก@ANDZWaRJ
pYVfFV@A]TGก@ANDZWaNCIa 4 กZX]G GLP]@mG]nUกU]@aกCJW\]@aGL
JC\?O@PCQ (p=0.445)  

fGkbWf^AL\MfNL\M?LFWapHTeJCaก]WJnZSeZCaก@A
NDZWaRJpYVfFV@A]TGก@ANDZWao@\RJกZX]GfDL\TกCJ 
cMT]@ ?LFWapHTeJCaRJpYVfFV@A]TGก@ANDZWaNCIa 4 กZX]G GL
P]@ZDZa (pHTF@TFiIJ) W\]@aGLJC\?O@PCQ (p<0.001 RJNXก
กZX]G) DCaA@\ZSfWL\DRJAY^NLb 3 

 
Ek]>Pl 3 กA@�f^AL\MfNL\M?LFWapHTeJCaก]WJnZSeZCaก@ANDZWaRJpYVfFV@A]TGก@ANDZWao@\RJกZX]GfDL\TกCJ 

 

KHYJELZ  
pZE@ก?@AND?WMRJpYVfFV@A]TGก@ANDZWacMT]@ 

THC nZS liposome mG]GLpZU]WPT@GKX]GKkIJFWapHTeJCa 
PT@G\kDe\X]JFWapHTeJCaRJpYVfFV@A]TGก@ANDZWaGLP]@
fcHbGFiIJRJNXกกZX]GW\]@aGLJC\?O@PCQ \กfTVJกZX]GNLbmDVACM
pZHUoC_tdMO@AXapHTGL?@A THC nU]mG]GL liposome ?LFWa
pHTeJCaRJpYVfFV@A]TGก@ANDZWaNXกกZX]GE@aZaW\]@aGL

JC\?O@PCQ ATGm^hiaกZX]GNLbmG]mDVRKVpZHUoC_tdNLbGL THC 
eAkW liposome f^jJ?]TJ^ASกWM wibaW@Ef^jJm^mDVT]@GL
?@A^ASกWMWkbJNLbW\Y]RJpZHUoC_tdJWกfeJkWE@ก THC 
nZS liposome NLbW@E?]apZU]WPT@G\kDe\X]J nZS?LFWa
pHTeJCaFWapYVfFV@A]TGก@ANDZWa NCIaJLIPTAGLก@Aqiกr@
fcHbGfUHGU]Wm^  

THC and Lipasome THC Orly Lipasame Orly Placebo 

Average Melanin index Before 

Average Melanin index After 

Group 

Melanin index before and after treatment in each group 
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nZSE@กpZก@AND?WMRJpYVfFV@A]TGก@ANDZWaJLI mG]
?@G@Ah?AX^mDVT]@ THC GL|NsH}UV@JWJXGYZWH?ASmDV wiba
nUกU]@aE@กpZก@Aqiกr@RJASDCMfwZZd (in vitro study) 
NCIaFWaP_SpYVTHEC\fWa nZSFWa Kadoma nZSP_S7 NLb
?@G@Ah?AX^mDVT]@ THC GL|NsH}UV@JWJXGYZWH?AS [D\
?@G@Ah\CM\CIao@TS oxidative stress, fcHbG^AHG@_ GSH  
nZSfcHbGก@ANO@a@JFWafWJmwGdNLb?O@PCQRJกASMTJก@A
U]WUV@JWJXGYZWH?AS NCIaJLIW@EfJkbWaG@E@กก@Aqiกr@RJ
GJXr\dGL^ÈEC\?O@PCQNLbUVWaPO@Jiahia NCIa^`EEC\o@\RJ mDVnก] 
^`Qe@ก@ADYDwiGFWa?@AND?WMp]@JpHTeJCa 
(percutaneous absorption) NCIaJLIcMT]@RJ in vitro study 
PT@GfFVGFVJFWa THC NLb ≤ 125 µg/ml ?@G@AhNO@ReV
fกHD|NsH}U]WfwZZdmDV RJF_SNLbก@AND?WMRJpYVfFV@A]TG
THEC\ RKV?@A THC RJ^AHG@_ 325 µg ([D\PO@JT_E@ก
^AHG@_ THC liposome (5%) RJ GPO curmin cream = 
50 mg THC liposome/1 g GPO curmin cream wibaGL
^AHG@_ THC 0.65% = 325 µg THC/1 g GPO curmin 
cream) wibaGL^AHG@_G@กกT]@RJ in vitro study nU]mG]fกHD
pZZCcsdNLbUVWaก@A n?DaReVfegJT]@^`EEC\ก@ADYDwiGFWa 
THC p]@JN@apHTeJCaW@ENO@ReV^AHG@_ THC 
f^ZLb\Jn^Zam^mDV wibaW@EEO@f^jJUVWaGLก@Aqiกr@fcHbGfUHG
N@aDV@Jก@AJO@?]a\@p]@JN@apHTeJCa (transdermal 
delivery) U]Wก@ADYDwiGFWa THC p]@JpHTeJCaKCIJeJCa
กO@cAV@ (epidermis) nZSeJCanNV (dermis) U]Wm^ nZS
^`EEC\o@\JWก PkW ก@APTMPXG^AHG@_ACa?LWCZUAV@mT[W
fZUNLbpYVfFV@A]TGก@ANDZWanU]ZSPJmDVACM wibaW@EmG]
fN]@กCJ 

[D\?AX^ THC nZS liposome mG]GLpZU]WPT@GKX]GKkIJ
FWapHTeJCa PT@G\kDe\X]JFWapHTeJCaRJpYVfFV@A]TGก@A
NDZWaGLP]@fcHbGFiIJRJNXกกZX]GW\]@aGLJC\?O@PCQ \กfTVJ

กZX]GNLbmDVACMpZHUoC_tdMO@AXapHTGL?@A THC nU]mG]GL 
liposome ?LFWapHTeJCaRJpYVfFV@A]TGก@ANDZWaNXกกZX]G
E@aZaW\]@aGLJC\?O@PCQ ?@A^ASกWMWkbJNLbGLW\Y]RJ
pZHUoC_tdJWกfeJkWE@ก THC nZS liposome W@E?]apZ
U]WPT@G\kDe\X]JnZS?LFWapHTeJCaFWapYVfFV@A]TGก@A
NDZWa 
กH[[H?\L]E^กJm 

[PAaก@ATHEC\mDVACMNXJWXDeJXJก@ATHEC\E@กP_S
ncN\q@?UAdqHAHA@Kc\@M@Z Ge@THN\@ZC\GeHDZ nZS
WaPdก@Afo?CKกAAG 

P_SpYVTHEC\FWFWMPX_o@PTHK@UETHN\@ P_S
ncN\q@?UAdqHAHA@Kc\@M@Z Ge@THN\@ZC\GeHDZ NLb
fWkIWf���W?h@JNLbRJก@ATHEC\ PX_oC??A@ กZbO@?TC?DH} nZS
PX_cA?XF n\VGfZgกJVW\ fEV@eJV@NLb��@\a@JTHEC\ wibaK]T\
^AS?@Ja@JRJก@AUHDU]WW@?@?GCPAnZSPX_?Xs@?HJL 
oCNATDL JCกTHN\@q@?UAdpYVwibaWO@JT\PT@G?SDTกRJก@A
RKVfPAkbWaGkWUATETCD?o@cpHT 
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Background: Hydnocarpus anthelminthicus, krabao in Thai, a herbal medicine, has been used mainly for the 
treatment of leprosy. Oil extracted from its seeds ,chaulmoogra oil - administered orally shown an anti-inflammatory and 
anti-nociceptive activities in animal model. Psoriasis is a chronic inflammatory disease which involves multiple immune 
mechanisms which cause abnormal keratinocytes proliferation and differentiation. Chaulmoogra oil has been used in Thai 
herbal remedies for psoriasis but its efficacy has never been elucidated. 

Objectives: to determine whether topical chaulmoogra oil can enhance the efficacy of topical steroid in the 
treatment of psoriasis. 

Materials and methods:  Randomized double-blinded intra-individual control trial was conducted in 27 patients 
with symmetrical stable chronic plaque type psoriasis. Half-body lesions were randomized to treat with topical 0.1 percent 
o/w triamcinolone acetonide in chaulmoogra oil or 0.1 percent o/w triamcinolone acetonide in mineral oil, which served 
as control, twice daily for 4 weeks. Local psoriasis severity index and physician6s global assessment were evaluated at 
baseline, and at the second and fourth week by investigators and photographs. Patient satisfaction was evaluated at the last 
visit. 

Results: 24 patients completed the study. Both 0.1 percent o/w triamcinolone acetonide in chaulmoogra oil and 
control regimen significantly reduced erythema, thickness and scales of index lesions (p-value < 0.0011,p-value= 0.0038 
and p-value= 0.0038, respectively). In contrast, the mean difference in areas of index lesion after treatment was 
significantly increased in the chaulmoogra oil treated side. However, after combining all parameters, the PASI score 
reduced significantly from the baseline on both side (p-value =0.0001).There were significant improvements of 
physician6s global assessment and visual analogue scale of itchiness and irritation in both sides. Overall satisfaction scores 
of the treated group and the controlled group were not significant difference, 6.87(±2.10) and 7.30(±1.93), respectively   
(p-value = 0.12). 

Conclusion: 0.1 percent o/w triamcinolone acetonide in chaulmoogra oil or in mineral oil demonstrated similar 
efficacy in term of erythema, thickness scales and reduction of psoriatic index lesions. The effect of triamcinolone 
acetonide in chaulmoogra oil preparation was not superior to the standard preparation of 0.1% triamcinolone acetonide 
cream. 

Keyword:  psoriasis, chaulmoogra oil, krabao, Hydnocarpus anthelminthicus oil 
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:;<=>?@A : 
BCA?DEBF GHIJKLHHML=NOP  M=QRP H=DSTOPLUO  กPHGWกXPY::EIกCK@EZ[HI?:Z;I?: ZB\]A[HTZEUO[HTJU;^U_PB`Aa
ObcPE=OJก=>dPกZECe>กHTZ:PfOกPHZJHUEg;^UhกPHH=กXPiH<JTZกe>ZaUOH@LEก=: 0.1% jSHYAEkUiOiCO LPHJPHiH<
lULmO=a 2559; 32: 116-129. 
3456789:;<634=> ?@:6<A@B@7C9D@EF9G :HIJKL7D@EF9G89>K7@M@N9@O@P<MQR O3@6<L7@N=7O3<QN 

 DEFGHIJกLMJNOGJกOMPQกJRSSTJUVWQXOYGZR[T (keratinocyte) \]^NX_`aQกDOMbกXOJbcGDSPQกU`QaDOMbกXO[QN
d_GefกWWaŴ`aก_]HOFNกWIXfgGX^V[hJRSST (T cell) [iQjkgJกOMกQWV_กJH]JWElVW_N GliQa_GHก_MPQกJaSLMกWIJ]Qahm[eOnSMกQWV_กJH]
PoNpqกGiQaQjrgW_กsQYWUXOMJrElVkSQtrGOM Jr̂G YWUJWElVG ROuvSOH kWEVjrgJbcGtQHaQG\DS \SIYWUHIJกLMJNOG\X^ZâJUtah
กQWwoกsQbWIHO[eOxQdyVNGliQa_GHก_MJaSLMกWIJ]QjGกQWW_กsQYWUHIJกLMJNOGaQก̂VG 
 L=SoK[HTJa<p : JdEFVbWIJaOGbWIHO[eOxQdyVNGliQa_GHก_MPQกJaSLMกWIJ]QjGกQWW_กsQYWUHIJกLMJNOGŴ`aก_] 0.1 
JbVWTJRLGXT ZXW\VaROYGYSGVIJRYXZGMT 
 LU^IกPHGWกXP : Dqgbz`tHIJกLMJNOGrGOMb{|GkGQJWElVW_N (plaque) [hFDEFGกWIPQtJ[^Qก_G[_lNHVNygQNPiQG`G 27 UG DEFGMgQG
kGoFNW_กsQMg`ttQ[QZXW\VaROYGYSGVIJRYXZGMT 0.1 JbVWTJRLGXT (0.1% Triamcinolone acetonide cream) DHaGliQa_GHก_M
PQกJaSLMกWIJ]Q VhกMgQGJbcGกSfâU`]UfaW_กsQMg`ttQ[QZXW\VaROYGYSGVIJRYXZGMT 0.1 JbVWTJRLGXTDHaGliQa_GaOJGVWTW_S 
(mineral oil) [Q _̀GSI2UW_lN JbcGJ`SQ 4 H_bMQkT bWIJaOGDSkS_NW_กsQ 2 \SI 4 H_bMQkT YMtbWIJaOGUI\GGW`ayVNU`Qa
\MN U`QakGQ \SIyft  _̀MdElG[hFWVtYWUX_`Mg`tYbW\กWaYuYXgrLV] (photoshop) \SI bWIJaOGVQกQWYMt\d[tT 
(Physician6s Global Assessment) Ŵ`aก_]bWIJaOGDSกQWW_กsQYMtDqgbz`t 
 lCกPHGWกXP : Dqgbz`tHIJกLMJNOG PiQG`G 24 UG ZMgW_]กQWW_กsQUW] 4 H_bMQkT DSกQWW_กsQyVNtQ[QZXW\VaROYG
YSGVIJRYXZGMT 0.1JbVWTJRLGXT DHaGliQaGHก_MPQกJaSLMกWIJ]Q\SItQ[QZXW\VaROYGYSGVIJRYXZGMT 0.1 JbVWTJRLGXT
DHaGliQa_GaOJGVWTW_SahbWIHO[eOxQdjGกQWSMU`Qa\MN U`QakGQ\SIyft ZMgVt̂QNahG_tHiQU_~[QNHpOXOkS_NกQWW_กsQ            
4 H_bMQkT (p-value < 0.0001, p-value= 0.0038 and p-value= 0.0038 XQaSiQM_]).  \X^ZâahกQWJbShFtG\bSNyVNdElG[hFWVtYWU
[_lN 2 MgQG bWIJaOGVQกQWkS_NกQWW_กsQYMt\d[tT (Physician6s Global Assessment) MgQG[hFjkgกQWW_กsQ\SIMgQGU`]Ufa
VQกQWMhyolGVt̂QNahG_tHiQU_~[QNHpOXO (p-value < 0.0001 \SI p-value < 0.0001) XQaSiQM_] \X^ZâahU`Qa\XกX^QNWIk`̂QNHVN
MgQG kS_NกQWW_กsQ 4 H_bMQkT WIM_]U`QaU_GWIUQtJUEVNyVNWVtYWUSMSNVt̂QNahG_tHiQU_~[QNHpOXO[_lNMgQG[hFjkgกQWW_กsQ
\SIMgQGU`]Ufa (p-value = 0.0270 \SI p-value = 0.0434) RoFN[_lNHVNMgQGZâahU`Qa\XกX^QNก_G UI\GGU`QadoNdVjPjG
กQWW_กsQMgQG[hF[QGliQaGHก_MPQกJaSLMกWIJ]Q\SIMgQGU`]UfaahUQ̂J�ShFt 6.897 (Ĥ`GJ]hFtNJ]GaQXW�QG 2.10) \SI 7.30 
(Ĥ`GJ]hFtNJ]GaQXW�QG 1.93) XQaSiQM_] Zâd]DSygQNJUhtNWfG\WNPQกกQWW_กsQ (p-value = 0.12). 
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 JHK[lC: tQ[QZXW\VaROYGYSGVIJRYXZGMT 0.1 JbVWTJRLGXTDHaGliQa_GHก_MPQกJaSLMกWIJ]QahbWIHO[eOxQdZâ
\XกX^QNPQกtQ[QZXW\VaROYGYSGVIJRYXZGMT 0.1 JbVWTJRLGXTDHaGliQa_GaOJGVWTW_SjGกQWSMU`Qa\MN U`QakGQ \SIyfty
VNWVtYWUZMgVt̂QNahG_tHiQU_~[QNHpOXOkS_NกQWW_กsQ 4 H_bMQkT 

<cPJcP<=q: กWIJ]Q, YWUHIJกLMJNOG, GliQa_GHก_MPQกJaSLMกWIJ]Q  ZXW\VaROYGYSGVIJRYXZGMT 

 
Introduction  

Oil extracted from seeds of Hydnocarpus 

anthelminthicus, chaulmoogra oil, Krabao name in 
Thai, is extensively used in Thai herbal remedies for 
several years. It had been used in various skin and 
infectious diseases1-2, and was well documented in 
leprosy 3-4. Its active ingredients are chaulmoogric acid, 
hydnocarpic acid and gorlic acid.   Oral administration 
of chaulmoogra oil showed an anti-inflammatory and 
peripheral antinociceptive in animal model5. Cottle W. 
reported the use of chaulmoogra oil in the treatment of 
leprosy, eczema, rheumatism, gout and psoriasis. In 
case of psoriasis, chaulmoogra ointment treatment 
yielded a good outcome. 2 

Psoriasis is a chronic inflammatory disease which 
choice of treatment ranges from topical or systemic 
medication, phototherapy and biologic agents. None of 
the treatment can cure the disease. Topical steroids are 
the mainstay in management of psoriasis. However, 
long-term used may cause local cutaneous side effects, 
such as, atrophy, striae, telangiectasia and skin 
hypopigmentation. Rarely, systemic absorption could 
occurred. 

Plant derived compounds that already established in 
psoriasis treatment are dithranol (anthralin) from 

araroba tree bark (Andira araroba), salicylic acid 
derived from white willow bark (Salix alba) and 8-
methoxy psoralen a furocoumarin from Ammi majus6. 
Recently, a randomized double-blind, placebo-
controlled study of a topical 10% Oregon grape root 
(Mahonia aquifolia)cream in 200 psoriasis patients 
confirmed the efficacy and safety7.   

Chaulmoogra oil is one of the Thai herbal medicine 
that has been used as home remedies for several skin 
infection and inflammation including psoriasis.   Our 
purpose was to determine therapeutic effects of topical 
chaulmoogra oil in combination with topical steroid in 
the treatment of psoriasis. The randomized controlled 
trial to demonstrate the therapeutic effects of 
chaulmoogra oil in psoriasis has never been conducted 
before. 
Materials and methods 

Study design 
The study was a randomized, double-blind intra-

individual control study and was carried out between 
July 2011 and March 2012.  

Study population 
Patients with stable chronic plaque type psoriasis 

were recruited from the Dermatology out patient clinic, 
Ramathibodi hospital, Faculty of Medicine, Mahidol 
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University. The inclusion criterias were i) chronic stable 
plaque type psoriasis with lesion distributed 
symmetrically ii) less than 10 percent of body surface 
area involvement iii) systemic medication or 
phototherapy was discontinued for at least 1 month iv) 
age at least 18 year-old. Patients were excluded if they 
had at least one of the following criterias i) pregnancy 
or lactation ii) previous allergic to topical steroids or 

chaulmoogra oil iii) concurrent immunosuppressive or 
immunomodulatory drugs therapy iv) HIV infection v) 
other underlying inflammatory or infectious skin 
diseases. All patients had a 2-week washout of any 
topical treatment for psoriasis prior to receiving the 
study drugs. During wash out period patients were 
allowed to apply cream base twice daily. ( figure 1) 

 

 
 

• Chronic plaque psoriasis  :  symmetrical lesion , BSA < 5% 
• Age  ≥ 18 years 
• Stable disease > 1 month 
• Wash out period 2 weeks 

  Randomization 

0.1 % o/w triamcinolone acetonide in chaulmoogra oil 0.1 % o/w triamcinolone acetonide in mineral oil 

   Measurement of outcome at pre-post treatment ( 0, 2 and 4 weeks ) by 
• Local PASI 
• Area measurement by photoshop program 
• PGA 
• VAS of itchiness and irritation 
• Complication and side effect 

Figure 1 Flow chart of the study protocol 
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Table1  Demographics data 
Mean age (years), SD 50.71, 13.06 
Male:Female (number of patients) 12:12 
Mean duration of disease (years), min,max 11.94; 1.5,39 
Previous treatment(percent) 
   Topical treatment                                 100 
  Traditional systemic therapy  29.17 
   Phototherapy  29.17 

 

Table 2  Baseline characteristic of target lesions  
 chaulmoogra oil side  

mean;SD 
mineral oil side mean;SD p-value 

Local PASI* (0-12) 5.58;1.21 5.58;1.21 1.0000 
Erythema (0-4) 2.04;0.62 2.08;0.65 0.5748 
Thickness (0-4) 1.92;0.58 1.92;0.58 1.0000 
Scale (0-4) 1.63;0.71 1.58;0.72 0.5748 
Area,cm2,mean;range 7;0.35,25.20 6.54; 0.29, 25.96 0.5841 
PGA§ 3.75;1.19 3.75;1.22 1.0000 
Local PASI* is a sum of erythema ( score 0-4), thickness (score 0-4) and scale ( score 0-4) of index lesion. 
Physician global assessment (PGA)§  ; 0 to 6 ( 0: clear, 1: almost clear, 2: mild disease, 3: mild to moderate disease, 4: moderate disease, 5: 
moderate to severe disease, 6: severe disease) 
 

Assessments   
We examined and took photographs of patients at 

baseline ( 2 weeks after wash out)  and after 2  and 4 
weeks of therapy. 

Primary outcome of this study were local psoriasis 
severity index (local PASI), areas of index lesion, 
physician6s global assessment (PGA) and visual 
analogue scale (VAS) of itchiness and irritation, all 
outcomes were measured at baseline, weeks 2 and 4. 

Local PASI is a sum of erythema (score 0-4), 
thickness (score 0-4) and scale ( score 0-4) of index 
lesion. 

Area of index lesions were measured by adobe 
photoshop CS3 10 extended version. Each index lesion 
was measured twice to minimize measurement error. 

PGA score ranged from 0 to 6 (0: clear, 1: almost 
clear, 2: mild disease, 3: mild to moderate disease, 4: 
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moderate disease, 5: moderate to severe disease, 6: 
severe disease) 

VAS of itchiness and irritation ranged from 0 
(minimum) to 10 (maximum). 

The study was approved by the ethics committee of 
Faculty of Medicine Ramathibodi Hospital, Mahidol 
University (protocol number ID 09-54-27) and all 
patients gave written informed consent. The study was 
conducted in accordance with the ICH Guideline for 

Good Clinical Practice for the clinical testing of drugs 
and the Declaration of Helsinki. 
Statistical analysis 

We used descriptive analysis for qualitative data. 
Comparison between groups was done by paired t-tests 
for variables with normal distribution and Wilcoxon 
signed-rank test for variables that did not present a 
normal distribution. For all tests, statistical significance 
was established at p < 0.05. 

 

Case 1 TA+chaulmoogra  oil TA+mineral oil 

Week 0 

  

Week 4 

  
 Figure 2 Pre and 4 weeks post treatment 

 

Results  
Twenty seven patients were enrolled. Three patients 

dropped out before completion of the study. Data from 
twenty four patients were analyzed. Demographics data 
were presented in table1. The mean age of patients was 
50.71 years (±13.06). Twelve (fifty percent) were male. 

The mean duration of disease was 11.94 years (range 
2.5,39). All patients had received topical medications 
before the study, seven out of twenty-four (29.17 
percent) had been treated with systemic medications (7 
with methotrexate, 1 with acitretin, and 1 with 
hydroxylurea), seven patients were previously treated 
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with phototherapy. There were no significant 
differences between the treated and the controlled sides 
in term of local PASI, areas of index lesion, PGA, VAS 

of itchiness and irritation at baseline. Baseline 
characteristic of patients were shown in table 2. 

Primary outcome (figure2,3,4) 
 

 
 

Case7 TA+chaulmoogra  oil TA+mineral oil 

Week 0 

  

Week 4 

  
 Figure 3 Pre and 4 weeks post treatment 

 

Local PASI 
Baseline local PASI in the treated and the controlled 

sides were equal to 5.58 (±1.21). At the end of the study 
local PASI in both sides reduced significantly from 
baseline to 3.87 ± 1.63, p<0.0001 and 3.87 

±1.58,p=0.001, respectively (table 3). However, no 
significant difference between active and control side 
(p= 0.1, table 4) 

Area of index lesions 



124 Srisuwanwattana  P et al Thai J Dermatol, April-June 2016 

Area of index lesion in the treated and the controlled 

sides at baseline were comparable, 7 cm2 and 6.54 cm2, 
respectively (p = 0.5841, table 4). At the end of the 
study mean area of index lesion in the treated and the 
controlled sides were significant difference(figure5), 

8.81 cm2 (range 0, 42.89) and 6.20 cm2 (range 
0,24.16), respectively (p= 0.02, table 4). On the 
contrary, there was no significant difference of the area 
from the baseline on both side, p=0.18 and p=0.66, 
table3. 

 
 

Case 14 TA+chaulmoogra  oil TA+mineral oil 

Week 0 

  

Week 4 

  
 Figure 4 Pre and 4 weeks post treatment 
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Comparison of the mean difference in area of index 
lesion at baseline and week 4 

= (A4 � A0)1 + (A4 � A0)2 + (A4-A0)3++ (A4 �A0)N 

   N 
A0 : area of index lesion at baseline 

A4 : area of index lesion at week 4 

N : number of patient 
If difference in area of index lesion was +: area of 

index lesion was increased. If difference in area of 
index lesion was -: area of index lesion was reduced. 

The mean difference in area of index lesion in the 

treated side was 1.98 cm2, indicating an increase 
contradict to the controlled side which the mean 

different in area of index lesion was -0.24 cm2. 
Compared between both sides the mean difference of 
area of index lesion in the treated side significantly 
increased. (p= 0.0161, table4, figure 5) 

PGA  

 
Case 10 TA+chaulmoogra  oil TA+mineral oil 

Week 0 

  

Week 4 

  
 Figure 5  Pre and 4 weeks post treatment 
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Table 3  Pre and post treatment comparison; local PASI, erythema, thickness, scale, area and physician global assessment (PGA) 
 Pre treatment 4 wks post 

treatment 
p- value 

Local PASI (0-12) chaulmoogra oil side mean;SD 5.58;1.21 3.87;1.63 <0.0001 
mineral oil side mean;SD 5.58;1.21 3.87;1.58 0.0001 

Erythema (0-4) chaulmoogra oil side mean;SD 2.04;0.62 1.39;0.78 0.0011 
mineral oil side mean;SD 2.08;0.65  1.43,0.73 0.0019 

Thickness (0-4) chaulmoogra oil side mean;SD 1.92;0.58 1.48;0.59 0.0254 
mineral oil side mean;SD 1.92;0.58 1.48;0.67 0.0254 

Scale (0-4) chaulmoogra oil side mean;SD 1.63;0.71 1.00;0.67 0.0038 
mineral oil side mean;SD 1.58;0.72 0.96;0.64 0.0038 

Area (cm2) chaulmoogra oil side mean;SD 7;0.35,25.20 8.81; 0, 42.89 0.1831 
mineral oil side mean;SD 6.54; 0.29, 25.96 6.20;0, 24.16 0.6612 

PGA (0-6) chaulmoogra oil side mean;SD 3.75;1.19 3.17,1.34 0.0149 
mineral oil side mean;SD 3.75;1.22 3,1.41 0.0122 

VAS of  itch/irritation 
(0-10) 

chaulmoogra oil side mean;SD 5.04;0,10 3.30;0,9 0.0326 
mineral oil side mean;SD 5.02;0,10 3.13;0,9 0.0122 

 

Table 4 Active and control side comparison; local PASI, erythema, thickness, scale, area and physician global assessment (PGA)  
Physician assessments chaulmoogra oil 

side mean;SD 
mineral oil side 

mean;SD 
p-value 

Local PASI (0-12)  
Pre treatment      5.58;1.21 5.58;1.21 1.0000 
2 weeks post Rx             5;1.54 4.68;1.62 0.0312 
4 weeks post Rx             3.87;1.63 3.87;1.58 1.0000 

Erythema (0-4) 
Pre treatment      2.04;0.62 2.08;0.65 0.5748 
2 weeks post Rx             1.82;0.69 1.77;0.69 0.3287 
4 weeks post Rx             1.39;0.78 1.43,0.73 0.5753 

Thickness (0-4) 
Pre treatment      1.92;0.58 1.92;0.58 1.0000 
2 weeks post Rx             1.86; 0.35 1.64;0.49 0.0215 
4 weeks post Rx             1.48;0.59 1.48;0.67 1.0000 
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Physician assessments chaulmoogra oil 
side mean;SD 

mineral oil side 
mean;SD 

p-value 

Scale (0-4) 
Pre treatment      1.63;0.71 1.58;0.72 0.5748 
2 weeks post Rx             1.32;0.78 1.27;0.77 0.5758 
4 weeks post Rx             1.00;0.67 0.96;0.64 0.5637 

Area (cm2 ) 

Pre treatment      7;0.35,25.20 6.54; 0.29, 25.96 0.5841 
2 weeks post Rx             9.73; 0.42,37.14 8.49; 0.17, 24.73 0.4342 
4 weeks post Rx             8.81; 0, 42.89 6.20;0, 24.16 0.0211 
Change of area after 
treatment,cm2 

1.98 -0.24 0.0161 

PGA  pre treatment 3.75;1.19 3.75;1.22 1.0000 
PGA  4 weeks post treatment 3.17,1.34 3,1.41 0.1035 
 

Baseline PGA of the treated and the controlled were 
3.75±1.19 and 3.75±1.22, respectively. At week 4, PGA 
score of treated and control sides were significantly 
decreased to 3.17±1.34 and 3.0±1.41, respectively. (p= 
0.01,table3)  There was no significant difference of 
PGA score of index lesion compared between the 
treated and the controlled side at week 4. (p= 0.1035, 
table4) 

Patient self-assessment 
VAS of itchiness and irritation 
VAS of itchiness and irritation in the treated side 

was significantly reduced from 5.04 (range 0.10) to 3.30 
(range 0,9), p=0.0326 and 5.25 (range 0,10) to 3.13 
(range 0,9) in the controlled side, p=0.0122. There was 
no significant difference in the VAS between both sides 
at week 4. 

Patient satisfactory score   

Patient satisfactory score were in a good range in 
both sides; 6.87(±2.1) and 7.30(±1.93). There was no 
significant difference in the score between both sides at 
week 4 (p =0.12). 

Mild side effects were reported from 4 patients. One 
patient reported itchiness on both side and another one 
only on the chaulmoogra side. Three patients 
experienced mild redness, one on both side another two 
on active treatment side. All these side effects resolved 
spontaneously. 
Discussion 

Herbal remedies gain popularity in both cosmetic 
and dermatology diseases. Plant derived compounds 
which have proven efficacy in psoriasis treatment are 
dithranol (anthralin) from araroba tree bark (Andira 
araroba), salicylic acid derived from white willow bark 
(Salix alba) and 8-methoxy psoralen a furocoumarin 
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from Ammi majus6. Although, various new herbal 
medicines have been used for psoriasis very limited 
numbers were through roughly evaluated by a RCT 
method 6-7. In addition, majority of botanical medication 
studies were done in a small group of patients without 
control. 

Recently, a randomized double-blind, placebo-
controlled study of a topical 10% Oregon grape root 
(Mahonia aquifolia) cream in 200 psoriasis patients 
confirmed its efficacy and safety7. However, RCT 
studies of some botanical products have demonstrated 
conflicting results. For example, Aloe vera was one of 
the botanical agents that conflicting result from 2 RCT 
studies were observed8-9.  

In this study, twenty four psoriasis patients showed 
improvement of erythema, thickness and scaling of 
psoriasis lesions on both sides. In contrast, the mean 
difference of index lesion6s areas in the active cream 
treated side significantly increased compared with the 
controlled side. This finding was also observed in the 
first few weeks of treatment with topical calcipotriol or 
systemic acitretin which are standard treatment of 
psoriasis worldwide. However, even though mean 
difference in area of index lesions in the treated side 
increased but erythema, thickness and scale score were 
reduced. After combining all parameters, the local PASI 
score was reduced and the lesions subsided.  

We concluded that topical 0.1 percent o/w 
triamcinolone acetonide in chaulmoogra oil was not 
superior than 0.1 percent triamcinolone acetonide in 

mineral oil after 4 weeks of treatment. However, longer 
treatment duration such as 8-12 weeks, the lesions may 
be cleared and the difference of our active cream may 
be observed. One confounding factor is narrow 
numerical assessment score which range from 0-4. 
Almost all targeted lesions if not cleared would range 
from 1-3, therefore it6s unlikely to obtain statistically 
significant outcome. Another limitation was short 
period of study and using combination treatment with 
triamcinolone which is an active drug in psoriasis 
treatment. 

The three main mechanisms of herbal remedies are 
anti-inflammation, antimicrobial and antioxidant. The 
mechanism of action of chaulmoogra oil in leprosy was 
from Hydnocarpic acid, a principle constituent, 
blocking the coenzymatic activity of biotin or inhibits 
microbial biotin synthesis3. Hydnocarpus wightiana is a 
tree in the same family which shows high antioxidant 
activity10.  All these properties rarely come from a 
single active ingredient but from mixture of several 
ingredients in that plant. Preparation of herbal remedies 
by extracting only major active ingredient may, 
therefore, alter its efficacy. In addition, seasonal change 
may contribute to variation in efficacy of herbal 
preparation. At present, we need a scientific experiment 
that can explain the mechanism of action of 
chaulmoogra oil in psoriasis. 
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Trichorhinophalangeal Syndrome Type I : 

 A sporadic case with the new mutation. 
Witchukul Cheewapat MD, 

Ratchathorn Panchaprateep MD MSc PhD. 

ABSTRACT: 

CHEEWAPAT W, PANCHAPRATEEP R. THE TRICHORHINOPHALANGEAL SYNDROME TYPE I: 

A SPORADIC CASE WITH THE NEW MUTATION. THAI J DERMATOL 2016; 32: 130-134. 
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Trichorhinophalangeal syndrome type1 (TRPS I) is an extremely rare hereditary disease with mainly autosomal 

dominant inheritance, which is characterized by a triad of hair,craniofacial, and skeletal abnormalities.Very recently, the 
responsible geneTRPSI gene has been cloned on human chromosome 8q24 and 8q23.3 (OMIM#190350).We describe a 
female patient with a sporadic case of TRPS I. DNA analysis of the patient revealed a de novo mutation of c.1029dupC of 
TRPS I Exon4.This mutation is the first to be reported in TRPS Type I.DNA analysis of her parents revealed no mutation 
of TRPS I gene.  

Key words:Trichorhinophalangeal syndrome 
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I Exon4 [\G?ก>;67NFGL9M7N?9Fg 6789ก>;<K9@H<;Ag?M;กP]>T;AH TRPS I [\G?HdJ>MNOE>;J>kX?^cK7hRLIJK;AHก>;Rd6<;>OTiJF6Xj9
6X6lQ9กA9 MNO^N67897กed 

8[OV[O89L : Trichorhinophalangeal syndrome 
 

Case report 
A 15-year-old Thai female presented with finger 

pain and hand joint deformities. The pain was 
associated with writing. The patient was referred to 
dermatology for scalp alopecia with sparse, slow 
growing hair since childhood which has worsened with 
age. Upon physical examination, she had diffuse 
thinning of hair with receding fronto-temporal and 
occipital hairlines, consistent with ophiasis pattern in 
alopecia areata. Her lateral eyebrows were also sparse 
while eyelashes and other body hairs were normal. She 
had craniofacial abnormalities including pear shaped 

nose, elongated philtrum, thin upper lip, hypomandible, 
and protruding ears (Figure 1A, 1B, 1C, 1D). On the 
hands, there were brachydactyly of the first fingers; 
swelling at the proximal and middle interphalangeal 
joints and radial deviation of the second to fifth fingers 
of both hands (Figure 2A, 2B). Other abnormalities 
included racquet nails of the both thumbs and big toes 
and pitted enamels. No hypohidrosis was noted. Her 
height was 155 cm (within normal range). Intellectual 
development was normal. The patient denied having 
similar cases in her parents or family. 

 
Figure 1 Typical craniofacial features of TRPS including pear shaped nose, elongated philtrum, hypomandible, 
protruding ears and sparse lateral eyebrows  
Diffuse thinning and sparse hairs (A) with localized non-scaring alopecia on the rim of scalp both frontotemporal and 
occipital hairlines (B, C), Normal axillary hair (D) 
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Figure 2 Short thumbnails (A) Swelling and radial deviation of middle phalanges (B)  
Cone-shaped epiphyses of the middle phalanges of the first to fifth fingers of both hands (C) 
 

 
Figure 3 Dermoscopy showed miniaturization of hairs with follicular white halo and pin point white dots. 
 

 
Figure 4 Scanning electron microscopy revealed broken cuticle (A) and small hair shaft in diameter (B). 
 

Multiple biochemistry and endocrinological l 
aboratory investigations, radiological study and 
chromosomal analysis were performed on the patient 
and her parents. All laboratory results were within 

normal range. Radiologic examination showed cone-
shaped epiphyses of the middle phalanges of the first to 
fifth fingers of both hands (Figure 2C). Diagnosis of 
Trichorhinophalangeal syndrome type I was given to 

62.2 61.9 61.9 
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the patient based on characteristic clinical and 
radiologic features.1 DNA sequencing revealed 
c.1029dupC heterozygous C insertion of TRPS I Exon4. 
The DNA analysis of her parents did not show any 
mutation, implying a de novo mutation in the patient.1,2 

Multiple hair shafts from different areas of the scalp 
were examined and measured using micrometer 
(Mitutoyo No.21095-1®,Asia Pacific Pte. Ltd., Japan). 
The average hair diameter was 66.65 micrometers. 
(normal range of Asian hair diameter is 80-100 
micrometers).3 Dermoscopy showed miniaturization of 
hairs with perifollicular white halo particularly in the 
frontotemporal and occipital regions. Many pinpoint 
white dots consistent with acrosyringia were observed. 
(Figure 3) Scanning electron microscopy revealed focal 
area of irregular cuticular surfaces(Figure 4A) and small 
hair shaft diameters (Figure 4B). 
Discussion 

Trichorhinophalangeal syndrome (TRPS) is a rare 
genetic disorder with multiple different defects on 
chromosome 8. Three subtypes of TRPS have been 
described. TRPS I is caused by mutations in TRPS1 
gene on chromosome 8 which encodes a zinc finger 
transcription repressor involved in the regulation of 
chondrocyte and perichondrium development.1,4 This 
gene is highly expressed within the affected organs 
particularly the cartilage in the nasal region, joints, and 
hair follicles. 

TRPS II is a microdeletion syndrome affecting the 
TRPS1 and EXT1 genes. Patients with TRPS II have 

mental retardation, multiple cartilaginous exostoses, 
microcephaly, winged scapula, joint hyperlaxity, pes 
planus, osteoporosis, scoliosis and avascular necrosis of 
femoral head, in addition to the common TRPS 
findings.4Patients with TRPS III have missense 
mutations in the DNA-binding GATA type zinc fingers 
of the protein and present with severe brachydactyly, 
growth retardation, severe short stature and short 
phalanges, but without exostoses.2,4 Our patient has 
typical craniofacial features, hair and joint 
abnormalities without growth retardation, short stature, 
mental retardation, skin changes or hypohidrosis. These 
findings are compatible with TRPS I.  

The trichorhinophalangeal syndrome type I (TRPS 
I), first described by Giedion in 1966,5is usually 
inherited as a dominant trait, however, it has been 
suggested that TRPS1 may be an autosomal recessive 
trait in sporadic cases.1,4,6 Hair abnormalities in TRPS I 
are characteristic. Scalp hairs are usually thin, sparse 
and slow-growing with receding frontal, frontotemporal 
and rarely occipital hairlines.7,8 In very rare cases, the 
scalp may be completely hairless.8 In our patient, her 
alopecic patches were severe, involving both 
frontotemporal and occipital areas. Overall, scalp hairs 
were sparse and smaller in size. Electron microscopy 
revealed focal cuticular breakage without any hair shaft 
abnormalities.9,10 

The distinctive facial features such as bulbous pear-
shaped nose, elongated philtrum, thin upper vermillion 
border, shortening of the chin, maxillary prognathism 
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and mandibular hypoplasia are helpful in the diagnosis 
of TRPS I.2 The degree of craniofacial changes vary 
from very subtle to frank, therefore careful clinical 
examination is useful in identifying affected 
individuals. Additional nail changes in TRPS I include 
shortening and broadening of nails, giving rise to the 
appearance of racquet nails. "True" racquet nails are 
transmitted in an autosomal dominant manner and are 
associated with a wide and short distal phalanx.2 
Interestingly, DNA analysis of our patient and her 
parents suggest a sporadic case but our patient has 
racquet nails.  

On radiologic examination, cone-shaped epiphyses 
of the middle phalanges are the most frequent finding, 
however, the changes of the proximal or distal 
phalanges can also be present.11 In 2013, the associated 
gene was identified and named TRPS I, due to a 
t(8;13)(q23.3;q21.31) translocation breakpoint <100 kb 
from the 5' end of TRPS1.12-14 In our patient, the gene 
responsible for TRPS I was cloned, allowing mutation 
analysis of affected individuals and her relatives. We 
identified a de novo c.1029dupC mutation of TRPS I, 
which has never been reported in the past. 

In conclusion, because of the variability of clinical 
features, careful clinical examination is helpful in the 
diagnosis of TRPS I. Many cases of TRPS I remain 
undiagnosed. The hair problems and skeletal 
abnormalities are often the symptoms which bring the 
patients to see physicians. In case of high index of 

suspicion, radiologic examination and DNA analysis 
should be performed to identify potential mutation 
carriers. 
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Pancreatitis, panniculitis, and polyarthritis 

(PPP) syndrome: a case report and review of 

the literature. 
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ABSTRACT : 
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Panniculitis is an infrequent complication of pancreatitis. The reported incidence of this association is 2-3% of 
all pancreatic diseases. The triad of pancreatitis, panniculitis and polyarthritis, so called PPP syndrome is a rare disease. 
There are less than 30 well-documented case reports in the literature. We report a case presented with arthritis both knees 
and left ankle. Two weeks later, there were crops of multiple small subcutaneous nodules on trunk and both extremities. 
He had no abdominal symptoms or other pertinent findings. Abnormal laboratory investigations included increased serum 
lipase and amylase. The histopathology from subcutaneous nodule showed prominent necrotic fat cells (ghost adipocytes) 
with neutrophilic infiltration and calcification in the subcutaneous tissue which are the characteristic findings of 
pancreatic panniculitis. The patient was treated with intravenous injectable meropenam and octreotide acetate and kept nil 
per os. His pancreatitis, panniculitis lesions and the joint symptoms improved. 
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Introduction 

Panniculitis is an infrequent complication of 
pancreatitis. The reported incidence of this association 
is 2-3% of all pancreatic diseases. The triad of 
pancreatitis, panniculitis and polyarthritis, so called PPP 
syndrome is a rare disease. There are less than 30 well-
documented case reports in the literature.1 We report a 
case of PPP syndrome presented to our institution with 
multiple small subcutaneous nodules and polyarthritis. 
Case report 

A 37-year-old man presented with pain and swelling 
of both knees and left ankle for one month. Two weeks 
later, he developed fever with  crops of multiple small 
subcutaneous nodules on trunk and both extremities 
together with an episode of chronic cough and dyspnea. 

He had no abdominal symptoms or other pertinent 
findings. He had a history of heavy alcohol drinking for 
8 years. 

The physical examination revealed multiple small, 
ill-defined, erythematous subcutaneous nodules, 0.3-0.5 
cm in diameter involving all over abdomen, back and 
all extremities with sparing of his face, palms and soles. 
There was no ulceration or discharge oozing from the 
lesions (Figure 1). He had tenderness, swelling and 
restricted mobility on both knees and the right ankle. 
The abdominal examination was unremarkable, 
however, sign of chronic liver disease including spider 
nevi was observed. 
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Fig 1. Pancreatic panniculitis. Multiple small, ill-
defined erythematous to hyperpigmented subcutaneous 
nodules, 0.3-0.5 cm in diameter all over abdomen and 
both lower extremities. 
 

Skin incisional biopsy from a representative nodule 
demonstrated a prominent necrotic fat cell (ghost 
adipocytes) with neutrophilic infiltrate and calcification 
in subcutaneous tissue (Fig. 2) 

 
Fig 2. Histopathologic features of pancreatic 
panniculitis. Necrotic fat cells (ghost adipiocytes) 
(arrow) with neutrophilic infiltrate and calcification in 
the subcutaneous fat tissue. PAS, GMS, AFB, mAFB 
stained sections failed to reveal organism.(right thigh; 
hematoxylin-eosin stain; original magnification:           
A. x100., B. x400.) 
 

Abnormal laboratory investigation included: anemia 
(hemoglobin of 11.8 g/dL), leukocytosis (white blood 
cell count of  29,610 cells/mm3, eosinophil 0.2%), 
increased serum lipase 933 U/L (normal 10-60 U/L) and 
serum amylase 684 U/L (normal 20-100 U/L). A 
computed tomography scans of the abdomen showed  

A 

B 
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swelling pancreas, no mass or ductal dilatation was 
demonstrated. No peripancreatic collection was seen. 
An extensive rheumatologic workup was negative 
(culture and serology). Chest X-ray showed 
hydropneumothorax on right lung. Thoracocentesis  
revealed exudate profile of pleural fluid ( white blood 
cell 10,112cell/cumm, polynuclear cell 84%, 
mononuclear cell 16 %, protein 1.3 g/dL., LDH 170 
U/L) 

The patient was treated with intravenous injectable 
meropenam and octreotide acetate and kept nil per os. 
His pancreatitis, panniculitis lesions and the joint 
symptoms improved over a period of weeks, leaving 
with hyperpigmented scars.  
Discussion 

Pancreatitis panniculitis and polyarthritis (PPP) 
syndrome is a very rare disease, typically affecting 
middle aged males with a history of alcoholism. The 
reported incidence of this association is 2-3% of all 
pancreatic diseases. The pathogenesis of the PPP 
syndrome remains unclear.2 The most widely accepted 
hypothesis suggests the release of pancreatic enzyme 
into systemic circulation leads to lipolysis and 
secondary inflammation of soft tissue such as the 
synovium, bone marrow and subcutaneous fat. (3-5) 
Pancreatic panniculitis with polyarthritis associated 
with eosinophilia is known as Schmidxs triad, and is 
associated with a poor prognosis of disease.6 

Most skin lesions of panniculitis in the PPP 
syndrome presented as tender or non-tender edematous, 

erythematous subcutaneous nodules arising singly or in 
crops.7 The lesions can become ulcerated discharge an 
oily material.4 Most common locations are legs but also 
occur on the arms, thighs, and trunk.  Sizes of  lesions 
vary from a few millimeters to centimeters.3 When the 
clinical of a few and large nodules presents, the 
differential diagnosis includes erythema nodosum, 
lupus panniculitis and Weber-Christian disease; while 
multiple subcutaneous nodules should be differentiated 
from infection, lymphoma, and alpha 1-antitrypsin 
deficiency.2 Histologic study is very helpful in 
diagnosis of pancreatic panniculitis. Ghost-like fat cells 
(adipocytes that underwent coagulated necrosis and lost 
their nuclei) are pathognomonic signs of this disease.1, 4 

Although some studies reported deep fungal infection 
such as cutaneous mucormycosis which showed 
histiologic mimicking pancreatic panniculitis.8-9 

Panniculitis may precede a detection of pancreatic 
disease by 1-6 months.4 

 In addition to the skin, joint involvement in this 
disease is usually not a primary synovitis but rather 
results from either periarticular fat necrosis or sinus 
tracts.2 The most commonly affected joints include 
metacarpophalangeal joints, knees and ankles, although 
any joints can be involved.3 Other less common, extra-
pancreatic manifestations include polyserositis 
involving lung, pericardium and synovium.10 
Conclusions 

A diagnosis of PPP syndrome is often delayed 
because abdominal symptoms are usually absent or mild 
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in almost two-thirds of the patients, similar to our case. 
Hence, we report this case to remind dermatologists that 
clinical presentation of subcutaneous nodules, 
sometimes accompanied by fever and arthritis is highly 
suspicious of PPP syndrome. Early diagnosis will result 
in a good prognosis in terms of decrease morbidity and 
mortality rates.2  
References 

1. D. Opsomer VS, K. De Keyser, G. Spanoghe, V. 
Goeteyn, S. Deprez, C. Lamot, W. Lybaert. Pancreatic 
disease, Panniculitis and Polyarthritis (PPP) Syndrome: 
a case report and review of the literature. Belg J Med 
Onco 2011;5:154-8. 

2. Narvaez J, Bianchi MM, Santo P, de la Fuente D, Rios-
Rodriguez V, Bolao F, et al. Pancreatitis, panniculitis, 
and polyarthritis. Semin Arthritis Rheum 2010;39:417-
23. 

3. Price-Forbes AN, Filer A, Udeshi UL, Rai A. 
Progression of imaging in pancreatitis panniculitis 

polyarthritis (PPP) syndrome. Scand J Rheumatol 
2006;35:72-4. 

4. Dahl PR, Su WP, Cullimore KC, Dicken CH. Pancreatic 
panniculitis. J Am Acad Dermatol 1995;33:413-7. 

5. Fine RM. The fine page. Subcutaneous fat necrosis, 
pancreatitis, and arthropathy. Int J Dermatol 
1983;22:575-6. 

6. Beltraminelly HS, Buechner SA, Hausermann P. 
Pancreatitc panniculitis in a patient with an acinar cell 
cystadenocarcinima of the pancreas. Dermatology 
2004;208:265-67 

7. Borowicz J, Morrison M, Hogan D, Miller R. 
Subcutaneous fat necrosis/panniculitis and polyarthritis 
associated with acinar cell carcinoma of the pancreas: a 
rare presentation of pancreatitis, panniculitis and 
polyarthritis syndrome. J Drugs Dermatol 2010;9:1145-
50. 

8. Luis R, Panitta S, Carlos S, Maria TF, Jose LR, Zsolt A, 
Antonio T, Lorenzo C, Heinz K. Cutaneous and 
mucosal mucormycosis mimicking pancreatic 
panniculitis and gouty panniculitis. J Am Acad 
Dermatol 2012;66:975-84. 

9. Vernon SE, Dave SP.Cutaneous zygomycosis 
associated with urate panniculitis. Am J Dermatopathol 
2006;28:327-30. 

10. Potts DE, Mass MF, Iseman MD. Syndrome and 
pancreatic disease, subcutaneous fat necrosis and 
polyserositis. Case report and review of literature. Am J 
Med 1975;58:417-23. 

 



Vol. 32 No.2 Case report 141 

Pyoderma gangrenosum on the face: A rare 

case report and a review of literature. 
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ABSTRACT: 
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 Pyoderma gangrenosum (PG) is a rare inflammatory skin disease, which characterized by tender nodule, plaque, 
or sterile pustule that rapid progression into a painful, necrotic ulcer with undermined border and after treatment, the ulcer 
will regresses with cribriform mutilating scar. Ulcers in sites of minor trauma are common. The most common affected 
site is lower extremities. PG may also involve extracutaneous sites such as the eye, lung, hepatobiliary system, lymph 
node, and musculoskeletal system. It can be classified into 5 types: classic (ulcerative), bullous, pustular vegetative and 
peristomal type. Approximately 50% of the patients with PG have underlying systemic diseases. As the histopathological 
findind of PG are not specific, the diagnosis requires clinicopathological correlation and exclusion of the other cause. We 
report an ulcerative type pyoderma gangrenosum on the face in a patient who has no associated malignancy or systemic 
diseases, a rare case report in Asian. 
Key words: Pyoderma gangrenosum, ulcerative, undermined   
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Case report 

A 39-year-old Thai female came to Ramathibodi 
hospital with chronic ulcer on the left side of the face 
for 1 month. The patient developed a pustule that 
rapidly progressed to a painful ulcer on the left side of 
the face with low-grade fever. Neither arthralgia nor 
weight loss was mentioned. She has been treated with 
oral antibiotic with surgical debridement without 
improvement. The ulcer still rapidly expanded. She has 
hypothyroidism and was treated by levothyroxine 0.15 
mg/day. Dermatological examination revealed a large 
sharply demarcated ulcer with undermined violaceous 
borders and granulation tissue on left side of the face 

(Figure 1). Pathergyrs test was negative. Pus and tissue 
touch preparation for gram stain, Giemsa stain, acid fast 
bacilli and modified acid fast bacilli stain showed no 
organism. Pus and tissue cultures for aerobic and 
mycobacterium were negative. Polymerase chain 
reaction to mycobacterium was also negative. Skin 
biopsy was done from the border of the ulcer. 
Histological examination demonstrated superficial ulcer 
with granulation tissue. Inflammatory cell infiltrate 
composed of mainly lymphocytes and neutrophils. 
Marked fibrosis in the adjacent dermis. Negative all 
special stains. (Figure 2-3) 
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Figure 1 A large sharply demarcated ulcer with 
undermined violaceous borders and granulation tissue 
on left side of the face. 
 

 
Figure 2 H&E, original magnification X100 
Tissue biopsy showing superficial ulcer with 
granulation tissue. 
 

 
Figure 3 H&E, original magnification X400 

 
Figure 4 Decrease size of the ulcer on left side of the 
face after 1 month of treatment. 
 

 
Figure 5 Stable remission after 6 months of treatment.  
 

There are inflammatory cell infiltrate composed of 
mainly lymphocyte and neutrophils. Marked fibrosis in 
the adjacent dermis.  
Discussion 

Pyoderma gangrenosum (PG) is a neutrophilic 
dermatosis (ND) which was first described by Brocq 
and Simon in 1908. PG is a rare inflammatory skin 
disease with a chronic relapsing course which is 
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commonly associated with severe pain that often 
regresses with cribriform mutilating scars.1 
Epidemiological data are variable among different 
populations. The incidence of PG has been estimated as 
3z10 per million population per year. In most cases, the 
disease manifests between the second and fifth decade 
of life without a clear gender predilection.2The 
pathogenesis of pyoderma gangrenosum (PG) involves 
neutrophilic dysfunction, inflammatory mediators, and 
genetic predisposition. The role of neutrophils has been 
suggested by the histology of PG, the Pathergy 
phenomenon, and the association with other 
neutrophilic conditions. Genetics have been proven to 
play a role in described PG-associated syndromes and 
autoinflammatory predisposition such as inflammatory 
bowel disease, PAPA syndrome, and PAPASH 
syndrome.3   

Clinical manifestations: A PG lesion typically starts 
as a tender nodule, plaque, or sterile pustule that 
enlarges and erodes, over a course of days, into a 
sharply marginated ulcer with undermined, violaceous 
border and a surrounding zone of erythema. Pain is a 
characteristic feature. The skin and subcutis become 
necrotic, creating a friable enlarged ulcer with a 
hemorrhagic or purulent exudate, sometimes extending 
as deep as in the muscle layer. Cribiform or {sieve-liker 
atrophic scars often form as the lesions heal. Lesions 
typically are multiple and occur at areas of trauma in 
25z50% of cases, a process known as pathergy.4 PG 
lesions most frequently affect the lower extremities 

(77.7%). The face is not a common location for PG. PG 
involving on the head and neck region has been 
reported as 7.8% in one of the largest case series and 
only six case reports.11,12  

There are currently five widely recognized subtypes 
of PG, classic (ulcerative), bullous, pustular, vegetative, 
and peristomal.4 Ulcerative or classic PG is the most 
common presentation. Approximately 50% of patients 
with PG have underlying systemic diseases  such as 
Inflammatory bowel disease (IBD), arthritis, and 
hematologic disorders are the most common disease 
associations.4,5,6 PG on the upper extremities, head, or 
neck, as a more superficial lesion, is classified as 
atypical PG or superficial granulomatous pyoderma 
(SGP) that is considered to be a variant of PG. SGP 
lesions tend to appear as a single, nontender, well-
defined superficial ulcer with exophytic or vegetating 
clean granulations. SGP is considered to be a chronic, 
superficial, less aggressive than classic PG and not 
associated with serious underlying systemic, 
autoimmune, or other diseases. Histopathologically, the 
tissue shows a characteristic 3-layered granuloma: an 
innermost zone of necrotic debris and neutrophils, a 
surrounding layer of granulomatous inflammation with 
histiocytes and giant cells, and an outer layer composed 
of plasma cells and eosinophils. SGP is generally 
responsive to conservative treatment with antibacterial 
or local anti-inflammatory agents.13-16 PG may also 
involve extracutaneous sites such as the eyes (scleritis 
and orbital inflammation), the lungs (aseptic pulmonary 
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nodules), the spleen, and the musculoskeletal system in 
the form of sterile pyoarthrosis and neutrophilic 
myositis.  

The diagnosis PG remains a clinical diagnosis; it 
lacks specific serologic or histologic markers. PG is 
also a diagnosis of exclusion, it is crucial to rule out 
other etiologies of ulcers, especially infectious causes. 
The evaluation should include a complete history, 
physical examination, and skin biopsies. 

Investigations: Skin biopsies are essential for 
routine hematoxylin and eosin examination and special 
stains for infectious organisms. Routine laboratory tests 
such as complete blood count with differential count, 
serum electrolytes, urinalysis, and liver function tests 
may be helpful as an initial screen for hematologic 
disorders, liver or kidney dysfunction related to a 
variety of possible associated conditions, and hepatitis. 
Additional studies are helpful in excluding systemic 
disorders: anti-nuclear antibody, coagulopathy panel 
including antiphospholipid antibody test, cryoglobulins, 
rheumatoid factor, and circulating antineutrophil 
cytoplasmic antibodies. Further work-up for associated 
conditions may include chest x-ray (for evaluation of 
infections or systemic vasculitis), fecal occult blood test 
and sigmoidoscopy or colonoscopy for IBD, and 
evaluation for hematologic disease (serum protein 
electrophoresis, peripheral smear, and bone marrow 
biopsy), especially in cases of bullous PG. Infectious 
causes should be excluded including HIV, hepatitis 

serologies, and rapid plasma reagin, if risk factors 
exist.7 

The pathologic findings are not specific and varies 
depending on the timing and the site of the biopsy. 
Neutrophilic infiltration into dermis is the histological 
hallmark of PG. Early in the disease, biopsy taken from 
the advancing erythematous border will usually show a 
dermal perivascular lymphocytic infiltrate with 
endothelial cell swelling. Later in the course of the 
disease, biopsy from an area of ulceration will show a 
neutrophilic dermatosis characterized by a dense 
polymorphonuclear leukocyte infiltrate, and biopsy 
from the margin of the ulcer will show not only 
perivascular lymphocytes but also thrombosis of vessels 
with extravasation of erythrocytes. 

There is no gold standard of treatment or published 
algorithm for choice of therapy for PG. Treatment 
regimen should depend on multiple factors including 
size and depth of the lesion, the rapidity of lesion 
growth and appearance of new lesions, the associated 
disease (eg, inflammatory bowel disease, arthritis), and 
general medical status of the patient. The therapy of PG 
is usually systemic but may include topical drugs. 
Classic ulcerative PG is often treated initially with high-
dose corticosteroids (prednisolone 1-2 mg/kg/d), 
because of the rapidity of response. The next most 
commonly used agent, cyclosporine, can help act as a 
corticosteroid-sparing therapy. Second-line treatment 
for PG include azathioprine, dapsone, mycophenolate 
mofetil, clofazimine, tacrolimus, cyclophosphamide, 
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thalidomide, and colchicine.  Infliximab, adalimumab, 
etanercept. TNF-α inhibitors may be considered as 
third-line treatment in steroid refractory cases with the 
need of systemic treatment.8,9,10 

In summary, we report the patient who presented 
with chronic ulcer on the left side of the face. She had 
no known underlying disease except hypothyroidism. 
The diagnosis of classic PG was established due to the 
clinical and histological correlation. The treatment was 
intravenous dexamethasone 20 mg/day for 5 days then 
was switched to prednisolone 1 mg/kg/day, and 
cyclosporine A 3 mg/kg/day for 4 months. The 
cicatrisation and epithelization from the edges of ulcer 
were almost complete. We prescribed colchicine 0.6 
mg/day as a maintenance therapy, and tapered off 
prednisolone and cyclosporine A. There was no 
recurrence after a 6-month follow-up. (Figure4-5) 
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Dermatomyositis is one of idiopathic inflammatory myopathy that has characteristic cutaneous manifestations. 
Edema is atypical manifestation of the disease. On the other hand, tumid lupus erythematosus (LE) is a subtype of chronic 
cutaneous LE in which only minority of cases develop systemic involvements. Co-existing of tumid LE with connective 
tissue diseases other than SLE has never been reported. We herein describe a case of generalized edematous 
dermatomyositis preceding by tumid LE. 

Key words: dermatomyositis, edema, tumid lupus erythematosus  
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Case synopsis 

A 72-year-old female was referred to a 
dermatologist because of the rash on her face and body.  
The patient was admitted due to generalized edema with 
muscle weakness which has been present for 2 weeks. 
Twenty months prior to the admission, an erythematous 
edematous plaque has developed on her left cheek. 
Physical examination and histology have confirmed the 
diagnosis of tumid lupus erythematosus (LE). The 
patient responded well to hydroxychloroquine 400 
mg/day with a reduced in size of the plaque. However, 
3 weeks PTA, a similar lesion recurred on the chin and 
a week later, she developed and additional rash on the 
body, edema of lower limbs, dysphagia, dysphonia and 
generalized fatigue. The patient denied symptom of 
Raynaudis phenomenon.   

On physical examination, hoarseness of voice was 
detected. The muscle power was grade III/V of bilateral 

upper and lower extremities. She had pitting edema on 
both upper and lower extremities (Figure 1a) and 
violaceous patches on both elbows and V shape of the 
neck area (Figure 1b). Focal macular erythema with 
telangiectasia on forehead was observed (Figure 1c).  

The results of laboratory investigations were as 
follows; complete blood count (CBC), renal functions 
and urinary analysis were within normal limits. Serum 
albumin was 3.4 g/dL, total bilirubin: 0.64 mg/dL, 
direct bilirubin: 0.26 mg/dL, creatinine kinase (CK): 
8472 IU/ml, aspartate aminotransferase (AST): 522 U/L 
(5-35), alanine aminotransferase (ALT): 166 U/L (0-40) 
and alkaline phosphatase (ALP): 60 U/L (40-120). 
Antinuclear antibody was positive at titer of 1: 160 (fine 
speckle), anti Ro was strongly positive. Anti Jo-1 
showed a negative result. Electromyographic study 
(EMG) of left deltoid and left iliopsoas muscle was 
compatible with inflammatory myopathy. A muscle 
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biopsy from right deltoid demonstrated muscle necrosis 
with lymphocytic infiltration in muscle fibers and 
adjacent to blood vessels, increased fibrous tissue in 
epimysium and endomysium, type II atrophy and 

perifascicular atrophy was revealed by ATPase stain. 
Laryngoscopy was performed by an otolaryngologist 
and showed marked swelling of vocal cord without 
airway obstruction. 

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
Figure1. Clinical features of the patient; Generalized pitting edema of left hands (a), Violaceous patches on V-shaped 
area of neck (V sign) (b), Telangiectasia on forehead (c). 
 

Skin biopsy was done on left forearm, the 
edematous area, which revealed dermal edema. Neither 
significant interface changes nor perivascular and 
periadnexal infiltrates was seen. Alcian blue staining 
was positive for mucin in the dermis (Figure 2). 

Dermatomyositis (DM) was diagnosed in this 
patient based on the clinical findings comprising 
proximal muscle weakness, pathognomonic Gottron 
sign, characteristic macular violaceous erythema and 
laboratory findings include CK, EMG study and the 

a b 

c 
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result of muscle biopsy.  Intravenous dexamethasone 
was given at dosage of 8 mg/day. After a 3-week-
treatment, pitting edema, erythema and telangiectasia 
were markedly improved. Then prednisolone 40 mg and 
azathioprine 50 mg per day were prescribed and disease 
activity was controlled.  

Chest x-ray and pulmonary function test did not 
reveal any abnormalities. Papanicolaou smear was 
normal. Gastroduodenoscopy and colonoscopy were 
performed. Sessile polyps, 0.5 cm and 0.3 cm in 
diameter, were found on gastric fundus and rectum, 
respectively. Mammography, high resolution computed 
tomography of lung and computed tomography of 
abdomen were unremarkable.  

 

 
Figure2. Histopathologic feature of skin biopsy from 
the left arm; Positive mucin in edematous dermis is 
revealed by alcian blue staining (original magnification 
x400). 

Discussion 
Generalized edema is an exceeding rare 

manifestation of DM. To our knowledge, only 21 case 
of DM with cutaneous edema were reported.1, 2 Various 
type of edema, localized, generalized, pitting or non-
pitting edema can be observed. In addition, mucosal 
involvement being laryngeal edema has been 
described.3 Importantly, DM patients with subcutaneous 
edema usually manifest with severe clinical features, as 
most of them required aggressive therapy to control the 
disease activity (Table1).1, 2  

The mechanism of edema could be either from 
tissue fluid or mucin. There is an evidence that tissue 
fluid is result from micro-ischemia. According to a 
study by Milisenda et al, muscle microinfarction was 
more frequently in edematous DM compared with those 
without.2 In our patient, dermal mucinosis was 
confirmed by alcian blue staining in the skin biopsy. 
There is an evidence that serum factors play an 
important role in mucin production and deposition in 
DM skin lesions as serum of DM patient can activate 
mucin production from fibroblast of involved and 
uninvolved skin.4 Mucin in DM is mainly composed of 
chondroitin sulfate.5 
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Table 1 Summary of cases of dermatomyositis with generalized edema.1, 2 

Abbreviations: U: upper extremities, L: lower extremities, T: trunk, NA: not available, PDN: prednisolone, AZA: azathioprine, 
HC: hydrocortisone, MTX: methotrexate, MMF: mycophenolate mofetil, CMT: chemotherapy, IVIg: intravenous immunoglobulin, 
MKD: mg/kg/day 
 

Report Edema Associated neoplasm Treatment  Outcome 
Nitsche et al.  U, L, T No PDN 1 MKD Resolution 
Smyth et al U No PDN 1 MKD,AZA 2 mg/kg Resolution 
Gorelik et al. U, L, T (non-pitting) No HC then IVIg 30g/d for 5days Resolution (with oral 

prednisolone) 
Left forearm No IV fluid  Resolution 

Mroue et al. U No PDN 1 MKD + MTX Resolution 
Werner et al. U, L No PDN + MTX + IVIg Death 
Rafailidis et al. Face PH of invasive breast CA 6 years 

ago (free malignancy period) 
Steroid Resolution 

 
Ito et al. U, L (pitting) NA IV PDN 45 mg/day Partial resolution 

(dysphagia persist) 
Lee et al.  U, L  NA MTP + MTX + IVIg Resolution 
Haroon et al. Generalized PET scan - Cervical tumor  PDN 1 MKD + AZA + MMF Resolution 
Jung et al. Generalized (non-

pitting) 
No MTP 1 MKD Resolution (develop 

EVANS syndrome) 
Chai et al.  Generalized (non-

pitting) 
No PDN + MTX + IVIg Resolution 

Generalized (non-
pitting) 

No PDN + MTX + IVIg Resolution 

L  (non-pitting) No PDN + MTX + IVIg Resolution 
U (non-pitting) No MTP + IVIg + MTX Resolution 

Tu et al.  Face, neck, U No PDN + IVIg + MTX Resolution 
Milisenda et al.  U, T (non-pitting) PH of colon cancer 3 years s/p Sx + 

CMT 
PDN + IVIg Death 

U, T, Face, Hand 
(non-pitting) 

PH of urothelial CA and prostate 
adeno CA s/p Sx and disease free 

PDN + AZA + IVIg Resolution 

Generalized (non-
pitting) 

No PDN + AZA Resolution 

Forearms (non-pitting) PH of treated endometrial CA and 
disease free 

PDN + AZA Resolution 

Generalized (non-
pitting) 

PET scan y epigastric nodule with 
abnormal uptake 

PDN + IVIg  Death 
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Table 2 cases of tumid LE coexist with systemic diseases.6-9 

Report Coexisting disease at time of 

diagnosis of tumid LE 

Sequelae during the follow up period 

Ruiz et al. DLE, SLE NA 
Dekle et al. NA Repeat biopsy 9 months later showed features consistent 

with classic DLE 
Kuhn et al.  NA DLE 
Alexiades-
Armenakas et al.  

SLE DLE developed on the right cheek 

Jolly et al. SLE Tumid LE lesion evolve over the time to DLE 
Choonhakarn et al. DLE Develop SLE 
Stead et al. PH of SLE, antiphospholipid 

syndrome, DLE 
NA 

Schmitt et al. SLE, DLE NA 
Rodriguez-
Caruncho et al. 

NA Lupus panniculitis, DLE 

Abbreviations: SLE: systemic lupus erythematosus, DLE: discoid lupus erythematosus, PH: past history, NA: not available 

 
The patient initially presents with tumid LE, a rare 

form of cutaneous LE which manifest as a benign 
disease without systemic involvement. From the 
literature review, there are solely 15 patients from 6 
reports that have coexistence of tumid LE with SLE 
and/or discoid LE from the onset of diagnosis. The 
appearance of discoid LE and lupus panniculitis after 
tumid LE was reported in 6 and 1 cases, respectively. In 
addition, only two patients developed systemic LE after 
diagnostic of tumid LE (Table2).6-9 To the best of our 
knowledge, the diagnosis of dermatomyositis after 
tumid LE has never been reported.  

The diagnosis of DM with generalized edema was 
more favor than widespread tumid LE in this patient 
because of the following reasons. Tumid LE usually 
presents as erythematous edematous plaque while 
edema in DM is more generalized. In addition, after the 
prompt treatment in the patient, the edema was 
completely resolved while lesion of tumid LE showed a 
slight improvement. The exact pathogenesis of co-
existence of both diseases remains to be elucidated. 
However, we speculate that serum factors that induce 
proliferation of fibroblasts and increase mucin 
production may play an important role.  
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In conclusion, we herein report a case of 
dermatomyositis presenting with generalized edema, in 
whom the disorder is preceding by tumid LE. Though 
patients with tumid LE rarely developed other systemic 
involvements, our case highlights that it can be 
followed by connective tissue disease other than lupus 
erythematosus.  
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Cutaneous metastasis of signet ring cell 

carcinoma from unknown origin. 
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ABSTRACT: 
WITTHAWASCHAIKUL J, VEJJABHINANTA V. CUTANEOUS METASTASIS OF SIGNET RING 

CELL CARCINOMA FROM UNKNOWN ORIGIN. THAI J DERMATOL 2016; 32: 154-160. 

INSTITUTE OF DERMATOLOGY, MINISTRY OF PUBLIC HEALTH, BANGKOK, THAILAND. 
Cutaneous metastasis from signet ring cell carcinoma is uncommon. A 54-year-old Cambodian woman 

presented with a 4-month history of multiple painless nodules on her back. The biopsy revealed aggregations of signet 
ring cell in the dermis. Immunohistochemical staining can help differentiate the origin of signet ring cell carcinoma. 
Further investigations should be performed to identify the hidden tumor.  
Key words: Cutaneous metastasis, Signet ring cell carcinoma 
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Introduction 
About 10% of all visceral malignant tumors develop 

cutaneous metastases, which represent 2% of all skin 
tumors. Cutaneous metastases most frequently derive 
from carcinomas of breast, lung, colon, rectum, ovary, 
head, neck, kidney, and the gastrointestinal tract.  

These skin metastases may be the first sign of an 
unknown malignancy. They usually present as 
asymptomatic nodules or plaques. Metastatic 
dissemination is largely via lymphatic vessels and less 
frequently via the blood stream (to liver, peritoneal 
cavity, lung, adrenal gland, and skin).  

We describe a patient diagnosed with cutaneous 
metastasis of signet ring cell carcinoma from unknown 
origin. 
Case report 

A 54-year-old Cambodian woman presented with a 
4-month history of multiple painless, erythematous 
lumps on her back. She denied any constitutional 
symptoms and weight loss. She could eat regularly and 
had no difficulty of swallowing. She had no fever, no 
chronic cough and never had any lumps like this before. 
No one in her family had cancer. The patient had a 
history of gastrectomy for three years with unknown 
reason  due to the communication barrier. 

On physical examination, there were multiple, 
painless, confluent, shiny, smooth-surfaced, 
erythematous, firm-to-rubbery consistency nodules on 
the left side of the back. Some similar lesions were 
scattered on the right side of the back, right cheek and 

left upper chest (Figure 1). Liver and spleen were not 
palpable. There was solitary, painless, smooth-surfaced, 
hard-consistency lymphadenopathy 0.5 cm in diameter 
on the left supraclavicular area. Complete blood count, 
renal function test, liver function test and urinalysis 
were within normal limit.  
 

 
 

 
Figure 1. 1A Multiple, painless, confluent, shiny, 
smooth-surfaced, erythematous nodules on the left side 
of the back (left) 1B Close up view (right) 
 

A 

B 



156 Witthawaschaikul J et al Thai J Dermatol, April-June 2016 

 

  
 

  
 

 
Figure 2 Skin biopsy from the back. A H&E stain (X100 />($). B H&E stain (X400 />($). C,D,E PAS, Mucicarmine and 
Alcian blue pH 2.5stains, respectively showed positive stain in the tumor cells. 
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Histopathological study reported multiple 
aggregations of atypical signet ring cells in the dermis 
without epidermal connection. Some of those arranged 
in cords and strands. Immunohistochemical studies 
showed positivity for PAS, Mucicarmine and Alcian 
blue pH 2.5 and negativity for PAS-Diastase (Figure 2).  

According to the left supraclavicular 
lymphadenopathy, the most likely diagnosis was 
Cutaneous metastasis of signet ring cell carcinoma 
which the differential diagnosis was primary cutaneous 
signet ring cell carcinoma.  She was lost to follow up 
during the referral to National Cancer Institute for 
further investigation.  

 

Table 1 Shows different types of cancers with signet ring cells4,5,6,7,8,11,12  
Primary skin tumor • Primary cutaneous signet ring cell carcinoma 

• Squamous cell carcinoma  
• Basal cell carcinoma 
• Melanocytic nevus 
• Malignant melanoma 
• Liposarcoma 
• Trichilemmal carcinoma 
• Hidradenoma 
• Cylindroma 
• Epitheloid sarcoma 
• Dermatofibroma 
• Cutaneous T-cell lymphoma  
• Non-Hodgkin's lymphoma  
• Infundibular cyst 

Metastatic skin tumor • Lung  
• Breast 
• Gallbladder 
• Esophagus  
• Stomach 
• Pancreas 
• Colon 
• Appendix 
• Rectum 
• Prostate 
• Ovary 
• Endometrium 
• Urinary bladder 
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Discussion 
Cutaneous metastasis from internal malignancies is 

rarely observed. The incidence is ranging from 0.7% to 
10%, and it could be the first sign of an unknown 
malignancy.1,2,3 The cell type of signet ring cell 
cutaneous metastasis is belonged to a type of epithelial 
cell called glandular cells in origin. Its cancer is a rare 
form of mucinous adenocarcinoma. Cutaneous 
metastasis usually presents as painless nodules, plaques 
with or without ulceration or necrosis. Pain can be 
observed in some cases. Herpetiform lesions may 
occur.4,8,11   Since the abnormal of cellular secretion or 
excretion mechanisms, excess mucin presents in a 
cytoplasm. It compresses the nucleus of the cell and 
makes the cell looks like a ring. However, other types of 
primary skin neoplasms have been reported to contain 
signet ring-like cells. Thus, skin tumors of signet ring 
cell morphology may be primary or metastatic. 

The histopathology of cutaneous metastasis 
typically shows a diffuse dermal infiltrate sometimes 

with extension into the subcutis. The overlying 
epidermis is usually intact and there is an underlying 
spared zone of uninvolved dermis (grenz zone). The 
tumor cells are often found in narrow strands between 
bundles of collagen.5 

The cytoplasmic mucin-staining vacuoles are only 
seen in primary cutaneous signet ring cell carcinoma, 
which is apocrine in nature, and metastatic 
adenocarcinoma.6  

The mucinous content looks clear with routine 
stains, while it stains positive with Periodic acid-Schiff 
without diastase and positive with mucicarmine.  

Distinction of primary cutaneous signet ring cell 
carcinoma from a metastatic lesion is challenging. The 
former is apocrine origin which positively stained with 
lysozyme, GCDFP-15 (Gross cystic disease fluid 
protein 15), CK7 and CK 20.6,7 

Immunohistochemical stains could assist to 
differentiate the origin of signet ring cell metastasis, as 
shown in Table 2. 
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Table 2 Shows immunohistochemical staining in primary and secondary adenocarcinomas.4,5,6,7,8,10,11 

Type of carcinoma Major 
localization  

CK 7 CK 20 TTF-1 Anti-
TG 
Ab 

PSA RCC-
MA 

CA19-9 

Primary adenocarcinoma 

Primary cutaneous signet 
ring cell carcinoma 

Eyelids, axilla + + - - - - - 

Secondary adenocarcinoma 

Breast Thorax, back, 
face (eyelid, 
nose), umbilicus 

+ - - - - - - 

Lung Trunk, scalp, 
neck, face 

+ - + + - - - 

Gastrointestinal  Abdomen, scalp, 
neck, face 

- + - - - - + 

Renal cell Upper trunk, 
torso, scalp 

-/+ - - - - + - 

Thyroid Abdomen, head  - - + - - - - 
Ovary Umbilicus + -/+ - - - - +/- 
Prostate Suprapubic -/+ -/+ - - + - - 
Urinary bladder Trunk, pre-

auricular 
+ + - - - - - 

Pancreas Umbilicus + - - - - - + 
+, almost all are positive; -, almost all are negative; +/-, most are positive; -/+, most are negative 
TTF-1,Thyroid transcription factor-1; Anti-TG Ab, Antithyroglobulin antibody; PSA, Prostate specific antigen; RCC-MA, Renal cell carcinoma marker; CA19-9, 
Carbohydrate Antigen 19-9 
 

When a diagnosis of cutaneous metastasis from 
signet-ring cell carcinoma is made, a search for primary 
tumor is needed. Complete physical examination and 
the immunohistochemical staining of the biopsied tissue 

can be helpful. The blood testing for complete blood 
cell count, liver function tests, biochemical serum 
profile, serological tumor markers (AFP, B-HCG, 
CA.125, CEA, CA.19-9), urinalysis, including chest X-
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ray, stool occult blood testing, 
esophagogastroduodenoscopy, colonoscopy, whole 
abdominal computed tomographic scan should be done.   

Although the thorough physical examination and 
investigations are performed, the origin of occult 
malignancy can not be identified. Of all cutaneous 
metastasis, the incidence of unknown primary site is 
4.8-7.8%.3,8 Once the diagnosis of skin metastasis is 
established, the prognosis is grim. The average survival 
time following the initial diagnosis of cutaneous 
metastasis is 7.5 months. Approximately, Thirty percent 
of the patients die within the first month and half of the 
patients expire within the first 6 months.8,9  

Treatment of skin metastases of visceral tumors 
almost exclusively pursues palliative goals. Surgical 
excision, radiation, focal chemotherapeutics or 
immunotherapies can be performed on a case-by-case 
basis. Systemic therapies are indicated for immuno- or 
chemotherapy-responsive tumors.10  

Our case was a 54-year-old woman, from Cambodia 
with the past history of gastric surgery. Multiple, 
painless, disseminated nodules with left supraclavicular 
lymphadenopaty and  the histopathological finding of 
aggregations of atypical signet ring cells in the dermis 
without epidermal connection suggested the malignancy 
in nature.  The identification of the primary malignancy 

can lead to the appropriate care for our patient. As a 
result, the patient was referred to National Cancer 
Institute for further investigation. Unfortunately, the 
patient was lost to follow up before performing any 
work-up. 
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 Fabry disease (FD) is an X-linked recessive inherited glycosphingolipid storage disorder resulting from deficient 
or absent activity of the lysosomal enzyme α-galactosidase A. Classically, the patients presented with acroparesthesia and 
angiokeratoma corporis diffusum with multi-organ involvements. We reported one case with an atypical form of Fabry 
disease in adult males who presented with acroparesthesia. 
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Introduction 
Fabry disease (FD) is an X-linked inherited 

lysosomal storage disorder (LSD) of  glycosphingolipid 
catabolism resulting from deficient or absent activity of 
the lysosomal enzyme α-galactosidase A.1,2,3 The defect 
leads to progressive accumulation of the glycolipid 
globotriaosylceremide (Gb3) in the lysosomes in the 
cells of numerous organs, including epithelial cells and 
visceral organs. 1,2,3 

Here we will described a case of Fabry disease in 
which the patient presented with atypical 
manifestations. 
Case report 

A 20 year-old Thai man presented with a 10 year-
history of chronic burning and shooting pain on his 
hands and feet which was precipitated by increased 
body temperature, exercise, or stress. He had been 
diagnosed with erythromelalgia. This had been treated 
with aspirin and  gabapentin without clinical 
improvement. He had no known underlying disease and 
no similar symptoms were present in his family 
members. 

 

 
Figure 1 Multiple discrete dark-red non-blanchable 
telangiectatic macules on both palms  
 

 
Figure2 Multiple discrete dark-red non-blanchable 
telangiectatic macules on palm, close up view. 

 

On physical examination, there were multiple 
discrete dark-red, non-blanchable telangiectatic macules 
on his palms and soles(Figure 1,2) without mucosal and 
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conjunctival involvement. Neurological, eye and 
cardiovascular examinations were normal.  

 

 
Figure 3 Urine fresh smear under polarized light  
showed maltese crosses crystals.  
 

The basic laboratory tests including: complete blood 
count, urinalysis, spot urine protein, renal function, liver 

function and thyroid function tests were normal. The 

serum testing for anti-HIV, anti-HCV, HBsAg and anti 
nuclear antibodies(ANA) were normal. The urine fresh 
smear under polarized light examination showed many 
maltese crosses-like crystals(Figure3). Further 
investigation with a chest radiography and 
electrocardiography (EKG) were normal.  

The alpha-galactosidase A measurement revealed 
low level in both leukocytes and plasma [0.2 U/g (0.8-
2.0) and 2 mU/L (25-230), respectively] 

Skin biopsy from one of the lesions on the patients 
left palm showed single thin walled dilated vascular 
spaces in dermal papillae and lower reticular dermis 
compatible with angioma. An electron microscopy from 
the telangiectatic macules on the left palm revealed 
concentric lamellar inclusion bodies with alternating 

light and dark-electron dense bands (Zebra bodies) in 
endothelial cells. 

This patient was diagnosed with an atypical form of 
Fabry disease and received long term enzyme 
replacement therapy from Australia with significant 
clinical improvement. 
Discussion 

Fabry disease (FD) is an X-linked inherited 
lysosomal storage disorder resulting from deficient or 
absent activity of the lysosomal enzyme α-
galactosidase A.1,2,3  

FD is divided into classical and non-classical or 
atypical form, depending on the clinical presentation.1,4 

In classic FD, the age of onset is 6-8 years old in males 
and 9 years old in females.1 Burning pain in the 
extremities (acroparesthesia) is usually the initial 
presentation.1,2,3 The cutaneous manifestations include: 
angiokeratoma, angioma, telangiectasia, 
pseudoacromegalic facial appearance, lower limb 
edema, lymphedema, hypo or hyperhidrosis and 
Raynaud{s phenomenon.1,3,4 Extracutaneous 
manifestations include:  abnormalities in neurological, 
gastrointestinal, renal and cardiovascular systems.3 
Cornea verticillata (vortex keratopathy), a corneal 
deposit frequently seen with the use of drugs such as 
amiodarone and anti-malarials, can also be seen in 
Fabry disease.5 Male patients diagnosed with FD 
typically die in their fourth or fifth decade, and females 
have typically lived about 15 years longer.1.3 The 
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common causes of death are renal failure,cardiac and 
cerebrovascular diseases.1,3 

In atypical form, the onset of symptoms is older ( in 
the fourth to sixth decades of life) and these patients 
typically have a longer life span compared to classical 
FD. Patients with atypical FD have only 1-2 internal 
organs involvement due to residual  α-galactosidase A 
activity.1,2,4 Acroparesthesia is still usually the initial 
presentation.1,2,3,4 

Unlike the classical form in which the cutaneous 
presentation shows typical angioma corporis diffusum 
affecting predominantly in males, cutaneous lesion in 
atypical form of FD have been reported as cherry 

hemangioma, angiokeratomas of Fordyce, multiple 
angioma and telangiectasia.1,3,6,7,8 These cutaneous 
lesions in atypical FD were identical in both male and 
female patients.7 However, the cutaneous vascular 
tumors were not present in up to a third of affected male 
patients and two-thirds of affected female patients.9 In 
addition, undiagnosed FD has been found in up to 5% 
of young patients with cryptogenic stroke, 3-6% of male 
patients with late onset hypertrophic cardiomyopathy, 
and up to 1.2% of male patients with end-stage renal 
failure of unknown cause.10 

 

Table 1  Show conditions present with acroparesthesia1 
Group of disease Conditions 
Metabolic diseases Diabetes and prediabetes 

Amyloidosis (hereditary and acquired) 
Acute intermittent porphyria 

Nutritional abnormality Vitamin B1, B12 deficiency or B6 toxicity 
Infection Human immunodeficiency virus 

Hepatitis B 
Leprosy 
Lyme disease 

Autoimmune disease Vasculitis 
SLE 
Sjogren{s syndrome 
Systemic sclerosis 

Hereditary disease Fabry{s disease 
Hereditary sensory and autonomic neuropathy 

Toxic substance used Alcohol misuse 
Heavy metals 

Drug-induced Antiretroviral agents 
Vinca alkaloids (vincristine) 
Paclitaxel and docetaxel 
Cisplatin, carboplatin and oxaliplatin 
Metronidazole and linezolid 

Idiopathic Unknown causes, other conditions excluded 
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Our case presented with acroparesthesia in 
adulthood without any neurological abnormality. 
Nevertheless, numerous conditions as shown in table1 
were reported as a cause of acroparethesia. This case 
had no history of drug abuse or use of medications 
which could have caused these symptoms. The physical 
and laboratory examinations did not reveal any 
metabolic disease, infectious disease or nutritional 

deficiency. The maltese crosses crystals in the urine 
fresh smear was assisted in the diagnosis of FD. 

Nevertheless, the urine maltese crosses crystals can 
be found in many other conditions including: nephrotic 
syndrome, congenital adenine 
phosphoribosyltransferase deficiency and cornstarch 
powder contamination.11 The shape, color or internal 
structure of maltese crosses were different in each 
condition as shown in table2.10 

 

Table 2 Shows conditions present the maltese cross crystal in urinary sediment10 

Conditions Shape Color Internal structure 

Nephrotic syndrome 

Fabry's disease 

Symmetrical round shape   Translucent  No internal structure 

Congenital adenine 

phosphoribosyltransferase 

deficiency 

Symmetrical round shape Reddish-brown central spicules 

Cornstarch powder Irregular and asymmetric, 
round to polygonal shape 

Colourless Nucleus-like centre 

 

The maltese crosses in urine of our patient have 
symmetrical arms, are translucent color and have no 
internal structure. All these characteristics are features 
of maltese crosses that are found in FD. 

The gold standard for diagnosis of FD is the 
measurement of α-galactosidase-A enzyme activity.1 
The alternative option is the demonstration of zebra 
bodies in endothelial and smooth muscle cells by 
electron microscopy. Zebra bodies are the unique 
pattern of storage vacuoles in the cytoplasm of 
endothelial and smooth muscle cells.12 They are non-

specific for Fabry disease and can be present in other 
lysosomal storage diseases, such as 
mucopolysaccharidoses, Nieman-Pick diasease and 
GM2 gangliosidoses.12,13 

The treatment of choice for FD is enzyme 
replacement therapy (ERT).1,3,13,14 This therapy can slow 
the decline of renal glomerular function, reduce the 
endothelial storage and improve pain and cardiac 
disease.13,14 

The enzyme therapy is not available in 
Thailand. Because of this, our patient received long 
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term enzyme replacement therapy in Australia along 
with adequate pain management with gabapentin and 
periodic monitoring of visceral organs involvement. 
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