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Abstract:

Background:	Thrombocytopenia	is	defined	as	the	state	of	platelet	less	than	150,000/mm3.	Its	etiologies	are	

widely	heterogeneous	including	various	infections.	This	study	was	aimed	to	find	the	prevalence	of	hepatitis	

B	and	C	viruses,	HIV	and	syphilis	among	thrombocytopenic	patients	at	the	department	of	medicine,	Maharat	

Nakhon	Ratchasima	Hospital	between	Jan	2013-Dec	2015.	Patients	and	Methods:	The	patients	with	15	years	 

of	age	or	older	who	had	the	platelet	less	than	150,000/mm3	from	the	routine	yearly	check-up	would	be	tested	

for	HBsAg,	 anti-HCV,	HIV	 antigen/antibody,	VDRL,	 and	ANA.	And	 then	 the	 platelet	 belonging	 to	 the	 

groups	with	 each	 infection	would	be	 compared	with	 that	 of	 the	group	without	 infection	using	 the	 student	 

T	test.	The	p-value	less	than	0.05	would	be	considered	statistically	significant.	Results:	Eleven	of	110	patients	

(10	%)	had	various	infections,	consisting	of	4	with	syphilis	(3.6	%),	3	with	hepatitis	B	virus	(2.7	%),	2	with	

hepatitis	C	virus	(1.8	%)	and	2	with	HIV	infections	(1.8	%).	The	platelets	among	the	groups	with	hepatitis	 

B	or	C	viruses	or	syphilis	were	not	different	from	that	of	the	group	without	infection.	In	contrast,	the	platelet	

of	the	HIV	group	was	lower	than	that	of	the	group	without	infection,	with	statistical	significance.	Conclusion:	 

The	 syphilis,	 hepatitis	B	 and	C	viruses	 and	HIV	 infections	 accounted	 for	 10	%	of	 the	 thrombocytopenic	 

patients.	When	the	patients	with	thrombocytopenia	were	encountered,	all	these	infections	should	be	screened	

before	the	diagnosis	of	immune	thrombocytopenia	was	established.	
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บทน�ำ:	ภาวะเกลด็เลือดต�่า	 คือภาวะท่ีเกลด็เลือดต�่ากวา่	150,000/มม3	สาเหตุมีไดห้ลากหลาย	รวมทั้งการติดเช้ือ 

ชนิดต่าง	ๆ	วตัถุประสงคข์องการศึกษาน้ี	คือหาความชุกของการติดเช้ือไวรัสตบัอกัเสบ	บี	และ	ซี	เอชไอว	ีและ	

ซิฟิลิส	 ในผูท่ี้มีเกลด็เลือดต�่า	กลุ่มงานอายรุกรรม	โรงพยาบาลมหาราชนครราชสีมา	 ระหวา่ง	มกราคม	2556-

ธนัวาคม	2558	ผู้ป่วยและวธีิกำร:	ผูป่้วยอายตุั้งแต่	15	ปีข้ึนไป	ท่ีมีเกลด็เลือดต�่ากวา่	150,000/มม3	จากการตรวจ

ร่างกายประจ�าปี	 จะไดรั้บการเจาะเลือดตรวจหา	HBsAg,	 anti-HCV,	HIV	 antigen/antibody,	VDRL,	ANA	

และเปรียบเทียบระดบัเกลด็เลือด	ระหวา่งกลุ่มท่ีมีผลเลือดบวกกบักลุ่มท่ีผลเลือดลบ	โดยวิธี	 student	T	 test	 

ถา้ค่า	p	นอ้ยกวา่	0.05	จะถือวา่มีนยัส�าคญัทางสถิติ	ผลกำรศึกษำ:	 มีผูป่้วย	110	ราย	 ติดเช้ือชนิดต่าง	ๆ	11	ราย	 

(ร้อยละ	10)	แบ่งเป็นซิฟิลิส	4	ราย	 (ร้อยละ	3.6),	 ไวรัสตบัอกัเสบ	 บี	 3	 ราย	 (ร้อยละ	2.7),	 ไวรัสตบัอกัเสบซี	 

2	ราย	(ร้อยละ	1.8)	และเอชไอว	ี2	ราย	(ร้อยละ	1.8)	ระดบัเกลด็เลือดระหวา่งผูท่ี้ติดเช้ือซิฟิลิส,	ไวรัสตบัอกัเสบบี	

และไวรัสตบัอกัเสบซี	ไม่แตกต่างจากผูไ้ม่ติดเช้ือ	แต่เกลด็เลือดของผูติ้ดเช้ือเอชไอว	ีกลบัต�่ากวา่ของผูไ้ม่ติดเช้ือ

อยา่งมีนยัส�าคญัทางสถิติ	สรุป:	มีการติดเช้ือซิฟิลิส	ไวรัสตบัอกัเสบบี	และ	ซี	และเอชไอวใีนผูป่้วยเกลด็เลือดต�่า

รวมกนัถึงร้อยละ	10	ฉะนั้นเม่ือพบผูป่้วยเกลด็เลือดต�่า	ควรตรวจหาเช้ือเหล่าน้ีก่อนท่ีจะใหก้ารวนิิจฉยัวา่เป็นโรค

เกลด็เลือดต�่า	จากภมิูคุม้กนัต่อตา้นตนเอง	

ค�ำส�ำคญั:	ความชุก,	ไวรัสตบัอกัเสบ	บี,	ไวรัสตบัอกัเสบ	ซี,	ซิฟิลิส,	เอชไอว,ี	ผูท่ี้มีเกลด็เลือดต�่า

Introduction	

	 	 Thrombocytopenia	is	defined	as	the	state	of	

platelet	 count	 less	 than	150,000/mm3.	Most	 of	 the	

people	with	thrombocytopenia	are	always	accidentally	

found	during	the	yearly	routine	physical	check-up	for	

CBC	without	any	clinical	manifestation	if	the	platelet	

level	is	more	than	50,000/mm3(1).	Its	basic	pathogenesis	

may	be	decreased	production	in	the	bone	marrow	or	

the	 increased	 destruction	with	 or	without	 immune	

mediated	 or	 the	 abnormal	 distribution	 due	 to	 the	

hypersplenism(2).	By	these	mechanisms,	its	etiologies	

can	be	widely	heterogeneous	which	may	include	drugs,	

infections,	heparin-induced	thrombocytopenia,	chronic	

liver	disease,	pregnancy,	DIC,	TTP,	HUS,	immune	

thrombocytopenic	purpura	(ITP),	etc.	

	 	 Hepatitis	B(3)	and	hepatitis	C(4)	viruses,	HIV	

infections(5)	and	syphilis(6)	are	usually	mentioned	as	the	

possible	causes	of	asymptomatic	thrombocytopenia	

and	 they	need	 special	 and	 specific	management(7). 

Therefore	before	making	a	diagnosis	of	the	ITP	that	

may	need	immunosuppressant	if	the	platelet	level	is	

low	enough	all	these	infections	should	be	excluded.	

The	aim	of	this	study	was	to	find	the	prevalence	of	

hepatitis	B	and	C	viruses,	HIV	and	syphilis	among	

Thai	people	who	had	asymptomatic	thrombocytopenia.	
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Patients	and	Methods	

	 	 This	 cross-sectional	 study	 retrospectively	

recruited	the	adult	patients	who	were	referred	to	the	

hematologists,	Department	of		Medicine,	Maharat	Nakhon	

Ratchasima	Hostipal	because	they	were	accidentally	

found	to	have	the	isolated	thrombocy-topenia	during	

the	routine	yearly	check-up	(platelet	count	less	than	

100,000/mm3	by	the	automated	hematology	analyzer).	

No	one	had	clinically	bleeding	symptom	or	thrombotic	

event.	The	physical	examination	in	all	cases	must	be	

unremarkable.	All	were	15	years	old	or	older.	They	

were	 all	 investigated	 for	HBsAg,	 anti-HCV,	HIV	

antigen/antibody,	and	VDRL.	If	any	blood	test	was	

found	positive,	the	further	appropriate	investigations	

would	be	 performed,	 viz.,	 the	 liver	 function	 tests	

for	 the	 patients	with	 positive	 either	 hepatitis	B	or	

hepatitis	C	virus,	the	CD4	count	and	the	viral	load	for	

the	participants	with	positive	HIV	antigen	/	antibody	

and	TPHA	for	the	participants	with	positive	VDRL,	

regardless	the	titer	level.	Furthermore,	the	anti-nuclear	

antibody	ANA	was	also	simulta-neously	tested	in	all	

participants.	The	study	period	was	between	Jan	2013-

Dec	2015.	

	 	 The	exclusion	criteria	were	the	participants	

who	had	 any	 known	underlying	 or	 current	 active	

diseases,	got	pregnant	or	used	any	current	medication.

 

Results

	 	 There	were	 110	patients	with	 thrombocy-

topenia,	38	males	and	72	females.	Their	ages	ranged	

from	16	to	78,	mean	42.6+19.9	years.	Their	platelet	

counts	varied	from	2,000/mm3	to	96,000/mm3,	mean	

40,603.4+31,095.3/mm3.	No	one	had	any	thrombo-

hemorrhagic	symptom	or	hepatosplenomegaly.	The	

overall	prevalence	rate	of	the	infections	was	11	from	

110	cases	(10.0	%).	For	each	infection	as	well	as	ANA	

among	the	participants	with	the	thrombocytopenia,	

the	prevalence	would	be	expressed	as	the	percentage	

and	presented	in	the	table	1.	

	 	 From	four	participants	with	positive	VDRL,	

only	one	was	found	positive	for	TPHA.	His	cerebrospinal	

fluid	had	no	cell,	no	reaction	to	VDRL,	so	the	patient	

was	weekly	 treated	with	benzathine	penicillin.	All	

participants	 in	 the	 groups	with	 positive	 tests	 for	

hepatitis	B	and	hepatitis	C	viruses	had	normal	liver	

function	tests.	And	both	participants	with	positive	HIV	

antigen/antibody	had	the	CD4	count	less	than	200/

mm3	while	their	viral	loads	were	more	than	>50,000	

copies/ml	and	the	HAART	were	promptly	initiated.

	 	 The	mean	platelet	levels	of	each	group	of	the	

participants	who	carried	each	infection	or	had	ANA	

antibody	were	compared	and	analyzed	with	that	of	

the	participants	who	were	free	from	any	infection	and	

ANA	antibody,	using	the	unpaired	student	T	test.	The	p	

values	less	than	0.05	would	be	considered	statistically	

significant.	And	they	were	all	shown	in	the	table	2.

Table	1		the	prevalence	rates	of	infections	and	ANA	

among	the	participants	with	thrombocytopenia

 
No %

VDRL 4 3.6

HBsAg 3 2.7

Anti-HCV 2 1.8

HIV	Ag/Ab 2 1.8

ANA 23 20.9

Total																												110

Note:	HIV	Ag	/	Ab-HIV	antigen	/	antibody
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	 	 The	platelet	count	belonging	to	the	patients	

with	 positive	VDRL,	 positive	TPHA	was	 49,000/

mm3	that	was	not	strikingly	different	from	the	average	

36,500/mm3	of	the	positive	VDRL,	negative	TPHA	

group.	In	contrast	with	the	platelet	count	of	the	HIV-

infected	patients,	they	were	13,000/mm3	and	6,000/

mm3	which	were	 different	 from	 the	mean	 of	 the	

non-infected	patients	with	statistical	significance,	p	

0.04.	The	platelet	counts	belonging	to	the	hepatitis	

B	(HBV),	hepatitis	C	viruses	(HCV)	as	well	as	the	

ANA	positive	groups	were	not	statistically	different	

from	that	of	the	non-infected,	non-ANA	group.

Discussion

	 	 The	infection	rates	of	HBV,	HCV	and	HIV	

among	the	asymptomatic	thrombocytopenic	patients	

were	2.7	%,	1.8	%	and	1.8	%,	respectively	whereas	the	

rate	of	positive	VDRL	was	3.6	%	but	the	actual	rate	

of	syphilis	depending	on	the	positive	TPHA	was	only	

one	from	110	cases	or	0.9	%.	When	these	prevalence	

rates	were	compared	with	those	of	the	blood	donors,	

they	appeared	to	be	higher,	 i.e.	1.01-2.36	%,	0.17-

Table	2	 the	mean	platelet	count	of	 the	group	with	
each	infection	or	ANA	antibody	vs.	the	non-infected,	
non-ANA	group

Mean+SD p	value

1. VDRL 39,500.0+25,748.0 0.89

2. Hepatitis	B 61,666.7+24,378.9 0.28

3. Hepatitis	C 67,000.0+31,112.7 0.11

4. HIV 9,500.0+4,949.7 0.04*

5. ANA 31,850.0+32,344.0 0.29

6. Non-infected,

non-ANA

41,773.8+31,062.8

0.71	%,	 and	0.1-0.39	%	 for	HBV,	HCV	and	HIV	

among	donors,	 respectively	with	 syphilis	 of	 0.05- 

0.44	%(8-11).	 It	 seemed	 these	 infections	might	 

contribute	some	roles	leading	to	thrombocytopenia.		

However,	it	could	not	be	simply	concluded	because	

they	were	totally	different	populations.	Furthermore,	

the	 blood	 donors	 always	 assessed	 themselves	 as	 

healthy	while	our	population	was	the	ordinary	people	

who	 sought	 the	medical	 check-up.	And	 in	 fact,	 

all	 these	 donors	 were	 not	 the	 population	 of	 

Nakhon	Ratchasima	Province.	

	 	 The	means	of	the	platelet	levels	among	the	

HBV,	HCV,	VDRL	and	ANA	positive	participants	

were	similar	to	those	of	the	thrombocytopenic	patients	

without	infections	or	ANA	antibody.	Therefore	these	

infections	and	ANA	should	be	explored	in	every	patient	

who	presented	with	asymptomatic	throm-bocytopenia	

because	each	infection	might	need	the	special	approach	

and	management	resulting	in	the	spontaneous	recovery	

of	the	thrombocytopenia(12,13).	And	the	diagnosis	of	

immune	thrombocytopenic	purpura	could	be	finally	

concluded	only	after	all	 these	 infections	and	ANA	

antibody	were	tested	negative.	However,	the	platelet	

counts	belonging	to	the	HIV-positive	patients	were	

significantly	lower	than	that	of	the	non-infected,	non-

ANA	group.	In	fact,	throm-bocytopenia	is	commonly	

found	 in	HIV-infected	patients	 regardless	 the	 age	

or	gender(14),	range	from	5.9	%(15)	to	63.6	%(16).	On	

contrary,	HIV	infection	was	found	in	3	of	207	cases	

diagnosed	 as	 ITP	 (1.4	%)(17)	whereas	 it	 accounted	

for	1.84	%	of	the	patients	diagnosed	as	thrombotic	

thrombocytopenic	purpura	(TTP)(18).	Our	two	cases	

had	severe	thrombocytopenia	while	the	CD4	count	

was	lower	than	200/mm3	whereas	the	viral	load	was	

very	high(19). 
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Conclusion

	 	 Asymptomatic	 thrombocytopenic	 patients	

should	be	investigated	for	HBV,	HCV,	HIV	and	VDRL	

because	they	all	accounted	for	10	%	of	cases	without	

any	special	clue	before	the	diagnosis	and	treatment	

of	the	immune	thrombocytopenia	was	initiated.
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