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Abstract

Serological markers of Delta virus in relation to hepatitis B virus (HBV)
infection were studied from January 2002 to December 2003 in 280 patient’s sera in
comparison with 2500 health blood donors and with [BsAg positive patients with
ot without hepatitis 1 virus (HDV) infection in Al-Qadisiya Governorate, Enzyme
Linked Immunosorbent Assay (ELISA) was used for the determination of
serological markers. ‘The Seroprevalence study showed that apparently healthy
blood donors may have HDY and that various potential risk factors for the
rransmission of HBV enhance HDV transmission in Al-Qadisiya, apparently health
HBsAg positive blood donors showed a relatively lower DV rate (0.96%) when
compared to HBsAg positive (1.32 %), when the prevalence of HIDV in patients was
10, 7%(30/280) and HBsAg positive was 12.5%(36/280).

Introduction
The hepatitis D virus (also called delta virus) is a small circulur RNA virus
. (Rizzetto, M: Canses, 1977). The hepatitis D virus is replication defective and
therefore cannot propagate in the absence of another. In humans, hepatitis D virus
infection only oceurs in the presence of hepatitis B infection (Caredda, 1985; Farei,
2003), Hepatitis 1 virus (1TDV) is defeetive virus that requires the helper function of
the hepatitis B virus (HBV) Bozdayi 2002), HDV develops only in patients with
hepatitis surtace antigen (FIBsAg) (Buti, 1986). The diagnosis ol TTDV is made on
the basis of serological tests w deteet both the HDVonly encoded antigen (T1IDAg)
as well as specific antibodies against HDAg (anti ~ HD) of both IgG and 1pM
classes which can be done by enzyme- Linked Immunosorbent assay (ELISA) (Al
salami, 1987: Farci, 1986; Purcell1989).Seroprevalence studies of anti — HD n
[IBsAg positive individuals have shown a worldwide no uniform distribution
(Buti, 1986}, Five percent or more of 300 million HBV cases worldwide are in fecled
with IIDV as well, due 1o the fact thut HDV depends on HBV (Dimitrazkis, 2001),
The epidemiology's of the vwo agents are generally parallel, bul with Important
regional variations (Alter,2002) .The present study was either planned or designed
to delincate the prevalence rate of HDV markers among HBsAg positive blood
donors and HBsAg hepatopathies{Dimitrakakis, 2001; Farci 2003). Also one of the
aims of this study was to asses the risk factors associated with the presence of
HDV markers in comparisonwith those associated with HBV  infecti
alone (Marcus, 1989;Mohammed, 1996)
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Subjects

A total of 2780 blood samples were collected from January 2002 to December
2003, These included HBsAg positive sera obtained from voluntary blood donar Lo
- the Central Blood Bank in Al-Qadisiya Goverhorale Serd were obtained from
donors aged ( 15 — 50 ) years old | while sera obtained from individuals attending
the virology department al Al-Qudisiya Governorate were with an age range of
(5 — 70 ) years. A questionnaire was used to record information from TBsAg
positive patients who were found 1o have TIDV markers.

Methods

Any individual to be enrolled in this study should be reactive to HBsAg tested
by CLISA for HBsAg a direcl immunoensymatic method of the “Qandwich' type o
Kits of Bioelisa HBsAg of Biokit, Spaain. The confirmed HBsAg positive specimens
were kept at - 30 C until the lime of processing.
[IBsAp positive seum sumple [rom 280 patients from the Diwaniya Teaching
Hospital and 2500 health voluntary blood donors to the Luboratory [Department
Blood Bank in Al-Qadisiya Governorate were tesled for makers of Deltu virus
ifection : delta antigen ( HTDAg ), antibodies fo delta antigen { anti - HD
1 and antl - HD Igts ),
n this study used DV Ag CLISA component Enzyme (mimunoassay kits
(International Tmmune-Diagnostics, USAY for the detection HID Ag Hepatostike
HDV micrelisa system for the detection of antibody ta hepatitis deltu antigen (anti
[ID) and / or hepatitis delta antigen (HIDAR) in human serum (Oregano Teknika,
Belgium), Bioclisa (HLISA) tes! for the deteetion of IgM antibodies to HDV n
human serum.

Statistical Analysis

Analysis of the data oblained was made by the use of a compuler using the
§PSS statistical package. By simple frequency distribution table , each variable in
the present study had been classified .Reparding quantitative data . the test of
signilicance used was the Chi — square { X * test and the limit of the p-vilue
accepted was < 0,03,

The prevalence of HDV markers among patient sera from Diwaniya Teaching
THospital was higher than that of blood donors 10.7 %( 30/ 280): this is illustrared in
Tahle (1). The prevalence of HBsAg was 12.5% (36/280); obtained from Diwaniya
Teaching Hospital, this is illustrated in Table (2). Distribution of HDV markers
varied between the two different 1IBsAg positive groups studied, The most
prevalent marker in healthy blood donor was HDMAZ 006 (24/2500) while HBY
marker prevalence was 1.3 (33/2500) among healthy bload donor HBsAg positive
patients obtained from Diwaniva Teaching Hospital.
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Table- 1 the prevalence of TIDAg among patients who were infected with liver
discase secording to age and sex in Al-Qadisiva Governorate.

Age | . Males | Females | Total

group| No. | HDAg | No. | HDAg | No. | HDAg

vear | Teste! N0 | Yo Teste [ Np | 2% | Tested | N i
| TESE —ll | d I | ll I | I L

510 i 0 5 0 0 10 0, 0

11-20 . 350 ) T | S 6.6 65 6| 92

2030 1 60 6 | 10 | 000 2 [T D | 8] 10|

340 | 55 | 7 | 127 ‘ 25 2 10 iy | 0T X112S

S T T e e i

=50 30 3 16.6 | 15 7 20 45 ] 17.5

Towl | 200 23 115 80 70 85| 280 | 30| 167 |

Fable <2 the prevalence of HBsAg among patients who were infected with liver
disense necording 1o age and sex in ALQudisiya Governorate,

| Age | _Mules: o Females I Totl

group | No. HBsAs | Nin. IThsAg b HEsAp

vear Iu.*'-tl*l N, | wn | Teste ESND, as | Feste N, Vo |

il | il ; il
el , | | , : |
S=10 -] 0 i 0 I 5 0 | 0 | 1y | 1] i}
5 — | - |

1120 | 50 | 4 | R| 15 1 ‘ 6.6 | 65 | 5 7.7
2130 60 | 8 | 13| 20 2 | | 80 | 10| 125
Y T R 998 7 (P e e M T ¢ LY I T
A Ly i ] | e e

=5l) 3| [} : 20 [ ] 4 Mo i 20 | 45 | 9 20

! i | [ = 1
200 [ 26 | 13| 80 | 10| 125] 280 | 36 | 125
|

| Total |

The positivity rate of HDV markers tended to increase with age up to 30 years. In
adaptation table (2) shows that chronicity rate was found to increase with age.
Tables (1, 2) show that there was predominance of males or lemales among the
different HBsAg positive groups who were investigated for IIDV markers in my
study, Moreover TIDV prevalence was found to be vanable between males vs.
[emales among the different HBsAg positive groups (11,5 vs. 8.75 %), (1.35 vs.1 %4)
in Diwaniva Teaching Ilospital and Central Blood Bank in Al-Qadisiva Governorate
respectively statistical analysis revealed that there were no signiticant ditference

between males and females in stedied HBsAg positive groups.
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Table- 3 the prevalence of HDAg among healthy blood donor according to age and

sex in Al-Qadisiva Governorate.-

Age | Males | Females | ] Toual

pronp |  No. | MDAz | No. | HDAs |  Noo | HDAg

year | Tested | N | %% | Teste| N %% | TTeste | No.| %

. 0. | d 0. | bt

15-20 267 | 21037 2 | o] o | 28 [ 3 | 07|

21-30 ' 11 1 T 20 I = A O T A T I T

31-40 T O 8 32 0 0 725 8 | L1
| =50 2100 | '3 10104 9 00 219 | 3 1.3
[ Total | 2300 | 23] 1 | 200 | 1] 05 | 2500 | 24 | 096

Fable -4 the prevalence of HBsAg among healthy blood donor according to age
and sex in Al-Qadisiva Governorate.

Ape L __Males 2 Femules | ___lotl
| Hroup | [\rn. ! _HBsAg | No. | HBsAg | No. ____d__IIiBs.-"'tg. _
[ yeur Peste' | N I % | Tedte [ N | % | 'leste N W
et ol | S T S S (. S [ %
1520 | 267 [ 2 055 22 | o 0 | 289 0

2130 | 130 11| 097 137 |
3MAD 693 | 11| 150 32

ST T R T e T T 219 | 12| 15
2

1|07 | 1367 | 5| 7.7
!

——r ¥ - _— =

Towl | 2300 | 31| 1.35 | 200

- ¢ e B2 L

Comparison between HBY with and without delta infection according to history of
exposure 1o some risk factors, The study showed that there was no illustrated in
significant difference in risk factors between HDV infection and those among 1BV
infecied people, however, frequent paraenteral drug administration risk factor was
significantly higher in HBV with delta infection than those without,

Discussion

Fhe prevalence is not simply a function of the prevalence of IIBY, but HDV
has an epidemiology of its own, Apparently healthy blood donors showed a
relatively lower HDV rate (0, 96 %) than the HBsAg positive hepatopathies (1.32
¥u) when the prevalence of HDV in patients was 10.7 Yo 30/280) and 12.5 %%
306/280) the age prevalence of 1DV parallels that of HBV Although it has been
reparted in an Al-Oadisiya Governorate. The study that anti-HDV was found 10, 7%
of [TBsAg carriers among hospital personnel (Mohammed,1987):).However when
studying anti — delta in Iragi blood donors by {Daher,1985); Al — Salami, 1987;
Rassam, 1988 and Mohammed, 1996 ), they found & prevalence of 5.5% . 8.9 % .
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