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Inhibition of Hematopoiesis by Human Parvovirus
Masuhiro TAKAHASHI

First Department of Internal Medicine Niigata University School of Medicine
( Director: Prof. Akira SHIBATA)

Aplastic phase serum from a patient with aplastic crisis of hereditary spherocytosis,
which was demonstrated to contain human parvovirus, inhibited in vitro erythroid
colony formation almost completely and granulocyte-macrophage colony growth mildly.
The suppressive effect of the serum was absolutely abrogated by adding convalescent

phase serum from aplastic crisis, and human

some normal sera, immunoglobulin
Myeloid cell line KU—-812, which is established from a patient with chronic

myelogenous leukemia and possesses the ability of erythroid differentiation, was sup-

products.
pressed to form colonies by human parvovirus. These findings suggest that human
parvovirus causing aplastic crisis of hemolytic anemia could be prevented or treated
with human immunoglobulin products and that KU—-812 might have the receptor for

human parvovirus and could be a unique cell line in which parvoviruses replicate.
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kinase deficiency?’, thalassemia intermedia®, auto-
immune hemolytic anemia® SOWEEMAEA
Wi » B oBMMEANAYEBCF>ACRI
aplastic crisis Oftic, B, 24V v SMEAEMMED,
HAMEREED ot 2 RENANOFER S L i
DAL ERBEINTA, ¥ ERRENECSE
Ty, HlhT BREMAIBRE BRI ER L, A AR
BEEEEZ SN EEEEATREEOANSE X LT
WA, FOE s I A EREBER O —#C human
parvovirus B19 WiEHRT 240 LFAET AL TH
A0 Zoffl, ERMAHEORHEY + v A LEES R
TE oW, SIMEEA ) vascular purpura'®, #T
BOBYEIT X B RITKE, HEY F & oBEEINRE
nTw 5.
PARVOVIRUS (T & 5&EminHlE R L/-BREI
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B, EREEHHEO - D HETRKR I AR

B EHEEAS BEE WEST 4om).

BRA B © FRERE 1.52x10'%/1, BRIRFARMER (+),
Hb 4.4g/dl, $ARIMER0.1%, FIMERE 8.2x10%/1,
M/ 35%10°%/1.
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B AGE © ARMERE 1.13%10'%/1, EBRfARmER (+),
Hb 3.8g/dl, fAmER 1.2%, BHIMERE 5.0x10%/1,
MMRE 149%10%/1, BBEEMSERR (+), HOBE
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x10%/1,
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HUMAN PARVOVIRUS Bl19 O&EMmMEE(CD
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BoO®WE® L v, human parvovirus B19 RBYEOFE
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i,

BHAEDFT, human parvovirus Bl19 OBEFERIC DWW
Tk, FRFEBRRBEES R A BRI & OB L
BHTHDHLEEhTH50MY, SEOBE T, KU-812
#% human parvovirus B19 & X 28EA#F -2 & &
0, ZOMBERD T 4 A ADOF I RIEER LI DB DA
BEMEAUREE X .

 » Y I

BBRFIE, Bl APF L4 human parvovirus
B19 BRI L v —BMOEMBEES R L IERATH 2
n, SR, TETERFERCLLA8EARAERETO
human parvovirus B19 OEFEREC L 5B h i
LEMAESAKEGBBICE - T 500 &:Bbh 3,
RET, EBVIEEFHA, A DO B 2% oo i IR 7 B
i human parvovirus B19 E#EL, =OFEIC LY
BHEDHAIT 52 &, FRMBABEIEYTHE L%
2 pERE TR D, MIRBEICAHT S AIDS ©
FBEARLIRAET O human parvovirus B19 R
CrAEMEECLHTERETALNENALLOLED
na.
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A Molecular Mechanism of Replication of Hepatits B Virus Genome

Norio OGATA

Third Department of Internal Medicine,
Nigata University School of Medicine
(Director: Prof. Hitoshi ASAKURA)

Replication process of hepatits B virus (HBV) genome contains a step of reverse
transcription from pregenome RNA of 3.6 kb in length. To obtain further insights
into the replication mechanism of HBV genome, we examined liver tissue specimens
obtained from patients of HBV carrier for the molecular structures of the viral DNA
using Southern blot hybridization technique. In the active replication phase of the
virus genome, extrachromosomal viral DNAs in the forms of relaxed circle, partially
double strand and single strand, were observed. In contrast, the inactive replication
phase of the virus genome was characterized by the existence of supercoiled circular
form and relaxed circular form. As for the integrated forms of HBV DNA into cel-
lular DNA, head-to-tail tandemly repeated form was detected in both active and
inactive relication phases in some patients.

Results described were discussed from a viewpoit of possible structures of the
“proviral” HBV DNA for the production of the pregenome RNA.

Key words: hepatitis B virus (HBV) carrier, HBV genome replication, extrachromo-
somal HBV DNA, integrated HBV DNA
B AMFR YA v xF £ T, HB 74 v 20841, GefuEsid: HB v 4 v
DNA, #A% HB w4 w2 DNA
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