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Table 1. Classification of Acute Viral Hepatitis

Types of acute viral hepatitis No. of patients

1. Icteric type 41
1) Acme phase 21
2) Subsiding phase 17
3) Persistent phase 3
2. Fulminant type 5
3. Cholestatic type 4
4. Anicteric type 2
Total 52

Table 2. Central Vein Reactions in the 52 cases
of Acute Viral Hepatitis

N C.V. Changel ppiepigis | Smudging| Total

Types of AVH\ No. of caseslNo. of cases|No. of cases.

1. Icteric
1) Acme
2) Subsiding

16(76.2%)| 3(14.3%)| 19
9063.0%) 4(23.5%)| 13

3) Persistent 3(100%) | 0 3
2. Fulminant 2040%) | 2040%) | 4
3. Cholestatic 1(259%) 1025%) 2

2

4, Anicteric 2(100%5 | 0 —

Total 33(63.4%; 10019. 2% 43(82. 6%
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Fig. 1.

Postulated Mechanism of Central Vein Phlebitis in Acute Viral Hepatitis
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—ABSTRACT--

Central Vein Reaction of the Hepatic
Tissue in Acute Viral Hepatitis

—Postulated Mechanism and Its
Diagnostic Implication—

Young il Kim, M.D. and Hyun Soon Lee, M.D.

Department of Pathology, College of
Medicine, Seoul National University

Seoul, Korea

Hepatic needle biopsy specimens from fifty two
cases of acute viral hepatitis were analyzed and the
central vein reaction of the hepatic tissue was
investigated along with its histologic characteristics,
prevalence and its diagnostic value,

Of the fifty-two acute viral hepatitis specimens,
473 (82.7%) accompained a variety of reactions to
the central veins. Those alterations were able to
be categorized largely into two forms; a phlebitic
change and a smudging effect. The former repre-
sented the combined phenomena featuring simply
from focal or diffuse circumferencial necrosis of

the wall, neutrophilic exudation, segmental disrup-

tion of the limiting plates, to fibrinoid necrosis:
with or without thrombosis and collapse; the latter
smudging effect, on the other hand, was charac-

terized by edema and loss of fibrillar architectures,
faint stainability and wrinking but without disrup-

tion of centrilobular limiting plates.

The prevalence of the phlebitic changes in icteric
type was 72.2% in acme phase, and 53% in subsi-
ding period; but those lesions remained in all cases
of persisting phase and anicteric type, whereas in
cholestatic and fulminant ones the changes were
only found in one quarter and two-fifths, respecti-
vely. The smudging effect, a residual phenomenon,
was identified in 14, 3% of acme phase and 23.5%
of subsiding period of icteric type. But this type:
of smudging was found rarely in cholestatic and.
fulminant types. The above vascular alterations.
showed a tendency to subside with clinical recovery
but became intensified in cases undergoing persis--
ting course or even in chronic aggressive hepatitis.

The exact mechanism of these central vein reac-
tion in acute viral hepatitis is not clearly postulated,
but seemed to be the cumulative results of reflecting:
the initial hepatic cell fall-out adjacent to the centri--
lobular limiting plates with subsequent inflammatory-
exudative satellitosis and other degenerative changes-
extending to the limiting plates and eventual develop-
ment of disruption and necrosis of vascular wall;.
as a feature of convalescence most of vasculitic
process appeared to undergo a smudging effect,
which is followed by a healing process completely
returning to normal structures. Demonstration of
the central vein reaction was helpful for the differ-
ential diagnosis from other hepatic disorders resem-
bling acute viral hepatitis morphologically. Rela-
tionship of phlebitis to the presence of HBsAg is
not clearly understood because of the limited mate-
rials in this investigation, but further study with.
more accurate informations on hepatitis B surface-
or core antigen and antibody positivity should be-
followed.
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. Early phase of phlebitis showing well preserved limiting plate and slight marginal

. Focal hepatocellular fallout extending te central vein. H-E, X450.

. Partial disruption of centrilobular limiting plate with intrusion of small round cell

. Diffuse smudging phenomenon along the centriobular limiting plate accompanying

. Fullblown phlebitic process showing complete destruction of limiting plate and heavy

. Advanced phlebitic process with smudging of the limiting plate and moderate round
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LEGENDS FOR FIGURES

infiltration of neutrophils. H-E, Xx450.

aggregates. H-E, x450.

moderate cellular infiltrates. H-E, X450.

infiltration of neutrophils and small round cells. H-E, X450.

cell infiltration. H-E, X450.




=B, R DO Vieus £ FRgel 2le A9 cp UARIREHE —






