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Surgical Anatomy of the Bile Ducts at the Hepatic Hilum as
Applied to Living Donor Liver Transplantation

Masayuki Ohkubo, MD, Masato Nagino, MD, Junichi Kamiya, MD, Norihiro Yuasa, MD,
Koji Oda, MD, Toshiyuki Arai, MD, Hideki Nishio, MD, and Yuwji Nimura, MD

Objective: To evaluate anatomic variations of the biliary tree as
applied to living donor liver transplantation.

Summary Background Data: Anatomic variability is the rule
rather than the exception in liver surgery. However, few studies have
focused on the anatomic variations of the biliary tree in living donor
liver transplantation in relation to biliary reconstruction.

Methods: From November 1992 to June 2002, 165 patients under-
went major hepatectomy with extrahepatic bile duct resection;
right-sided hepatectomy in 110 patients and left-sided hepatectomy
in 55. Confluence patterns of the intrahepatic bile ducts at the
hepatic hilum in the surgical specimens were studied.

Results: Confluence patterns of the right intrahepatic bile ducts
were classified into 7 types. The right hepatic duct was absent in 4
of the 7 types and in 29 (26%) of the 110 livers. Confluence patterns
of the left intrahepatic bile ducts were classified into 4 types. The left
hepatic duct was absent in | of the 4 types and in 1 (2%) of the 55
livers.

Conclusions: In harvesting the right liver from a donor without a
right hepatic duct, 2 or more bile duct stumps will be present in the
plane of transection in the graft in 3 patterns based on their relation
to the portal vein. Accurate knowledge of the variations in the
hepatic confluence is essential for successful living donor liver
transplantation.

(Ann Surg 2004;239: 82-86)

Living donor liver transplantation (LDLT) is an accepted
alternative for patients waiting for cadaveric liver trans-
plantation, especially in countries where the availability of
brain-dead donors is severely restricted. The evolution of this
procedure has expanded its applicability to the right liver lobe
donations.!> A precise understanding of general anatomic
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principles and common variations is the key to safe LDLT.
Despite extensive work on the anatomic and technical aspects
of LDLT,? few studies have focused on the anatomic varia-
tions of the biliary tree in relation to the safety of bile duct
division and reconstruction.* Misunderstanding of the biliary
anatomy can lead to severe postoperative complications.’
Therefore, we studied the anatomic variations of the biliary
tree based on our clinical experience with biliary malignan-
cies to enhance the safety of LDLT.

PATIENTS AND METHODS

Between November 1992 and June 2002, 165 patients
underwent major hepatectomy with extrahepatic bile duct
resection: right-sided hepatectomy (right hepatectomy and
right trisectionectomy) in 110 patients and left-sided hepa-
tectomy {left hepatectomy and left trisectionectomy) in 35.
Surgical specimens were used for this study.

After performing cholangiography on the specimen, the
extrahepatic bile duct was opened longitudinally from the
distal margin of resection to the proximal margin. The spec-
imen was fixed in 10% formalin for several days and serially
sectioned at 5S-mm intervals. Intrahepatic segmental and sub-
segmental ducts and extrahepatic bile ducts were identified on
the serial sections according to our classification system,
which is similar to Couinaud’s classification.® ~$Subsegmen-
tal areas of the liver were identified initially, followed by
identification of biliary ducts from the subsegmental ducts to
the segmental and sectional ducts. The bile ducts in each
section was reconstructed three-dimensionally and drawn on
a paper two-dimensionally. We refer to this technique as the
“pressed flower method.” Histologic extension of cancer
along the bile ducts was mapped in each scheme (Fig. 1).
Confluence patterns of the bile ducts at the hepatic hilum
were determined using these two-dimensional records. Sur-
gical specimens of right-sided hepatectomies (n = 110) were
used to study the confluence patterns of the right intrahepatic
and extrahepatic bile ducts (the right anterior and posterior
sectional bile ducts, and the right and common hepatic ducts).
Surgical specimens of left-sided hepatectomies (n = 55) were
used to study confluence patterns of left intrahepatic and

Annals of Surgery e Volume 239, Number 1, January 2004
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Cancer invasion

FIGURE 1. Two-dimensional map of the confluence patterns of
intrahepatic and extrahepatic bile ducts and cancer extension
along the bile ducts (the “pressed flower method”). Numbers
refer to the Couinaud’s segment. 1li, left inferior branch; 1ls, left
superior branch; 1c, caudate process branch; 1r, right branch; 4a,
inferior branch; 4b, superior branch; 4c, dorsal branch; 5a, ven-
tral branch; 5b, dorsal branch; 5¢, lateral branch; 6a, ventral
branch; 6b, dorsal branch; 6c, lateral branch; 7a, ventral branch;
7b, dorsal branch; 7d, medial branch; 8a, ventral branch; 8b,
lateral branch; 8c, dorsal branch; 8d, medial branch; and GB,
gallbladder.

extrahepatic bile ducts (the left lateral anterior and posterior
segmental ducts, the left medial segmental bile duct, and the
left and common hepatic ducts).’

RESULTS

Confluence Patterns of the Right Intrahepatic
Bile Ducts

Confluence patterns of the right intrahepatic bile ducts
were classified into three patterns according to the anatomic
relation between the right posterior sectional bile duct and the
portal vein (Fig. 2): supraportal pattern (n = 91) in which the
right posterior sectional bile duct ran dorsally and cranially to
the right or the right anterior portal vein and joined with the
distal bile duct at its cranial side; infraportal pattern (n = 13)

Supraportal pattern

Infraportal pattern

Combined pattern

FIGURE 2. The three confluence patterns of the right posterior
sectional bile ducts according to their anatomic relationship to
the right portal vein.

© 2003 Lippincott Williams & Wilkins

in which the right posterior sectional bile duct ran ventrally
and caudally to the right or the right anterior portal vein and
drained into the distal bile duct at its caudal side; and
combined pattern (n = 6) in which some parts of the right
posterior sectional bile duct entered the distal bile duct
supraportally and the remaining parts of the right posterior
sectional bile duct joined with the distal bile duct infrapor-
tally. The 91 cases of the supraportal pattern were classified
into three subtypes (Fig. 3): the right posterior sectional bile
duct joined with the right anterior sectional bile duct, forming
the right hepatic duct (type A, n = 72); the right posterior
sectional bile duct entered the confluence of the right anterior
sectional bile duct and the left hepatic duct (type B, n = 6);
the right posterior sectional bile duct drained into the left
hepatic duct (type C, n = 13). In 1 of the 72 type A cases, a
dorsal subsegmental branch of the right anterior inferior bile
duct joined with the cystic duct. The 13 cases with the
infraportal pattern were classified into two subtypes: the right
posterior sectional bile duct joined with the right anterior
sectional bile duct, forming the right hepatic duct (type D,
n = 8); and the right posterior sectional bile duct entered the
common hepatic duct (type E, n = 5). Six cases of a
combined pattern also were classified into two subtypes: a
portion of the right posterior sectional bile duct joined with
the right anterior sectional bile duct infraportally, becoming
the right hepatic duct, and the remaining parts of the right
posterior sectional bile duct entered the right hepatic duct
supraportally (type F, n = 1); and a portion of the right
posterior sectional bile duct joined with the common hepatic
duct infraportally and the remaining parts entered the left
hepatic duct supraportally (type G, n = 5). The right hepatic
duct was absent in types B, C, E, and G.

Confluence Patterns of the Left Intrahepatic
Bile Ducts

Confluence patterns of the left intrahepatic bile ducts
were classified into four types according to confluence pat-
terns of the left medial sectional bile duct (Fig. 4). The left
medial sectional bile duct drained into the lefi lateral sec-
tional bile duct in type H (n = 43); the left medial sectional
bile duct entered the confluence of the left lateral anterior and
posterior segmental bile ducts in type I (n = 2); the left
medial sectional bile duct joined with the left lateral anterior
segmental bile duct in type J (n = 9); the left medial sectional
bile duct entered the hepatic confluence in type K (n = 1);
and the left hepatic duct was absent in type K. In one case of
type J, the left lateral anterior segmental bile duct ran cau-
dally to the umbilical portion of the left portal vein: (type J’).

DISCUSSION
Compared with cadaveric liver transplantation, LDLT
offers several advantages: a large number of organs available
for children; elective basis for transplantation, resulting in
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RHD present

n=81 (74%)

RHD absent n=29 (26%)

P P P
Supraportal A LHD A \ LHD A \LHD
pattern I
n=91 (83%) Type A Type B Type C
n=72 (65%) n=6 (5%) n=13 (12%)
i l LHD P I LHD
Infraportal A e
pattern ;
n=13 (12%) Type D I Type E
n=8 (7%) n= 5 (56%)
P1 l p2 P1, P2
Combined A LHD A ! LHD
pattern A
n= 6 (5%) Type F Type G
n=1(1%) n=5 (5%)

FIGURE 3. Confluence patterns of the right intrahepatic bile ducts in 110 cases. Supraportal pattern: Type A, the right posterior
sectional bile duct (P) joins the right anterior sectional bile duct (A); Type B, P drains into the confluence of A and left hepatic duct
(LHD); and Type C, P enters LHD. Infraportal pattern: Type D, P joins A; Type E, P enters the common hepatic duct. Combined
pattern: Type F, some elements of the right posterior sectional bile duct (P1) enter A infraportally and the remaining portion (P2)
joins A supraportally; and Type G, P joins the common hepatic duct infraportally and P2 joins LHD supraportally. RHD, right

hepatic duct.

lower morbidity, mortality, and overall cost; the absence of
primary nonfunction resulting from minimal cold ischemia
time and the use of healthy donor; and theoretical immuno-
logic advantages, as suggested by a lower incidence of
steroid-resistant rejection.'® Despite these technical and im-
munologic advantages, biliary complications remain one of
the most common problems in LDLT and occur in approxi-
mately 30% of the cases.!%!! Careful attention to the bile duct
must be paid not only in recipients but also in the donor
organ. As anatomic variations of the biliary tree are very
common, incomplete appreciation of the segmental biliary
anatomy can lead to complications. Although Huang et al'?
studied the confluence patterns of the biliary tree using
endoscopic retrograde cholangiography, this is the first study
to report anatomic variations of the hepatic confluence in
relationship to the portal vein using surgical specimens.

As right liver harvesting has become increasingly com-
mon, 314 knowledge of the anatomic variations of the right
intrahepatic bile ducts is very important. In the current study,
the right hepatic duct was absent in 29 (26%) of the 110
cases. When harvesting a donor without a right hepatic duct,
two or more orifices of the bile ducts will be present in plane
of transection of the graft. Biliary reconstruction of these
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LHD present n=54 (98%)

2
I I 3
4

Type H
n=43 (78%)

LHD absent n=1 (2%)

2 2
| i : 3 | ; :3
4 4
Type J Type K
n=9 (16%) n=1 (2%)

2 2
. o~
4 4

Type I Type &
n=2 (4%) n=1 (2%)

FIGURE 4. Confluence patterns of the left intrahepatic bile
ducts in 55 cases. Type H, the left medial sectional bile duct*
enters the left lateral sectional bile duct. Type |, 4 enters the
confluence of the left lateral anterior® and posterior? segmen-
tal bile ducts; Type |, 4 enters 3; Type J', 3 runs caudally to the
umbilical portion of the left portal vein; and Type K, 4 enters
the hepatic confluence. LHD, left hepatic duct.
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FIGURE 5. Intraoperative photographs of the plane of transec-
tion of the liver after left hepatectomy with caudate lobec-
tomy, which is similar to the transection plane of the right liver
graft. A: Supraportal pattern. The orifice of the right posterior
sectional bile duct (Bp) is opened cranial to the right anterior
portal vein. B: Infraportal pattern. Bp is opened caudal to the
right anterior portal vein. C: Combined pattern. Stumps are

© 2003 Lippincott Williams & Wilkins

W

FIGURE 6. intraoperative photograph of the plane of transec-
tion of the liver after right trisectionectomy and caudate lo-
bectomy combined with portal vein resection and reconstruc-
tion in a patient with type |’ anatomy. The bile duct stumps
can be seen on both sides of the umbilical portion of the left
portal vein (UP). B2, left lateral posterior segmental bile duct;
and B3, left lateral anterior segmental bile duct,

variants is complicated and technically difficult. When the
supraportal pattern is present (types B, C), the stump of the
right posterior sectional bile duct is present cranial to the right
anterior portal vein (Fig. 5A). In cases of the infraportal
pattern (type E), the orifice opens caudally to the right
anterior portal vein (Fig. 5B). In cases of the combined
pattern (type G), stumps are present both cranially and cau-
dally (Fig. 5C). It is essential that both stumps must be
reconstructed when they are present. Furthermore, particular
care must be taken in harvesting the left liver from a donor
with a type C or G variant. As the right posterior sectional
bile duct will be divided from the left hepatic duct in these
cases, oversight or ligation of the stump of the right posterior
sectional bile duct will lead to biliary leakage or obstruction
in the donor.

Although the confluence pattern of the left intrahepatic
bile ducts has been reviewed by Reichert et al,!® they did not
encounter the type K variant. When harvesting the left liver
from a donor with this rare variant, overlooking the stump of
the left medial sectional bile duct will lead to biliary compli-
cations. Type J* also is a rare, but critical, variant. In har-
vesting the left lateral section from a donor with this variant,
stumps of the left lateral posterior and anterior segmental bile

present cranially and caudally to the right anterior portal vein.
RPV, right portal vein; Ba, right anterior sectional bile duct; BS,
right anterior inferior segmental bile duct; B8, right anterior
superior segmental bile duct; and B6a, ventral subsegmental
branch of the right posterior inferior segmental bile duct.
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ducts are open cranial and caudal to the umbilical portion of .

the left portal vein, respectively (Fig. 6). The stump of the left
lateral anterior segmental bile duct can easily escape the
notice.

In LDLT, the biliary anatomy of the donor usually is
evaluated using intraoperative cholangiography."'® The sur-
geon must make a snap decision as to the biliary anatomy and
its relationship to the line of transection. When the right
posterior sectional bile duct drains into the left hepatic duct,
it runs supraportally; and when the right posterior sectional
bile duct enters the common hepatic duct, it runs infrapor-
tally. Familiarity with the variations of the hepatic conflu-
ence, especially types B, C, E, G, J’, and K, will decrease the
likelihood of surgical misadventure.
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Abstract. Little is known about the relation between liver regeneration and
splenic size. We monitored serial changes in liver and spieen volumes using
computed tomography in 24 patients with biliary cancer who underwent
right hepatectomy or more extensive liver resection following portal vein
embolization (PVE). Nonembolized hepatic segments increased in volume
from 316 = 97 cm® (34% = 8% of total liver volume) before PVE to 410 =
115 cm® (44% = 8%) after PVE. The volume of nonembolized hepatie seg-
ments (i.e., remnant liver) increased to 617 + 111 em® (59% * 10% of total
liver volume before PVE) 14 days after hepatectomy and then increased
stowly to reach 795 % 231 ecm® (76% = 16%) 1 year after hepatectomy.
Splenic volume increased from 87 =+ 29 cm® before PVE to 104 % 38 cm?®
(119% % 17% of original volume) after PVE. Splenic volume increased to
137 % 65 cm® (155% =+ 40%) by 14 days after hepatectomy and to 155 + 67
em® (179% + 41%) by 28 days after hepatectomy, with no further change at
1 year after hepatectomy (153 = 92 cm?; 174% = 79%). The rate of increase
in splenic volume within the first 14 days after hepatectomy was 2.7 = 3.6
em?/day, correlating well with increases in remnant liver volume (r = 0.64,
p = 0.0006). These data indicate that the spleen is enlarged during liver
regeneration, suggesting that the liver and spleen share certain common
growth regulatory mechanisms,

Since ancient times, the liver has been known to regenerate after
loss of hepatic mass. Many authors have determined liver volume
after hepatectomy using computed tomography (CT), confirming
that the human liver has good regenerative capacity and that regen-
eration is influenced by the resection volume and the presence of
coexisting liver disease {1-6]. Experimental evidence suggests that
splenic factors suppress liver regeneration after hepatectomy [7-9},
but only one clinical study [10] has considered splenic size as a pos-
sible factor in this suppression. Because no studies have included
measurements of splenic volume during liver regeneration, little is
known about the relation between liver regeneration and splenic
volume.

Recently, portal vein embolization (PVE) has been widely
adopted as a treatment before performing extensive liver resection
{11, 12]. Both experimental and clinical studies demonstrated that
PVE induces regeneration in nonembolized hepatic segments [13-
16]. In the present study, we measured changes in splenic volume by
CT after two regenerative stimuli, PVE and then hepatectomy, to

Correspondence to: Yuji Nimura, M.D., Ph.D., e-mail: ynimura@med.
nagoya-u.ac.jp

elucidate the relation between splenic volume and liver regenera-
tion.

Materials and Methods

From January 1999 to January 2002 a total of 32 patients with bil-
iary cancer underwent right hepatectomy or more extensive liver
resection after PVE at the First Department of Surgery, Nagoya
University Hospital. Among them, 24 patients were involved in this
study, because they underwent CT before and after PVE and at 14
days, 28 days, and 1 year after hepatectomy. Times between PVE
and the subsequent CT after PVE were 16.2 *+ 4.9 days (median 14
days; range 8-25 days). Hepatectomy was carried out 1 or 2 days
after the post-PVE CT.

The subjects included 10 men and 14 women, with an average age
of 66.0 + 7.3 years. Altogether, 18 patients had proximal cholan-
giocarcinoma, and the remaining 6 had advanced gallbladder car-
cinoma involving the hepatic hilus. Tumor staging was evaluated
using the TNM Classification of Malignant Tumors by the Interna-
tional Union Against Cancer [17] (Table 1). No patient was cir-
rhotic. All patients had obstructive jaundice on admission, but none
had jaundice at the time of PVE, as they had undergone percuta-
neous transhepatic biliary drainage. All patients underwent cura-
tive resection and showed no recurrence for at least 1 year.

Surgical procedures performed are summarized in Table 1. En
bloc resection of the extrahepatic bile duct was performed in all
patients, and bilioenteric continuity was reestablished by hepatico-
jejunostomy using a Roux-en-Y jejunal limb. Embolized portal
vein(s) were the right portal vein and left medial portal branch pre-
ceding right hepatic trisectionectomy [18] (resection of Couinaud’s
segments 4, 5, 6, 7, and 8), the left portal vein and the right anterior
portal branch preceding left hepatic trisectionectomy (resection of
segments 2, 3, 4, 5, and 8), or the right portal vein preceding right
hepatectomy (resection of segments 5, 6, 7, and 8) [19, 20] Accord-
ingly, except for the caudate lobe, embolized hepatic segments cor-
responded precisely to the resected segments in this series.

Volumetric measurements of the liver and spleen were per-
formed by methods previously reported [2, 6, 15]. Briefly, serial
transverse images of the upper abdomen were obtained at 1 cm
intervals, with enhancement by intravenous bolus injection of con-
trast medium. Each slice of the liver and spleen was traced with the
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Table 1. Surgical procedures performed in 24 patients.

Parameter No. of patients
TNM staging®
T2 4
T3 5
T4 15
NO 14
N1 10
Mo 23
M1 1
Tumor stage
IB 4
A 3
1B 3
I 13
v 1
Type of hepatectomy”
S1,4,5,6,7,8 4
§1,4a,°5,6,7,8 4
$1,5,6,7,8 13
§1,2,3,4,5,8 3

“According to TNM Classification of Malignant Tumors by the UICC
(6th edition).

Expressed as Couinaud’s hepatic segments (S1 through S8) resected.

“4a: Segment 4.

cursor, and the corresponding area was calculated by computer.
Total volumes of the liver and spleen were obtained by adding the
volumes of individual slices. All volumetric measurements were
carried out by a single doctor (H.A.) to eliminate interobserver
variability. An indocyanine green (ICG) test was carried out within
1 week before surgery according to a method described elsewhere
[21]; it was expressed as plasma clearance rate of indocyanine green
(KICG). Body surface area (BSA) was calculated using the equa-
tion of DuBois and DuBois [22].

BSA (m?) = body weight (kg)®*** X height (cm)®72* x 0.007184

Results are expressed as the mean = SD. Statistical analysis was
performed with the paired Student’s t-test. All r values were de-
fined using Pearson’s correlation coefficient. A level of p < 0.05
was considered statistically significant.

Results

Serial Changes in Volumes of Nonembolized Hepatic Segments
and Spleen

Total liver and splenic volumes before PVE were 1048 + 160 cm®
(range 726-1318 cm®) and 87 + 29 cm> (range 27-146 cm®), respec-
tively. The liver volume before PVE correlated well with the BSA
(r = 0.68, p < 0.0001). The splenic volume before PVE showed a
significant negative correlation with age (r = -0.41, p < 0.05) but not
with the BSA (r = 0.14, p = 0.523) or KICG (r = -0.08, p = 0.720).

The volume of nonembolized hepatic segments (excluding the
caudate lobe) increased from 316 + 97 cm® (34% =+ 8% of total
liver volume) before PVE to 410 = 115 cm® (44% =+ 8%) after
PVE. However, total liver volume after PVE was unchanged (1039
% 170 cm®) as the volume of embolized hepatic segments de-
creased. The volume of nonembolized hepatic segments (i.e., rem-
nant liver) increased to 617 * 111 cm® (59% =+ 10% of total liver
volume before PVE) 14 days after hepatectomy and then slowly
increased to reach 795 x 231 cm® (76% =+ 16%) 1 year after hepa-
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Fig. 1. Changes in nonembolized (remnant) liver volume. PVE: portal
vein embolization; Hx: hepatectomy. *p < 0.001 versus before PVE.

tectomy (Fig. 1). The liver volume 1 year after hepatectomy corre-
lated strongly with the BSA (r = 0.85, p < 0.0001).

The splenic volume increased from 87 + 29 cm? before PVE to
104 * 38 cm® (119% =+ 17% of original volume) after PVE. The
volume increased to 137 = 65 cm® (155% = 40%) by 14 days after
hepatectomy and to 155 = 67 cm® (179% * 41%) by 28 days after
hepatectomy. The volume had not changed further 1 year after
hepatectomy (153 % 92 cm?; 174% = 79%) (Fig. 2). The splenic
volume 1 year after hepatectomy exhibited no correlations with
BSA (r = 027, p = 0.204), KICG (r = -0.04, p = 0.847), or liver
volume 1 year after hepatectomy (r = 0.29, p = 0.167).

Association between Liver Regeneration and Splenic Volume

The rate of increase in the volume of nonembolized hepatic seg-
ments after PVE was 6.2 + 3.1 cm®/day, and that of the spleen was
1.0 = 1.0 cm*/day. No correlation was found between these two
rates (r = 0.12, p = 0.579).

The rate of increase in the remnant liver volume within 14 days
after hepatectomy was 16.3 = 9.3 cm?/day, and that of the spleen
was 2.7 = 3.6 cm®/day. A significant correlation was found between
these two rates (r = 0.64, p = 0.0006) (Fig. 3). The rate of increase
in the remnant liver volume within 14 days after hepatectomy cor-
related with neither the splenic volume before PVE (r = 0.28,p =
(0.189) nor that after PVE (r = 0.28, p = 0.183).

Association between Splenic Volume and Platelet Count

The platelet count was unchanged before and after PVE. However,
it decreased to 19.8 = 6.5 x 10%/ul 28 days after hepatectomy and
then slowly decreased to reach 15.9 = 4.7 x 10%/ul (62.3% =+ 20.8%
of the value before PVE) 1 year after hepatectomy (Fig. 4). Before
PVE there was no correlation between the splenic volume and the
platelet count, whereas 1 year after hepatectomy a significant nega-
tive correlation was found between these two parameters (r=
-0.411, p = 0.0456).

Discussion

Many authors have investigated liver size in aduit populations, find-
ing that the liver volume in adults correlates well with the BSA [6,
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Fig. 3. Correlation between rate of increase in volume of remnant liver

within 14 days after hepatectomy and rate of splenic volume increase (r =
0.64, p = 0.0006).

23]. In contrast, no criteria for normal splenic volume have been
widely accepted. Using CT, Henderson et al. [24] reported the first
measurement of splenic volume in vivo. In 11 normal Caucasians 20
to 30 years old, it was 219 cm®. Prassopoulos et al. [25] also mea-
sured splenic volume in 140 Caucasians, finding that the mean
splenic volume was 215 cm® and that splenic volume had no corre-
lation with age or BSA. More recently, Kaneko et al. [26] studied
splenic volume in 150 healthy Japanese donors for liver transplan-
tation (mean age 36 years, range 20-63 years), finding the mean
value to be 112 + 40 cm® (range 39-209 cm>). They also found that
splenic volume correlated negatively with age but not with the BSA.
In our present study, the pretreatment splenic volume was 87 = 29
cm®. Considering the difference in the mean age of the subjects, our
data are compatible with those of Kaneko et al. Importantly, the
splenic volume showed na. correlation with BSA, unlike the liver
volume. Although a negative correlation between age and splenic
volume was found, the correlation coefficient was small (0.36 in the
Kaneko et al. series and 0.41 in ours), making the relation less clini-
cally important. Considering all data, the main determinant of
adult splenic volume is still unclear.

We demonstrated an increase in splenic volume during liver re-
generation to 119% = 17% of the original volume by 16 days after
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Fig. 4. Changes in platelet count. *p < 0.001 versus before PVE.

PVE and to 155% + 40% by 14 days after hepatectomy. The rate of
increase in splenic volume was 1.0 cm?/day after PVE and 2.7 cm?/
day after hepatectomy, whereas the rate of increase in the volume
of the nonembolized (i.é., remnant) hepatic segments was 6.2 cm®/
day after PVE and 16.3 cm®/day after hepatectomy. Interestingly,
the ratio of the volume increase rate after hepatectomy to that after
PVE were similar for the spleen (2.7/1.0 = 2.7) and the liver (16.3/
6.2 = 2.6). In addition, a significant correlation was found between
the rate of increase in the remnant liver volume after hepatectomy
and that of the splenic volume after hepatectomy. Portal venous
pressure increases after major hepatectomy [27-29], but the in-
crease is reported to be small, less than 4 or 5 cm H,0O, and the
portal venous pressure returns to near the prehepatectomy level
within 7 days. Therefore passive congestion due to increased portal
venous pressure may be of only limited importance as a determi-
nant and mechanism of the splenic volume increase. Instead, our
results suggest that the liver and spleen may share certain growth
regulatory mechanisms.

The spleen has been shown to be capable of regeneration after
partial splenectomy or autotransplantation of splenic fragments
following splenectomy [30-32], although the regenerative process
in the spleen is not as striking as that in the liver. In addition, a study
of carbon tetrachloride-induced liver injury demonstrated not only
liver regeneration but also increased growth of such splenic auto-
transplants [31]. Charters et al. [32] showed that uptake of [’H]thy-
midine in rat spleen after a 70% hepatectomy tripled and peaked at
24 hours, a time course similar to that of maximal uptake for hepa-
tocytes. This observation of an early peak of DNA synthetic activity
in the liver and spleen following hepatectomy supports the hypoth-
esis that both cell populations may be responding to common
stimulating factors, possibly including hepatocyte growth factor,
epidermal growth factor, transforming growth factor-a, or a com-
bination of these factors [33-37]. Our results also support this hy-
pothesis.

One year after hepatectomy, the remnant liver volume increased
to 76% of the original volume, and the spleen volume remained
increased to 174% of the original volume. Yanaga et al. [38] re-
ported that the increased splenic volume in patients with cirrhosis
and hypersplenism was reduced after orthotopic liver transplanta-
tion performed as radical therapy for portal hypertension. Even if
the portal pressure increases immediately after hepatectomy, it re-
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turns to preoperative values at an early stage after hepatectomy [28,
29]. Therefore we suspect that the increased volume of the spleen
observed in the present study is not a result of passive congestion.
Rather, it represents regeneration of the spleen. Previously, we
demonstrated that liver regeneration stops when the liver attains
three-fourths of its original volume approximately 6 months to 1
year after hepatectomy [6]. In other words, the remnant liver after
hepatectomy does not return to its original volume. The liver and
spleen are important components of the reticuloendothelial system
and have approximately equal numbers of reticuloendothelial cells
(32]. Increases in the volume of the spleen after hepatectomy may
be a mechanism to maintain the available reticuloendothelial cell
mass. Unlike the liver, however, the splenic volume 1 year after
hepatectomy had no correlation with the BSA, KICG, or liver vol-
ume. Therefore the determinant of splenic volume after hepatec-
tomy remains unknown.

The platelet count decreased to nearly 60% of the original value
1 year after hepatectomy, possibly resulting from increased splenic
volume, because a significant negative correlation was found be-
tween the splenic volume and the platelet count 1 year after hepa-
tectomy. Akimaru et al. [39] reported that a reducted platelet count
occurs only in patients with cirrhosis or chronic hepatitis who un-
derwent major hepatectomy. In their series, however, the follow-up
was extraordinarily short, limited to the hospital stay. An important
fact is that even in noncirrhotic patients the platelet count de-
creases significantly after major hepatectomy.

In several experimental studies [7-9], splenectomy accelerated
liver regeneration after hepatectomy, indicating that splenic factors
suppress liver regeneration. Clinically, Sato et al. {10] found a nega-
tive association between liver regeneration and splenic volume in
patients who underwent hepatectomy for hepatocellular carcinoma
complicated by a chronic liver disorder. In the present study, the
splenic volume before hepatectomy did not affect liver regenera-
tion, probably because the subjects were jaundiced but had no cir-
rhosis. Without “splenomegaly,” splenic factors may have little ef-
fect on liver regeneration after hepatectomy.

Conclusions

The spleen gains volume during liver regeneration, nearly doubling
in size 1 month after major hepatectomy, but without further
change. This increase in volume most likely represents regenera-
tion of the spleen.

Résumeé. On sait peu de choses sur le changement de volume de la rate
pendant la régénération hépatique ou s’il y a un rapport entre les deux.
Nous avons enregistré les changements progressifs des velumes spléniques
et hépatiques par tomodensitométrie, chez 24 patients porteurs de cancer
biliaire ayant eu une hépatectomie droite ou plus, aprés embolisation de la
veine porte (EVP). Les segments non embolisés ont augmenté de volume de
316 % -97 cm® (34 = 8% du volume hépatique total) avant EVP A 410 = 114
cm® (44 = 8%) aprés EVP. Le volume des segments nonembolisés (foie
restant) a augmenté de 617 £ 111 em® (59 + 10%) du volume total avant
EVP) 14 jours aprés hépatectomie et ensuite a augmenté progressivement
4795 % 231 cm’ (76 £ 16%) & 1 an apres 'hépatectomie. Le volume splénique
a augmenté de 87 x 29 cm® avant EPV & 104 + 38 cm® (119 % 17% du
volume original) aprés EVP, Le volume splénique a augmenté a 137 * 65
em® (155 + 40%) a4 J 14 et 4 155 = 67 cm® (179 * 41%) A J 28 aprés
Phépatectomie, sans aucun changement & 1 an aprés I'hépatectomie
(153 = 92 cm’; 174 = 79%). L’augmentation du volume splénique dans
les 14 premiers jours aprés hépatectomie a été de 2.7 * 3.6 cm®/jour,
correspondant bien A celle du volume du foie restant (r = 0.64, p =
0.6006). Ces données indiquent que la rate augmente de volume pendant la
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régénération hépatique, suggérant que la rate et le foie partagent un certain
nombre de mécanismes régulateurs de croissance.

Resumen. Poco se sabe sobre la relacién existente entre la regeneracién
hepatica y el tamano del bazo. Mediante cortes seriados con tomografia
computerizada estudiamos los cambios de volumen hepatico y esplénico en
24 pacientes con cancer biliar que sufrieron una hepatectomia derecha o
una mas amplia reseccién hepdtica tras embolizacién de la vena porta (PVE).
El volumen de los segmentos hepaticos no embolizados aumento desde 316
* 97 cm® (34 + 8% del volumen hepético total) antes de la PVE, hasta 410
115 em® (44 = 8%) tras la PVE. El volumen de los segmentos hepdticos no
embolizados (p.ej. el remanente hepdtico) aument6 hasta 617 = 111 em?
(59 =+ 10% del volumen total del higado antes de la PVE) a los 14 dfas dela
hepatectomia y después siguié un lento incremento hasta aleanzar los 791
% 231 cm® (76 % 16%) al afio de la hepatectomia. EI volumen esplénico
aumentd desde 87 = 29 cm® antes de 1a PVE hasta 104 + 38 em® (119 + 17%
del volumen original) tras la PVE. A los 14 dias de la hepatectomia el
volumen del bazo habia aumentado 137 % 65 em?® (155 = 40%) alcanzando
los 155 = 67 cm® (179 % 41%) a los 28 dias de la hepatectomia; no se
observaron mas modificaciones del volumen al aiio de la hepatectomia (153
* 92 cm®; 174% * 79%). La tasa de incremento del volumen esplénico en
los 14 dias tras hepatectomia fue de 2.7 + 3.6 cm?® /dia, hecho que se
correlaciona directamente con el incremento del volumen del remanente
hepatico (r = 0.64, p = 0.0006). Estos hallazgos indican que el bazo
aumenta de tamafio durante la regeneracion hepdtica, hecho que sugiere
que el higado y bazo tiene un mecanismo regulador comtiin de crecimiento.
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7= Kupffer #ila o IL-10 BEAETLEDZDIRFD 1 O TH
LA lEbUbIERWAELTWwAY.

IV. FAZRiEEERFIC3T T & FTUIRRRSE
DIWECMEE DX HZX L

BE T3, HOBEPFESNDIRERIC L 5HEE
WEBE T, 2FARBRICFEN LT TS, 1992
EH 5O 10 FE IR L OISR % 17 o 7 JHE RS
232 41 (B 152 1, RZES 60 Y, O HINEAE 20
B OMETTIE, ABRRRFICEEZ > TOER (n=
137) OMEOREME LY Y VY Y EOFEIE, 101+
11.3mg/dl T, FEFIEPI (n=95) @ 65+59mg/dl (21t
NRTCHEBICEBHETH 72, T/, MFLIVE VED
10mg/dl B\ Lo bR = AE&l €8T 5 L, WAaR
AR A BEREERE I T 17.1%, BRERIT 23.7% T
HY, BAEMEREZ N COIENICFREDORIED
HBTHoT.

PAZEMETOEREIIE, FRHIIRS ha v MY 7OBLR

Days after surgery

3 HALETHAOHBIMEL ) VY AMEOHER (n=13, 1995-1999)
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5. WIBRZIFAREOMRE L o R—HEF

N UBALEESEE I N TV A ZEFMSNTEY, un-
coupler £ LTHEY IVE »? FREEEH & LTORE
HB 20 REBEE: LTifgshTws, /2, 8
TEHICEERS ML S L, BEBEII M2 FYT
BREOBESBIETAZ EAHOLNTVAEY, I havy
FU 7L 5D ATP OEAKTI, AR BIT 285 -
HWEREORBIEEZRIIZTOALLT, EYNE
YD&) RAEREEA & U REHBRO A~ ORY A
A, EMBE~OPR L &, ATP ICAKFE L 72 REBh %
LETIES, 51, HERED L WIZENICHK
fE (JREZR) b b L, WAL Y LY »OFEEIC
PEART R 7 multidrug resistance protein 2(MRP2) ®
R BRI CORBIAIWADT 5 T & B R
WX o TREHS MTWBY, HEIZBIT 2 HERTFUER
BIO#ES (n=39) Tid, FHBHIER O F EFRAFIF O MRP
2EHOREMNARE L 6 FEBD D b 4 BUIF D584
LT §%bb, JBEHZEC X - THRE 72 MRP
2 DFEBAPTBD %47 - THHEM L 2 WERIT, ik

DEEYNVE CFESFEE LR TVWEWVR 5.

FPGMe/ om® x BRAFSiem?)  FHEE + WiREGHHE

|
A

R4 HARARIED AN =L

40 —

[ ] 1992-1999 (n=150)

2000-2002 (n= 82)

30

20

Incidence (%)

10 ',,/"': 7
; B
nm .
Liver Failure Wound Sepsis Intrazbdominal Bacteremia MRASA

Abscess Infection

R5 JEERCHN S 2 IEFERITFIR RO e & i
& PHE DO RARYHERS
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| V. BIERMEERTICH B BB TS
DFHE & PRSI 5

BR o &I, BREREL &I XD BB & R
L7z, JEHEE g E ST TR Y, F kg
EFHEDWES LT 5. FAEORAREICITES )32 5%
b en% L, BICHEALIZBEEEIELIBE
2E50, JRERFREFAEORFEEZHAL TS
728, 1995 £ B O 5 EEIER L - AT flo
WEOMBEINVE X OEREZR ISR L. KEL
ST AL, WEBRPSEY LY VR ERT HER L,
VY AR S 2 F Lo 7otk SR A
WEALATZEAPFET . MiHOS I
ML CHRENET E-LIEE IS, BEDLEEET
HEN, CIYNVEYORLADBERDES  EEEE
PHETH A Z EDFERINL. ThoDHEEG, itk
DEPHEE GO FMERER ERIFEEL DT 2 21
Lo THARENRETAHZEFRBRLTVS (K4).
Thbb, THEREL O RZEMERE 2 5 U 22 S
THFIRTIE, »ABEOHETREMEIHEIE
ZAHZEFMITOENEVOT, FAIEI o THRM
T&BEHIE, WA oHFErEDLY, BEO
integrity 2o TB L WRMEILETH Y, HITH
R BB, 0T BRI 2 MR 5 Tl
2 RIRTLULENDH L.

BE, MERFOFFHE L M+ 588 %2 HEEE
ELZWEWZ S, HETWE, 2EEFFLSF—-T3
TV BEE I, BIF KICG il (KICG X FE ki) =
005 ZHHOBBLEDHEIIL TV AEY, &F» FL
F =V ENTVRWHEOFHI T EIZ W TIIAELL
TWiRWOBRRTH 5.

HROZE <, A & IRRHEN KT RE—F
THhHIEDD, HETRUTOL S ZFAREN K%
FoTWwh,

MR - WERONBIH R >R - %% & U T, PTBD
JRHHZEOEE 2 ROH 5 WITRENICBEICRET.
ik, BRIRO Y L, F 1 X 5 bacterial translo-
cation DF B, IEHBROMIFIEBROMERHC & 2 FFHEED
RO, B P REBEOREEICERT
HNW, FLBHBOBFERIC L o THRER DI
IHRRET S L OREDVDH 5.

<REBREATFIIRBLEEARAT (PTPE) >HAZEL Lot
BAFESANE, PTPE 272 ™. PTPEICL Y, IF
PR R 10% BERT SE5 2 E05TE, 4, BF
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5. FFOIBREIA £ ORE & X R—HENF

FEF ORI IHERZMANICHO THBLI LA TS
B,

<X HERRAE S o v i > IF P ERIRAE A 2 LFFTERC
Xigd o WITHERBIRE DT SN TV D &9 fE
BITIE, PTBD 8% &N TWTH, LT LHETOH
EHBFLF—=Y s TnabiFTidavy. Kl
BEREGE)ERPHONITBR LA ETHGTHDT
W <, ER T CT 7 & THR L7z R - BRI
BOFFAE % BT L, BBEIEIR PTBD 28I 5.

<M OIRBREE S X IR X 2 WEFOHROF
Bh > Falivh & RERE HER 2w, /2, PTBD
JRAH SR I PR cEE L, B K B EERO
Hgzb; <.

<Al - Witk OBAER ORIR > IR O BRIt
BHEDREB DL D RHPHEIC—HTH0T,
BIiC PTBD B O O R E & A H O &Rk
ATV, M - RIS B PLAH R RIS L
THL.

VI. H1)IC

RRE R L P AT B0 Al <1, BIEMEEIGERT
RIEEOET, WaOMERERORS, FHRED
KRES L LEDPS, MBEOREESIHELD 2 RERE
THLDLRHETARETH A, BREHEIHENFAE
LTHWMTE LI DI, I - HLEORRREZIRHIIC
BOTBLIEPEETHL. HETIE, IhOLOf
AN HEAMRIE L 7z 2000 4 LA, NHERIFLDBRB O IF
e, BEUERRESHA LA (®E). MUELD,
B REROEHEBHEZ 5 X)L D,
FREOFHEMTICEML TV B LEHEEL TV,
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5. FFOIBRBRIFAR 2D IR L X R—REF

HEPATIC FAILURE FOLLOWING RESECTION OF CHOLESTATIC LIVER

Toshiyuki Arai, Masato Nagino and Yuji Nimura
Division of Surgical Oncology, Department of Surgery, Nagoya University
Graduate School of Medicine, Nagoya, Japan

Hepatectomy for biliary cancer with obstructive jaundice is often followed by postoperative septic compli-
cations associated with hyperbilirubinemia, both of which could lead to cholestatic liver failure by affecting each
other. Such septic complications seem to develop from contamination of bile, reduction of intestinal integrity, or
impairment of host resistance to bacteria, each resulting from biliary obstruction. Hyperbilirubinemia after he-
patectomy is demonstrated to develop due to hepatic mitochondrial dysfunction or impaired expression of bile
efflux pumps on the canalicular membrane of hepatocytes. Since no therapeutic strategy is established for liver
failure following hepatectomy, it is important to take all possible measures before surgery to enhance the func-
tions of the liver, intestine, and host immunity and to prevent postoperative septic complications.
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2. JAFEHRTUIRRINT (2 X3 2 RERGRAT IR 2 el (PTPE) D& HIE

BB REREIRE SR UIEA G E W E IR

/J\ﬂ(

WE, WREF IEA, HTR
ko A=E, TR M, M

i, NH o A
B, A R

EEESD i FIRKERE (PTPE), FFFE, WRIFRE

. ABEES

BATETIRERE TR RN DRE LR ET DS
BEL, BABROSHUREETZENL IR R
V. 2 BEFNIK LITRIFT £ EE T 5 201058
RERERFP IR ZERN (PTPE) 3H#MTH 5. PTPE
124 ) FERIFARERIAE, A=RKISERITT0 10%,
EZRBERNTTH 7% EM L. PTPE OEAIZLY
LR OFAERER, ERETRIIELE
 33.3% B 238%, 21.9% H 5 95% ZiRA L 7295,
WAL RZBRIREbOTREL, ReEfRLOL
DB R LHENVLETH 5.

I EU®IC

R EFTRRE R ORI FI LA SR IF RSz,
FFEiiR, FIRR, + 481574 CRERLIEEE O & BRI R & O
Wi 5 Ik DIRBWRSTELERNE T 94
ATER"., TO—FThhr5BREEEICE Y HHRE
BHED SIBTNIW R BEFNE VT 2347050 v, R
PARFEIRE Tl b ER L AHFEINHRIFTA2TH Y, &
NE BT 5 - OWANIRIF itz B Th I L
NEETHA.

Makuuchi®, Kinoshita” 512 & b BREREH & 7Pk
BERWIIIFRE (NS LoTRE(RYT] 2&%
TR LAWY 2 R Ch 5. TILIRERFT 7

O —F(PTPE)™iC & &' DMk T L IKBRE DB E
WZAT2 5 &) 27 -7:. PTPE OE A X Y #iiEIFAE
DRERDRA U74Eh ) 2, BIFEIENER L2
FEFNIR L C b LB AT RR AT 8BS D, SOBRERAYH
L7

bivhIUXIRHEFIRE (BIRIEDRT ) FEE
kg, IMRERERR, A=XEUR, £=ZXISER) 2
FEINDBHFIZH L PTPE ®2ifTL, THETICE
DIEBIHUE 150 BUISE L7z, AT KB ICBITA
PTPE ORE L Z0FARICOWTRFIOMAEE LL
BAOIEANT 5.

. xfx&BH*E

XS 1991 4E7 5 2003 4F F TIZ#E T PTPE D%,
JFEOIBR & M AT U 7= HEERERE B 147 BT 5 (Table 1).
BhlR AW (TAE) & PTPE % Pkjili L 7= 3 BlikbRob L
7. FREMREO D S EMN TIEEFIREMN 2 1T, M@
BHRE VIV A 20me/dl B ISR E S L1
PTPE % iif7 L7z, 2642 L 2= FFK I H3E 106 B, £=
X i 22 B, Z2=[X 35 19 HIC, 2000 £ 12 A F TOIEH]
SEERWE & LT fibrin glue Z A\, 2001 1 A5
KT S 2 — & oA Vg W TERN & 1T L.
IF o481 CT volumetry, IF #5813 ICG Bl 2R (Kice)
 FVEFE L7 PTPE #, CT B4R E TOMMEIL 159+
100 H (fpoefli 14 H, /KM 109H, RMEGCH) T

BENEFIT OF PERCUTANEOUS TRANSHEPATIC PORTAL VEIN EMBOLIZATION FOR EXTENDED HEPATEC-

TOMY

Satoshi Kobayashi, Masato Nagino, Norihiro Yuasa, Koji Oda, Toshiyuki Arai, Hideki Nishio, Tomoki Ebata and

Yuji Nimura

Division of Surgical Oncology, Department of Surgery, Nagoya University Graduate School of Medicine, Nagoya, Japan
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2. ILOGBHFEGIR AR AT 2 SRR A IF IR 2E R (PTPE) oMt

Table 1 ¥ SEE & IR R

(n=147)

8

TR P &N A 85

IR 50

NEE A 10

BT IR gt 2
B X

LREER 106

3 Eiasie 22

LR RERE 3

Hotz. FRIZED GIHEL LT—BEON&liEEs
O L5, #E, hemobilia % F2& B FEFID B - 7= h3EHl
RERG I L 7.

IV. PTPE (C/ 3ZEE LI EEREDML
EEAE
PTPE T & b 22423, JRZERIEZF N 2N CHIRMIED
AL & AU IFEIR MR A LASE X 2%, Mk
DEARED LAY 7 FIVAEE S TE IR o T
Ja% regeneration @ %\ i3 apoptosis (2554 5 D2
o, ThRV. LYL,PTPEIC L b ZERIETEMB L
R L ZIEFE CHRRMIEERIETIINT 5 (Volume
D) . BERFITIX PTPE Al 0 RIRIES Ik 84838/
FERLEOFR (FE&ERICEDBERKILE) nEikid
T REEMAT T 668 £ 146cm” (62.3+6.6%) /366 + 104cm’
(33.9%£6.4%) H* 5 556+ 12dcm® (52.0+6.6%) /468 108
cm® (43.8+6.5%), 3 X I8 25 48 #f C 800 = 168cm’
(74.0£5.9%) /245 £ 71cm® (22.8+5.4%)H 5 719+161
cm® (64.2+6.0%)/356+ 7dem® (32.3+5.6%), /& 3 KIf
% T T 735:203cm® (60.8+8.6%)/437 +153cm’
(35.9%8.1%) % 644 £160cm’ (53.38.0%) /528 £ 166
cm® (43.0+74%) TH¥E, H3RKMERKTCEBLE
10%, £ 3 XIRBERM Tl B & & 7% D volume DFH)
AR o &R D (Fig 1). BERBITIEEY K
H%0.152 Tdh o 7245, Kubo 5133 ICG 15 4+ 13.3%
(Kics 0.13 $H24) DIFHIIRME B X LA REERHF + 1T
W, FRITEINER N 78% Tholz b BELTWBY,
BEBIDE { R EMFHIC PTPE 2T L TWADT
BB TE WD, BEFE, IFEELHES ER
T3 PTPE B ORI MBI & BbN b, WERA
2EPEL TWBIETH Z0MMERIZEN™, F/z,
THEOTMEN OB SIZER,I LMY ) B EZATH
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LA, FOHBAD O E DL LT estrogen DIFE4 % R
ETHLEZLNTENY, WEITEEICHENLREE
WZHbIerHiFons. ARESRHTTHET L
t, BHEOBIMENEFNZN 108239% & 92+40%
TH B ZEORITFEMENE» - 2 (P<005). 2
(& Imamura 5" OHEEZXHTLIHERTH 5. BEI
124 post-menoposal 22 BE L HYHMEATEY estro-
gen 73T\ FDBEMERD S Z LI TE RV, ZD X
H =X LD LY & SIZ5HRA97% PTPE 25T #EIC
LhEBEbILS.

T E B 0N, Bl L TFERF volume
O¥EMAED F F function DI D LA > TV BN
EWVAFETH A, bhubiud L, B ERIRE EE G
TEEAYE, EERELCWLAICFLF~IhF—F N
A S HERNIC ICG #ME %17, PTPE Aif& TR
A (B 8.3%) & & b icfaite ICG PElt-& At
M GEH 201%) $ 52 LERLAY, F/2, BET
i viable ZAFIICSFRANCHEET 5" Te TER L 72 ga-
lactocyl human serum albumin (GSA) # Hv» PTPE
Rt CTEOWAEZED 30% WINT 5 2 LARES AT
A", FEBRIFOFEELERICERT S 2 LI
B, EEOHEED S volume DIMEFEE, b LLE#
MUBLEAZ function DBEMAFET 5 EE X T LWi2s
.

V. il FFREDFEHEDOFEREL TD
PTPE DB

PTPE O#EAIL & 1 ILHEFIROZEMAEEICH
L7z, SEERFIIR, MR, BEE- B0 6
B LR SRR e LRBOR E R AT
WA IZ b 2 59, PTPE # AR L §EB TR % i
fTL7z 64 PITIRWTRFA A& (MBERLE I VE XE>10
mg/dD A%21 ¥l (33.3%), TFRILBTH 14 Fl (21.9%)
THo7zDIZK L, PTPEEABTIZENEN 35|
(238%), 148 (95%) &ZDRAFEEIIHILTw
5.

bivh LR FEEIF RIS T oMM OBERE L
THENF Kice (Kico X FEFRIFE)H30.05 L EEBRICL
T, BRIF Kiee fBAY0.05 DLETH o 72 121 Fliz i)
LW BT R EER L 22 51 (182%), FAED BLIETIC
Wi R 8B (66%) ThHol-dIiZxL, 005
R THolz26BITIEENREFNR 1P (423%), 6Hl
(231%) LBERTH-7: (Fig.2) . WH SN HFRHA
IFHERE 2 ERY 5 £ CORERICIE time lag BB 0 ™, T
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2. LEERHITFSIRRAT I3 2 4R ARIT PR KL Sk li (PTPE) OAMM

%72, PTPE Q#ANFMMBTRIRIT L 2B L KE
V. PTPEIZ & W IO E WA L, safety mar-
gin A3 & B L FEERIFIIBROBIRASTTEL  o 7o
JFPIERREEREREBIICRR 5 &, SE TR L 72 265 i,
RARZEH IR & 5 i3 A g 2 Kl + RARZEIRR, A7
KR + BIREYIR 2 L OF g 2 9154 5 #
% IR U 72IERIE PTPE B ARIAT 75 Fle 15 51(20.0%)
THoloDIITH L, AR 190 i 13 §l (68%) T
b, LFEAIFURMABIRSNAHES A TET
Wb,

VI. ERYBEDE LS PTPE DXE
DFEE : fibrin glue vs T % ./ —Jb

PTPE THA I N LR EITIE AR €L, i
brin glue®”, KT ¥/ — 9 cyanoacrylate™ 7z &
W bH, bhvbiid ¥y L — v fik & double lumen
H 7 —F W& FHWT fibrin glue # PIRMEAICIEALE
2T T &7 fibrin glue &ML, TEM: AT
EAERL, EANCHEIBARAD VI DEEICHRND
B v, L2 L, fibrin glue 3@ <, $E &
O RBRFERDT & B { o 72, # 2 THIE fibrin glue
WZHAREMi R ATy /) — L EMEERAOIA VE
fFHT5ZLILL D PTPE 2fTo T\ 5. BRFITE
DELMBR A FAEERIW CLLIET 5 &, fibrin glue = H
W72 73 BT IREARIED NI 102£4.0% (2L, =
& =Wk 236013 94:4.0% TEEEEZROL
otz UL, HEBEAZ L TAIOBEHR PTPE
% follow up B E 5 F & CHUMLLBIITE LS,
Wy ) —VEMRALILHEVPEOEMEIZNN LS
THaHrOY, T8 /= VIZLHBERIILIETOA A XA
POWERSES LI IZEHBLERIZE L, fibrin glue 4°
108 iR 9 Bl (8.3%) L% ) — Tk 39 Fldh 2
B (51%) Thosz. Lo L, 4§/ —d b0kl
PP DEMIME EH/IMEL 25, bhubhudiEA
DEAIZI VI LEFEL, Billlevel 2% L L2 L
TPTIPE #4T-> T\ 5.

VIl. PTPE (Z1¥ 5 FFE4E

FFRED X /1 = X 8CHT 2WRIEEED 5205,
R LRBERBBELRTWRY, YO XS Ll
BED trigger &2 D, M2 D volume %R E (B
£ @ endpoint DIRE) LTHAD 0%, HEZEL ST
EHHAREFIC EIATHSL, @FOIFFAIIITFIER
"D BVET A VAEFRERD L IFFRRORD
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(AT ORA) BT LBAEIES 5014 L,
IR %O IFEAE MR O ZEI % > T IF o 2
EFEMIIZFAFICEIAEATREL-TWA, bhbp
NWEPTPE LI FBEEEDA A= L 2 FHY 5
IXTHLOREEAD I BEELTVD, ChEC
surgical stress W& A 5 ? bacterial translocation
T EDORET Kuppfer cells 22553 L5 pro-infla-
mmatory cytokine (TNF-a, IL-6) M FHEALD trigger
LEZ LNTEAY, PTPEIXBRTICT 9 FHc,
surgical stress % EOFEUIIT LA LIERTE 5. PTPE
BOFBEERTET A LIICLY, MOEFICHER
NECFEEBEEDOA DX LADPIRHETE D LERT
Wwa. bivhhiEFIRIILGED EEIZE 0 b OHSFE £ Hl 5
ERoTwbEER, BEKR VY 77 —% v PTPE
BHEOMIRMT OB L THAEEREIE T2
ERE LAY, F7, MRMEOEMICE b Vv ilE
AR AN R RSN 5 S EIER L, invi
tro THEF|FREERTEEIZ IL-6 37 3 5B 2 & & EERY
WEERH L 7=, B1E, rat ® VW PTPE EF V2B
L,surgicai stress DH DR WIFHED A H = X LI
ODNWTHIREED TG, FOX AL EHHTS
Z &4 ) PTPE OFAREY B, EHEAFDRO
REREZELIIEDLILEVSHOPBETHBEE L
TW5,
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