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A19197 1 NIANIANEPBS combined hepatocellular and cholangiocarcinoma®

Allen Goodman

Type | HCC and CC are present at dif-  Type |  “Collision tumor” or an apparently
ferent sites within the same liver coincidental occurrence of HCC and

(double tumor) CC within the same liver
Type I HCC and CC are present at ad-  Type Il “Transitional tumor” in which there
jacent sites and mingle with con- is transition from elements of HCC

tinued growth (combined type) to elements typical of CC
Type Il HCC and CC are combined within ~ Type Il “Fibrolamellar type” which re-
the same tumor (mixed type) sembles the fibrolamellar subtype of
HCC but which contains mucin-pro-

ducing pseudoglands
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A5991 2 ANWMEYNIRRTRNLATNINE15INe289 CHCC, HCC, CC™°

Factors CHCC (n=26) HCC (n=1093) CC (n=53) P
Age (yrs) (median, range) 57 (27-74) 61 (16-84) 63 (40-81)

Sex 1-2) 0.60
Male 23 (88%) 902 (83%) 35 (66%) 2-3) 0.002
Female 3 (12%) 191 (17%) 18 (34%) 1-3) 0.06

Viral infection
Negative 3 (12%) 152 (14%) 32 (60%)

Hepatitis B 7 (27%) 172 (16%) 9 (17%)

Hepatitis C 10 (38%) 526 (48%) 5 (9%) 1-2) 0.44
B&C 0 (0%) 6 (1%) 1(2%) 2-3) <0.0001
Unknown 8 (23%) 227 (21%) 6 (11%) 1-3) 0.0002

AFP (ng/mL) (median, range) 75.5 (0-3 366 600) 44.1 (0-749 626) 4.0 (10-369)
<20 8 (31%) 411 (38%) 37 (86%) 1-2) 0.09
20-200 13 (50%) 323 (30%) 4 (9%) 2-3) <0.0001
2200 5 (19%) 335 (31%) 2 (5%) 1-3) <0.0001

CEA (ng/mL) (median, range) 3.6 (0.8-12.8) 2.9 (0-214) 2.8 (4.0-479) 1-2) 0.21
<5 18 (69%) 815 (79%) 39 (74%) 2-3) 0.31
>5 8 (31%) 211 (21%) 14 (26%) 1-3) 0.69

Noncancerous liver parenchyma
Normal 6 (23%) 68 (6%) 47 (89%) 1-2) 0.002
Chronic hepatitis 6 (23%) 432 (40%) 5 (9%) 2-3) <0.0001
Cirrhosis 14 (54%) 593 (54%) 1 (2%) 1-3) <0.0001

Tumor number 1-2) 0.04
Solitary 8 (31%) 565 (52%) 28 (53%) 2-3) 0.87
Multiple 18 (69%) 528 (48%) 25 (47%) 1-3) 0.06

Tumor size (cm) (meantSD) 6.0+ 4.4 45133 57130
<3 3 (11%) 404 (37%) 2 (4%) 1-2) 0.03
3-6 14 (54%) 438 (40%) 33 (62%) 2-3) <0.0001
26 9 (35%) 251 (23%) 18 (34%) 1-3) 0.39

Intrahepatic distribution 1-2) 0.002
Unilobar 15 (58%) 891 (82%) 47 (89%) 2-3) 0.19
Bilobar 11 (42%) 202 (18%) 6 (11%) 1-3) 0.002

Portal vein invasion
Absent 1 (42%) 630 (58%) 7 (32%)

Present 5 (58%) 463 (42%) 36 (68%) 1-2) 0.02
Microscopic 10 (39%) 398 (36%) 26 (49%) 2-3) <0.0001
Macroscopic 5 (19%) 65 (6%) 0 (19%) 1-3) 0.62

Bile duct invasion 1-2) <0.0001
Absent 19 (73%) 1011 (97%) 19 (36%) 2-3) <0.0001
Present 7 (27%) 30 (3%) 34 (64%) 1-3) 0.002

Lymph node metastases 1-2) 0.01
Absent 24 (92%) 1077 (99%) 35 (66%) 2-3) <0.0001
Present 2 (8%) 9 (1%) 18 (34%) 1-3) 0.02

Capsule formation 1-2) <0.0001
Absent 14 (54%) 187 (17%) 49 (92%) 2-3) <0.0001
Present 12 (46%) 906 (83%) 4 (8%) 1-3) 0.0002

1-2), 2-3) uaz 1-3) nanefisn1siUSeuifisuszinengn CHCC fiu HOC, ngs HCC fiu CC wasngs CHCC fiu CC, a=
standard error
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a15197 3 anwaemeRdiingasgiae CHCC (n=8)"

Symptoms/Signs/Laboratory findings Number of patients (n, %)
Abdominal pain 6 (75)
Fatigue/ weakness 4 (50)
Nausea/vomiting 4 (50)
Weight loss 4 (50)
Hepatomegaly 4 (50)
Jaundice 2 (25)
Palpable mass 2 (25)
Asymptomatic 1(12.5)
Ascites detected clinically 1(12.5)
Elevated transaminases (ALT and/or AST) 5 (62.5)
Elevated alkaline phosphatase 6 (75)
Elevated prothrombin time 2 (25)
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A15197 4 M3Usefinszesaa9 CHCC M AJCC staging 7 edition”

Primary Tumor (T)

Anatomic Stage/Prognostic Groups

X Primary tumor cannot be assessed

TO No evidence of primary tumor

Tis Carcinoma in situ (intraductal tumor)

T1 Solitary tumor without vascular invasion

T2a Solitary tumor with vascular invasion

T2b Multiple tumors, with or without vascular
invasion

T3 Multiple perforating the visceral peritoneum
or involving the local extra hepatic
structures by direct invasion

T4 Tumor with periductal invasion

Stage ~ Tumor Node Metastasis

0 Tis NO MO

| T1 NO MO

Il T2 NO MO

Il T3 NO MO
IVA T4 NO MO
Any T N1 MO

VB AnyT  AnyN M1

Regional Lymph Node(N)

NX Regional lymph nodes cannot be assessed
NO No regional lymph node metastasis
N1 Regional lymph node metastasis

Distant Metastasis (M)
MO
M1

No distant metastasis

Distant metastasis present

Histologic Grading (G)

G1  Well differentiated

G2  Moderately differentiated
G3  Poorly differentiated

G4 Undifferentiated
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