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Pathological Predictor for Prognosis in Gastrointestinal Mesenchymal Neoplasms

Mee Yon Cho, M.D., Hoguen Kim, M.D.,, Chanil Park, M.ID, and Yoo Bock Lee, N.D.

Department of pathloley, ¥ onsei University Wonin College of Medicine

To evaluate the prognostic predictor and clinicopathologic characteristics of the
gastrointestinal {GI) mesenchymal neoplasm, we examined 75 cases of GI mesenchymal tumors
surgically resected during 8 vears from 1983 to 1990. Various histological parameters referrable
to the prognosis, including the Ag-NORs count, were analysed. Fifty cases were followed-up
for | to 7 yvears. Sixteen out of these fifty cases died during this period.

The location of tumor was the stomach in 33 cases, the small intestine in 31 cases and the
large intestine in 11 cases, and the tumor size was variable from 2 to 35 cm in diameter. The GI
mesenchymal neoplasm appeared as an extraluminal mass in 50 cases, an intramural mass in
17 cases, and an intraluminal mass in § cases. Each tumor was composed of spindle or epitheli-
oid cells, the former cell type being more common than the latter (45 vs 30 cases). Mitotic
count of the tumor showed the best correlationship with the survival of patientsip</0.05),
although the tumor size and necrosis appeared to have some values. The Ag-NORs count was
variable and was not significantly correlated with the patient's prognosisip>0.05). These
results indicate that the mitotic count is the most valuable pathological predictor for the prog-
nosis in GI mesenchymal neoplasms.
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Table 1. Summary of clinical findings

Location of No. of Sex ratio Growth Ca_ses of

No. of cases , Mean age N distant

tumor follow-up cases (M:F) pattern .

metastasis

Stomach 33 19 na:l 253.1 21/9/3 2/33
Small intestine 3l 25 1.6:1 Gd.4 22/5/4 5/31
Large intestine 11 6 1.5:1 h7.6 7/3/1 Al
Total 75 50 1.34:1 04.7 a0/17/8 10/75

* El/'Im/1l: extraluminal/intramural /intraluminal
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Fig. 1. Comparison of survival rate between tumors
with mitotic count of 0/50HPF and those
with mitotic count of more than 1/50HPF.

Table 2. Pathological findings of the gastrointestinal mesenchymal tumors

. No. of No. of Nao. of
LTM'M of MNo. of cases  Cell type No. ?;] follow-up expired survived
umor canes cases patient (%) patient(%)

Stomach 33 Spindle 22(66.8) 12 2( 16.7) 10(83.3)

Epithelioid 11i33.2) T 1 14.3) TR
Small intestine 3l Spindle 16(51.6) 13 4( 30.8) 9(69.2)

Epithelioid 15(48.4) 12 6( 50.0) B(50.0)
Large intestine 11 Spindle Ti63.6) 4 1{ 25.0) 3(75.0)

Epithelioid 4(36.4) 2 2010:0.0) 0f 0.0}
Total 75 750100.0) a0 16 32.0) 34(68.0)

Table 3. The relationship between tumor size and patient's survival

Location of No. of Tumor sizelem)
follow- . .
tumar Cell type How-up Expired patient Survived patient
CASeEs
Stomach Spindle 12 7.3 6.3
Epithelioid 7 7.3 12.3
Small intestine Spindle 13 13.0 4.9
Epithelioid 12 15.2 6.3
Large intestine Spindle 13 13.0 8.5
Epithelinid 2 16.0
Total 50 114 7.8
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Fig. 3. Growth pattern of tumor, intramural.
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Fig. 6. Histologic type of tu-
mor cell, epithelioid cell type.

. Fig. 7. Low cellularity of tu-
mor showing severe nuclear

pleomorphism.

Fig. 2)# uiuj# (intramural, Fig. 3), 2] 33
8] 8 (extraluminal, Fig. 4)=2 7% #gdsd, #
7ol A gie] #zkelele] 7} walcHTable 1) A
xeo] zAFA foo] o @5 (Fig 5 A=l
#(Fig. 6)e2 T¥atdden], £38e A4 9 &
& g Axse AEs F84 2R Azed, =
= Ar)ef Al wEse] o] 2abcHTable 2).
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Fig. 8. Nucleolar organizer re-
gions present as black to
brown dot in the nucleuslar-
row J(Ag-NORs stain, = 1000)

Table 4. The relationship between presence of necrosis and patient’s survival

Location of

No. of cases with tumor necrosis®

t Cell type X X Total
umar Expired patient Survived patient

Stomach Spindle 2/ 2 5710 /12

Epithelioid 1/ 1 3/ 6 4/ 7

Small intestine Spindle 34 5/ 0 8/13

Epithlioid 5/ 6 4/ 6 9/12

Large intestine Spindle 1/ 1 1/ 3 2/ 4

Epithelioid 1/ 2 - 1/ 2

Total 13/16 18/34 31/50

* No. of cases with tumor necrosis/No. of follow-up cases

1. #x2 YESI =X olF 2Axiete)
A

A zalzl hesbdd 5068 Hale 2 o e
dl glcha b3l Skl He oY, F)e 27,
#}ah AE R3E, fabrde] 2 Ag-NORs
countgel] ci# vl FEF Hsf, FAEren 2
o7k QW ze FFe) =), 2}, 9 faHRde
THch @ F7 2709 A Ak #ae) g o3
AL 114 cmeln, AFEG Fale] #le T6em=E F
AgHos Folg aje)g Lgchp<0.05{Table 3)

@ W Fabs A #ha 169 F 1392= 81
%ol 4, Mgk gh2) 347 F 18We R 53%el4 @
#FFgw, olejg el FAHA2E F2shdn
(p<0.05) (Table 4). @ F+hr=e] & <5<
He] gl o sl FAFEAHE B w2 A
5(20%)5 24l 5, Abdak gate e At
50 HPF< 6074l wbd 4E3 ghafe] Aol 4
7l Table 5). f-+H-d2] 7} 50HPF= 07]<]
=3 120 elibsl 3 #h2be] A543 Fig, 15 22
o, FF2be] ztels FAHAHoR foE (P <
0.01). @ zM=YU3=(Table 6), #2| o|&H3 4



— b 2] ul E =) A 25 H A 6 & 1991

Table 5. The relationship between mitotic counts and patient’s survival

Location of Mitotic count® (No. of cases)

Cell type
tumor Expired patient Survived patient

Stomach Spindle 175.002) 3.5(10)
Epithelioid 25.001) 160 6)

Small intestine Spindle GR.30(4) 2.4( 9)
Epithelioid 55.006) 6.2( 6)

Large intestine Spindle 10.041) 8.7( 3)
Epithelioid 40.0(2) —

Total _ 60.4(16) 3.5034)

* No. of mitosis / 50 HPF

Table 6. The relationship between high cellularity and patient’s survival

Location of Cases with high cellularity #

tumor Cell type : Total
Expired patient Survived patient

Stomach Spindle 2/ 2 8/10 10/12
Epithelioid /1 6/ 6 74T
Small intestine Spindle 2/ 4 1/ 9 3/13
Epithelioid 5/ 6 4/ B 9/12
Large intestine Spindle - 2/ 3 2/ 3
Epithelioid 1/ 2 — 1/ 2
Total 11/16 21/34 32,50

* No. of cases with high cellulrity/No. of follow-up cases

Table 7. The relationship between the Ag-NORs count and patient’s survival

Location of No. of Ag-NORs count (No. /nucleus)
tumor Cell type . o
Expired patient Survired patient
Stomach Spindle 4.85( 2) 5.31010)
Epithelioid 2.80( 1) 4.341 6)
Small intestine Spindle 6.65( 4) 3.76( 9)
Epithelioid 110 6) 3830 6)
Large intestine Spindle 3800 1) 5.07( 3)
Epithelioid 5.491( 2) -
Total 4.80(16) 4.46(34)

[ );No, of cases examined

ek fash AEe kel H FARA 2 fojg A
ol% me|A gart.

5. g@xi2] WES2 AgNORss2 A

spedah ghate] g Ag-NORsTE 4.807H, A%
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Table 8. The relationship between mitotic éount and tumor necrosis

Location of Mitatic count

Mo. of cases
Mo. of cases®

tumor {No. /50 HPF) with tumor necrosis(%)
Stomach =10 4 4(100.0)
=10 29 14( 48.3)
Small | 19 15( 83.3)
intestine = 1 12 9( 75.0)
Large =1 9 TLTT.8)
intestine = 1 2 -

* No. of cases with mitotic count of each range

Table 9. The relationghip between mitotic count and cellularity

Location of Mitotic count No. of cases® Cellularity
tumor (No. /50 HPF) ) (high/moderate,/low)

Stomach =10 4 3470

=10 29 10/14/ 5
Small =1 18 12/ 5/ 1
intestine = 1 12 2/ 8/ 2
Large =1 9 5 470
intestine = 1 2 0/ 2/ 0

* No. of cases with mitotic count of each range

Fabe] A= 446705, okt el o|2§ Aol
THEEe R FolEkA] watchp<0.05) =3 7|4,
AEfFYHEE 5371 A= @tct(Table 7).
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