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[Abstract] Objective To analyze the characteristics of the clinicopathology and genotypes in patients with
gastrointestinal stromal tumor (GIST). Methods The clinicopathological and genotypic data of 179 patients with
GIST, who underwent treatment and genetic testing in the Hostital of West China from September 2009 to February
2009 were collected retrospectively. Results The tumor sites of the cases were located in stomach (88 cases,
49.2%) , small intestine (70 cases, 39.1%), colorectum (7 cases, 3.9%) and the other sites (14 cases, 7. 8%)
respectively. 94. 4%, 74. 9% and 93. 3% of GIST patients were positive for CD117, CD34 and DOG-1
immunophenotypes respectively. C-kit and PDGFRq mutations were found in 151 cases (84. 4%) and 8 cases
(4.5%) except for the wild types of the rest 20 cases (11.2%). Among all the kit mutation, 92. 2% mutation
types in exon 11 were deletion mutation. point mutation and hybrid mutations, and in exon 9 the mutation types
were just involving A502_Y503dup (n=6) and Y403 _F504ins (n=14), while the mutation type were K642Q in
exon 13 (n=1) and N822K in 17 (n=2). There were 6 patients with the mutation types of PDGFRqa in exon 18,
and 3 of them were type of D842V. In the GIST genotyping, DOG-1 positive rate in PDGFRe mutation patients
were significantly lower than that in ¢-kit mutation and wild type patients (P=0.007). In the various type of ckit
mutations, the positive rate of CD34 in point mutation patients were significantly lower than that in other mutation
types (P<C0.001). The rate of high-risk patients in point mutation and insertion mutation patients were lower than
that in deletion mutation and deletion + insertion mutation patients (P=0. 006). Conclusion The most common
localizaions of GISTs are the stomach and small intestine. The most frequent mutation type of GIST is kit exon
11. The individualized treatment is required for GIST patients because its high mutation rate and types.
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Table 1 Genotypes and characteristics of clinicopathology Ccase( %))

Clinicopathology kit PDGFRa  Wild type P

Age (yr.) 0.302
<55 79 (52.3) 5 (62.5) 14 (70.0)
=>55 72 (47.7) 3 (37.5) 6 (30.0)

Sex 0.949
Male 82 (54.3) 5 (62.5) 11 (55.0)
Female 69 (45.7) 3 (37.5) 9 (45.0)

Primary tumor sites 0.395
Stomach 73 (48.3) 6 (75.0) 9 (45.0)
Small bowel 60 (39.7) 1 (12.5) 9 (45.0)
Colorectum 5(3.3) 12.5 1(5.0)
Others 13 (8.6) 0 (0.0) 1(5.0)

Tumor diameter (cm) 0.259
<2 4 (2.6) 0 (0.0) 1(5.0)
=>2- 40 (26.5) 1 (12.5) 3 (15.0)
=>5- 75 (49.7) 5 (62.5) 15 (75.0)
=>10 32(21.2) 2 (25.0) 1(5.0)

Mitotic count (/50 HPF) 0.088
<5 65 (43.0) 6 (75.0) 12 (60.0)
=5 86 (57.0) 2 (25.0) 8 (40.0)

CD117 THC staining 0.214
+ 144 (95.4) 7 (87.5) 18 (90.0)
— 7(4.6) 1(12.5) 2 (10.0)

CD34 THC staining 0.657
+ 114 (75.5) 5 (62.5) 15 (75.0)
- 37 (24.5) 3 (37.5) 5 (25.0)

DOG-1 THC staining 0. 007
+ 144 (95.4) 5 (62.5) 18 (90.0)
— 7 (4.6) 3 (37.5) 2 (10.0)

Ki-67 (%) 0.417
<5 57 (37.7) 3 (37.5) 11 (55.0)
6-8 32(21.2) 2 (25.0) 5 (25.0)
=>8 62 (41.1) 3 (37.5) 4 (20.0)

NIH risk classification 0.138
Very low risk 2 (1.3) 0 0
Low risk 15 (9.9) 1 (12.5) 4 (20.0)
Intermediate risk 24 (15.9) 4 (50.0) 2 (10.0)
High risk 110 (72.8) 3 (37.5) 14 (70.0)
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Table 2 Genotype of c-kit exon 11 and characteristics of clinicopathology

Clinicopathology Deletion Point Insertion Duplication Mixed * P
Age (yr.) 0.329
<55 31 (55.4) 12 (40.0) 5 (55.6) 0 20 (62.5)
>55 25 (44.6) 18 (60.0) 4 (44.4) 1 (100 12 (37.5)
Sex 0. 340
Male 27 (48.2) 16 (53.3) 5 (55.6) 1 (100) 22 (68.8)
Female 29 (51.8) 14 (47.6) 4 (44. D 0 10 (31.3)
Primary tumor sites 0.298
Stomach 33 (58.9) 14 (46.7) 7(77.8) 1 (100) 18 (56.3)
Small bowel 18 (32. 1) 8 (26.7) 1 (11. 1D 0 13 (40.6)
Colorectum 1(1.8) 2 (6.7) 0 0 0
Others 4(7.1) 6 (20.0) 1 (11. 1) 0 1¢@.D
Tumor diameter (cm) 0.446
<2 0 1@3.3) 0 0 2 (6.3)
=>2- 12 (21. 4) 10 (33.3) 4 (44.4) 1 (100) 6 (18.8)
=>5- 31 (55.4) 12 (40.0) 4 (44. 4 0 17 (53. 1)
>10 13 (23.2) 7 (23.3) 1 (11. D 0 7(21.9)
Mitotic count (/50 HPF) 0.007
<5 22 (39.3) 20 (66.7) 3(33.3) 1 (100) 8 (25.0)
=>5 34 (60.7) 10 (33.3) 6 (66.7) 0 24 (75.0)
CD117 THC staining 0. 530
+ 52 (92.9) 30 (100) 9 (100) 1 (100 30 (93.8)
— 4(7.1) 0 0 0 2 (6.3)
CD34 THC staining <20.001
+ 46 (82.1) 14 (46.7) 9 (100) 1 (100) 28 (85.7)
— 10 (17.9) 16 (53.3) 0 0 4 (12.5)
DOG-1 THC staining 0.233
+ 55 (98.2) 29 (96.7) 8 (88.9) 1 (100) 29 (90.6)
- 1(1.8) 1(3.3) 1 (11. D 0 3(9.4)
Ki-67 (%) 0.410
<5 18 (32. 1) 14 (46.7) 5 (55.6) 0 10 (31.3)
6-8 10 (17.9) 7 (23.3) 1 (11. 1D 1 (100) 8 (25.0)
>8 28 (50.0) 9 (30.0) 3(33.3) 0 14 (43.3)
NIH risk classification 0. 006
Very low risk 0 1(3.3) 0 0 0
Low risk 3 (5.4 5 (16.7) 3(33.3) 1 (100) 1¢@3.1D
Intermediate risk 9 (16. 1) 9 (30.0) 1(11.D 0 4 (12.5)
High risk 44 (78.6) 15 (50.0) 5 (55.6) 0 27 (84.4)
#* Mixed= Deletion+ Insertion
T
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