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Molecular features of pulmonary adenoid cystic carcinoma

HE Cheng', HUANG Rongfang', LIU Wei', ZHUANG Wu’, FANG Meiyu’, WU Biao’, ZHENG Xiaobin®,
XU Chunwei', CHEN Yanping', CHEN Gang'

(1. Department of Pathology, Fujian Cancer Hospital, Fujian Medical University Cancer Hospital, Fuzhou 350014;
2. Department of Medical Thoracic Oncology, Fujian Cancer Hospital, Fujian Medical University Cancer Hospital, Fuzhou 350014;
3. Department of Comprehensive Medical Oncology, Zhejiang Cancer Hospital, Hangzhou 310022, China)

Abstract Objective: To investigate the molecular characteristics of pulmonary adenoid cystic carcinoma (PACC).
Methods: From July 2013 to December 2016, 15 PACC patients received treatment. All the patients were
diagnosed by pathology. We retrospectively reviewed the clinical data and genetic state. Results: EGFR
mutation rate was 6.67% (1/15), and it was 19del, the relationship between EGFR gene status and gender
(P=1.000), age (P=1.000), smoking status (P=1.000) and stage (P=1.000) were no significant, and ALK fusion
and ROSI fusion gene was not detected. Conclusion: Gene change exists PACC, and the gene detection
cannot be ignored in PACC.
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Table 1 Type of EGFR gene mutation
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Exon 18 G719A, G719C, G719S

2237-2252>GCA(L747-T751>Q), 223-2248 AAGAGAAG>C (L747-A750>P)

2254-2277del (S752-1759del), 2238-2255del2237A>T (L747-S752del, E746V)
2240-2251del (L747-A750del, T747S), 2239-2259del21>CAAC (L747-K754>QQ)

Exon 19 19-del (24Fh5E75)
2235-2249del1S (E746-A750del), 2236-2250dellS (E746-A750del)
2236-2253del18 (E746-T751del), 2237-2251dell5 (E746-T751>A)
2237-2254del18 (E746-S752>A), 2238-2255del18 (E746-S752>D)
2239-2247del9 (L747-E749del), 2239-2253dell5 (L747-T751del)
2239-2256del8 (L747-S752del), 2240-2251del12 (L747-T751>S)
2240-2254del15 (L747-T751del), 2240-2257del18 (L747-P753>S)
2235-2252>AAT (E746-T751>1), 2237-2255>T (E746-S752>V)
2238-2248>GC (L747-A750>P), 2237-2252>GCA (L747-T751>Q)
2239-2251>C (L747-T751>P), 2239-2258>CA (L747-P753>Q)

Exon 20 V769-D770insASV, D770-N771insG, H773-V774insH

Exon 20 S7681

Exon 20 T790M

Exon 21 L858R, L861Q
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Table 2 Variant of ALK and ROS1 fusion gene

25 il A
ALK
A E6;A19, E6;A20, E6ins33;A20, E6;ins18A20, E13;A20, E13;ins69A20, E20;A20, E20;insI18A20
B El4ins11;del49A20, El14;del14A20, El14;del38A20, E15del60;del71A20
E2;A20, E2;insl117A20, E3;insS3A20, E17;ins30A20, El7ins61;ins34A20, E17ins65;A20, E17;ins68A20,
¢ E17del58;ins39A20, E18;A20
D KI17;A20, KI24; A20, KL9; A20, T4; A20
ROSI
A SL4;R32, SL14de;R32, CD6;R32, SD2;R32, SD4;R32
B SL4;R34, SL14del;R34, CDG6;R34, SD4;R34, EZ10;R34
C TP8;R3S, LRI6;R35, GOS8;R3S
D GO4;R36
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Table 3 Clinical features of 15 cases of pulmonary adenoid cystic carcinoma
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El1 F R R R KRR (M K70 cm x 4.5cm, $13)
Figure 1 Gross specimen of pulmonary adenoid cystic

carcinoma (mass size 7.0 cm X 4.5 cm, Case 3)

G A% : |
B2 FipR R R 3 (HE, x 100, fi3)
Figure 2 Pathological changes of pulmonary adenoid cystic
carcinoma (HE, x 100, Case 3)
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Figure 3 EGFR gene 19del curve mutation samples
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