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= Abstract=

Biological behavior and Treatment of Adenoid Cystic
Carcinoma in The Head and Neck

W.Y. Oh, M.D., K.H. Cho, M.D., C.O. Suh, M.D., G.E. Kim, M.D.

Department of Radiation. Oncology, College of Medicine, Yonsei University, Yonsei Cancer Center

Biological behavior and treatment results of 338.patients with Adenoid Cystic Carcinoma
(ACC) in the Head and Neck at Yonsei Cancer Center for 10 years between 1971 and 1980
were retrospectively analysed. Most common, primary site was minor salivary glands such as
maxillary sinus, nasal cavity and base of tongue.

The typical biological behavior of these tumors was very slowly in growth with long
time of duration(mean 19 months) from 1 month to 10 years and more frequent of nerve
invasion but rare invasion of neck nodes. Local control and failure pattern in the results
of treatment, 16 of 17 patients with irradiation alone were seen complete or partial response
but 5 cases of locoregional recurrence, 2 cases of failure of neck node and 4 cases of distant
metastasis as lung and brain, On the other hand, among 10 cases of surgery and postoperat-
ive irradiation, 2 cases of locoregional failure and 3 caszs of distant metastasis as lung and
bone. 2 of 4 cases with surgery alone were recurred within primary site. Actuarial overall
NED survival at 5 and 10 years were 52.6% and 42,8%, respectively. Survival rate of 10
patients with surgery and postoperative irradiation was more high than 17 patients of radi-
ation alone. Therefore, we have known that surgery with postoperative adjunctive irradiation
is most effective treatment modality of adenoid cystic carcinoma in the head and neck.
Primary site, treatment modality and with or without nerve and bone invasion have influe-
nced on prognosis.
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Table 1. Treatment modality of Adenoid Cystic
Carcinoma in the Head and Neck
(1971~19€0)

Treatment modality No of Patient %

XRT alone 17 51.5
Surgery+XRT 10 30.3
Surgery 4 12.1
No treatment 2 6.1

Total 33 100.0

Table 2. Primary site of Adenoid Cystic
Carcinoma in the Head and Neck

Primary site No of Patient %

Minor salivary gland 19 57.6
Maxillary sinus
Nasal cavity
Tongue
Mouth floor
Lower lip
Palate

Major salivary gland 7 21.2
Parotid
Submandibular 2
Sublingular

Miscellaneous 7 21.2
Trachea(upper)
External auditory canal
Skin
Orbit(lacrimal gland)
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Total 33 100.0
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Fig. 1. Age and Sex Distribution of Adenoid
Cystic Carcinoma in the Head and Neck
(1971~1980)
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Table 3. Radiation Response by Irradiated dose of Adenoid Cystic Carcinoma in the Head and Neck

(1971~1980)
Radiation Response
Radiation Dose(Rads) Total
CR PR SD PD

<5, 000 — 1 1 — 2

5, 000~6, 000 — 1 — — 1
6, 000~7, 000 5 4 — — 9

7, 000~8, 000 2 1 — — 3
8,000~9, 000 1 i — — 2
Total 8 8 1 - 17

Table 4. Patterns of Failure according to Treatment Modality of Adenoid Cystic Carcinoma in the
Head and Neck(1971~1980)

Patterns of Failure

Treatment Modality No Loco. Neck Distant
regional node lung brain bone
Radiation alone 17 5 2 2 2 -
Surgery+ XRT 10 2 — 2 — 1
Surgery alone 4 2 — — — _
No treatment 2 — — 2 - —
Total 33 9 2 6 2 1

Radiation alone(17) included 2 cases of incomplete irradiation and 5 cases of salvage treatment.
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Table §. Specific Clinical Manifestations(Biological Behavior) of Adenoid Cystic Carcinoma in the

Head and Neck

Total Patients
Patients of FU

Yonsei Cancer Center
(1971~1920)

33
24/33(72.2%)

Virginia University*
(1946~1977)

38
All(100%)

1. Age(Mean)
2. Sex(M:F)
8. Primary site(Minor salivary gland)
4, Symptom duration(Mean)
5. Involved nerve
6. Involved neck node
7. Initial metastasis(Lung)
8, Treatment modality
XRT alone
Surgery+XRT
Surgery alone
No treatment
9. Patterns of treatment failure
Local recurrence
Neck node
Distant metastasis
Lung
Liver
Serous cavities
Brain
Bone

10, Survival

28~£0(50) yrs
19:14
19/33(57.6%)
1M~10 yrs(19M)
Vi(4), VT & VI(1)
4
2

17
10

9(3M~11 yrs)
2(9M~1 yrs)

9(9M~8 yrs)

6

2
1

Actuarial 5 yrs(68.2%)
Alive(3.5~14.4 yrs)

23~75(48) yrs
19:19
21/38(55.3%)
1IM~11 yrs(18M)
Vi(2)

2

3

21

22(1M~15 yrs)
3
22(1IM~17 yrs)
21
3
3
1
1

Mean(7.5 yrs)
Alive(1.3~19 yrs)

* Cancer 43 : 1463~1473, 1979
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Fig. 2. Actuarial Overall Survival of Adenoid Cystic Carcinoma in the Head and Neck (1971~1980)
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Fig. 4. Actuarial Survival of Adenoid Cystic Carcinoma by Treatment Modality in the

Head and Neck(1971~1980)
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o7l A A3FgoEd FRRL Adgy F44
shd A &71Ae dshe] 434 0] (embolic lympha-
tic metastasis) ¥} 23 3] §-(direct invasion)e)
tdE FASL A8k, 28 g AxEY 2
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3 AT 4 Qe AR ¥4

2 AAEY 33dl0] A 2R A 44](12%)7)F AR
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et B el Fof
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