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= Abstract =
Clinical Analysis of Juvenile Angiofibromas

Hwan-Jung Roh, Eui-Kyung Goh, Soo-Geun Wang, Kyong-Myong Chon, Sang-Min Lee*
Department of Otolaryngology, College of Medicine, Pusan National University, St. Benedict Hospital*

Juvemle angiofibroma is a rare head and neck tumor which is characterized by high vascularity,
p e in adol e, aggressive growth with surrounding tissue destruction, and high recurrence. We
retrospectively reviewed 22 cases of juvenile angiofibromas operated at Pusan National University Hospital
from January 1982 to October 1997 to analyze the clinical behavior, effect of preoperative embolization,

indication of different surgical approach according to Sesson's tumor staging, operative findings, and results of

PR R

postoperative follow-up to help for of angiofibroma. Frequent epistaxis and

nasal obstruction were most common symptoms. Most angiofibromas originated from posterior-superior-lateral

wall of nasal cavity, attaching to posterior wall of nasopharynx and posterior nasal septum. Sphenoid sinus and
pterygomaxillary fossa were common extension sites. The main feeding vessels were branches of ipsilateral
internal maxillary artery, especially sphenopalatine artery as terminal branch. In Sesson's stage I transpalatal,
1, end 1 end r‘ Denker's, lateral rhinotomy approach were applied in order. In stage II lateral
rhi d 1 end : palatal, maxillary swing approach applied. Recurrence was each 1 case
of Is and HA 9.0%). Preoperanve embolization did not reduce intraoperative blood loss. However, endonasal
endoscopic surgery reduced bleeding amount significantly, suggesting that much of blood loss occurred from
bone and adjacent structure during extranasal surgical approach. Our results of endonasal endoscopic removal
suggest that stage Is, Is, I1x are good indications for endoscopic surgery and can be further extended to stage IIs.

KEY WORDS : Juvenile angiofibroma, Endoscopic surgery, Rhinosinus tumor
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Sesson¥| £F% (Table 2)o] we W78 254
1a% 991(40.9%). Is 721(31.8%). Ila 43
(18.1%), 1Is 1#1(4.5%). llc 1#1(4.5%)Ac}. v]7+
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Table I. Review of 22 angiofibromas

Symptom) Transf-
No| Age/|  Chief | duration |Late- Tumor SeasonFeeding artery [Tumor size(cnj)| Attachment | Op. time [Bleeding| usion | Surgery
sex | complaint | (Months)| ralty|  extension stage ste |(br:min)| (cc) | (pint)

|| 18M|Obstruction| 2 ut NCNP I 35%25%10[ VL 345 [ 13007 2 TP
2 [20M| Epistaxis 12 | R NCNP b 30Xx30x25) VL 330 {2000 S P
3[26M| Epistaxis 6 Rt | NCNPSph I 3.0x23%07) VLS 330 (100 3 1
4119M|  Epistaxis 24 1t NCNP [ 3.5x30x20[ VLS 205 | 600 | TP
5| 10M|Obstrucion| 18 | Lt | NCNPEth Is [40x25%20| VLS 230 [ 900 | 2 R
6| 23F | Epstaxis 20 Lt | NCNPEhMax | e 60Xx20x15] VLS 210 [ 1100 | 2 | Denker
7| 16M|  Epistaxis 5 Rt NC 3 28x18x10[ LMT 045 | 250 ™
8 | 20M| Obstruction| 12 Rt NCNP I 3.0x20x17] VLS 330 3000 6 TP
9 | I7M| Obstruction| 10 lt NCNP 3 [45x35%25[ VLS 230 {4500 9 il
10) 30M| Obstruction| 6 Rt NC b 10x10x05] LITS 120 | 400 | ™
11| 25 | Epistaxis 14| Rt | NCNPSphMax | T« 40x1.5%07| VLS 245 | 1800 S LR
12| 28M| Obstruction| 9 it NCNP I 30%20x15[ VLS 215 {2000 5 113
13[13M[ Epistaxis 12| Rt| NCNPPMF | I [4.5x35%20] VLS 330 |4000| 6 TP
14{15M| Obstruction| 12 Rt | NCNPSphERPMF | o | LIMALICA [45x35%10] VLS 245 | 1800 4 R
15 15M]  Epistaxis 10 [ Rt | NCNPSph Is 40x35x30[ VLS 200 | 1300 3 TP
16| 20M|  Epistaxis 8 Rt | NCNPSph Is | UIMAIAPA [25%20x10] VLS 305 (1500 | 2 P
17] I5M|Obstruction| 30 | Rt | NCNPSph [s 40x20%12| VLS 345 | 600 TP
18] 17M|  Epistaxis 12| Lt NCNPGRAEITFERMe)  Tc |IMANICACICA (46 X4.5%2.5) VLS 1030 | 3500 | 9 MS
191 19M|  Epistais 15 | Rt NCNP [« | IMALICA [35x30x1.5[ VLS 320 | 1100 EES
20{ 12M]  Epistaxis 10 [ Rt | NCNPSph Is 33x30x13] VLS 230 | 150 EES
21| 18M|  Epistaxis 14 | Rt| NCNPPMF I [IMAUCACICA [25 X 1.5% 10 VLS 200 | 230 EES
22| 16M|Obstruction| 8 Rt | NCNPPMF I | IMALICA [35%20x 15| VLS 230 | 440 EES

Abbr ; * = recurred case, Rt = right, Lt = left, | = ipsilateral, C = contralateral, Eth = ethmoid sinus, IT = inferior turbinate,
ITF = infratemporal fossa, L = lateral nasal wall, Max = maxllary sinus, MT = middle turbinate, NC = nasal cavity, NP =
nasopharynx, PMF = pterygomaxillary fossa, S = nasal septum, Sph = sphenoid sinus, V = nasopharyngeal vauft, APA =
ascending pharyngeal artery, IMA = internal maxillary artery, MMA = middle meningeal artery, SPA = sphenopalatine artery,
EES = endonasal endoscopic surgery, LR = lateral rhinotomy, TN = transnasal, TP = transpalatal approach, MS=maxillary

swing
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Table 2. Sesson’s classifications

Stage Extension

Ia limited to nose and/or nasopharyngeal vault

le extension into > | sinus

Ia  minimal extension into PMF

Is  full occupation of PMF with or without
erosion of orbital bones

ITc infratemporal fossa with or without cheek

)i intracranial extension

PMF : pterygomaxillary fossa

Table 3. Surgical approach according to Sesson's stage

™ TP LR Denker MS ESS
Iaf 2 6 |
s 4 | | |
Ia | | 2
Ie |
Ic |

Abbr ; TN = transnasal, TP = transpalatal, LR = lateral
rhinotomy, MS = maxillary swing, EES = endonasal
endoscopic approach
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