BRERH 5 @ 52% - $B15% - 1991

oJul ¥} Fele] =g AB

drhg oluAF e

)

o
2

Allergic Diseases in Otolaryngologic Fields
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Table 1. Hallmarks of upper respiratory al-

lergy

“Allergic salute”

Linea nasalis(nasal crease)

Nasal and mouth grimacing

Gingival hypertrophy

Pale, boggy, wet nasal mucosa

Nasal cytology : eosinophils and goblet cells
“Allergic shiners”

Dennie’s lines
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Foods Used Tolerance

Masked Regularly in Diet in with Use
Sensitization Normal Amounts of Foods
Stage 1 Stage 7

Latent
Sensitization

Stage 8

Increased immune complex disease with increased antigen exposure.(From Rinkel HJ,
Randolph TG, Zeller M : Food Allergy. Springfield. IL, Charles C Thomas, 1951. Cou-
ntesy of Charles C Thomas, Publisher.)
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Table 2. Physical findings of food allergy in
ENT fieds.

Serous otitis : fluctuating low tone

Ear
hearing loss : chronic eczema.
Nose Pale, wet, edematous swelling of the
nasal mucous membranes with or
without polyp formation : radiogra-
phic changes involving the sinuses *
supratip crease due to the allergic
salute, particularly in children.
Chronic lymphoid hyperplasia, espe-
cially lateral bands in the nasophar-

Mouth
and
pharynx ynx : furry tongue : recurrent aph-
thous ulcers.

The chronic mouth breathing child
with allergic shiners and maxillary
overbite : Dennie’s lines of lower ey-
elids.

Face
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Table 3. The time course of the individual clinical tyes of nasal response to the food inges-

tion challenge.

Onset Maximum Resolving
Immediate 10 ~ 20 minutes 30 ~ 45 minutes 90 ~ 120 minutes
Late 4 ~ 6 hours 6 ~ 10 hours 12 ~ 24 hours
Delayed 24 ~ 28 hours 32 ~ 36 hours 48 ~ 52 hours

The time is expressed in minutes or hours after a 60-minute waiting interval following the

ingestion challenge.
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Types of nasal mucosa response recorded in patients after ingestion of selected foods.

The mean NPG values after food ingestion with respect to the appropriate ‘Coca’s
solution’ NPG values were always calculated from all patients developing the same
type of nasal response.(® — — @), immediate nasal mucosa response(n=67) ; (0 —
—0), dual(immediate+late) nasal response(n=21) ; (X — — X), isolated late nasal

response(n=14)
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Dual and isolated delayed nasal response due to ingestion challenge with foods. The

mean NPG values recorded after the food ingestion challenge with respect to the ap-
propriate control NPG values were calculated from all patients developing the same
type of nasal response(® ——®), isolated delayed response(r=31);: (0 ——0),
dual delayed(immediate +delayed) response(n=56) 3 (X——X), control test(n=

87).
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Table 4. Reviw of the nasal complaints and other organ’s complaints accompanying the va-
rious types of nasal response to food ingestion challenge.

Nasal mucosa response to food i d
Immediate Late Delayed Negative
(n=267) (n=203) (n=164) (n=309)
Nasal complaints
obstruction 267(100% ) 203(100% ) 164(100% ) 0(0%)
sneezing 19(7%) 1(05%) 0(0%) 1(0.3%)
hypersecretion 193(72% ) 166(82% ) 39(24%) 16(15% )
itching 181(68% ) 75(37%) 145(88% ) 13(4%)
General malaise complaints 22(8%) 54(27%) 49(30%) 1(0.3%)
Conjunctival irritation 35(13%) 18(9%) 6(4%) 0(0%)
Middle ear response 31(12%) 19(9%) 13(8%) 10(3%)
(otalgia, decrease of hearing,
change of middle ear pres-
sure)
Pressure in the sinuses 45(17%) 32(16%) 33(20%) 7(2%)
(maxillary and frontal, acute
oedema of sinus mucosa)
Cephalgia 56(21%) 91(45% ) 125(76% ) 42(14%)
Urticaria 4(15%) 7(3%) 8(5%) 5(15%)
Angio-oedema 9(3%) 6(3%) 3(2%) 3(1%)
(labial, palpebral or else-
where)
Increase in body 4(15%) 21(10%) 1(0.6%) 0(0%)
temperature
Bronchial complaints 13(5%) 15(7%) 12(7%) 8(3%)
Other complaints 2(0.7%) 1(0.5%) 2(1%) 0(0%)
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Table 5. Survey of the disorders caused by foods, their ingredients or factors relating to
them, which can lead symptoms similar to those due to the food allergy mechanism.
1. Idiosyncrasy

,2. Intolerance(e.g. enzymatic)
3. Non-specific hyperreactivity(e.g. histamine or other mediator liberators, food additi-
ves)
4. Toxicity
(a) by non-controlled chemical compounds(e.g. insecticides, contaminants)
(b) by microorganisms
(¢) by products of microorganisms
(i) bacterial toxins
(i) mycotoxins
(d) by controlled chemical d ding their permitted threshold or indi-
vidual subjects having increase susceptibility to these compounds(e.g. disinfec-
tants) caused by other metabolic disorders
5. Adverse non-immunological reaction to additives(controlled chemical compounds)
(a) preservation and conservation compounds

(b) colouring compounds
(¢) flavouring compounds
(d) i correcting pound: Isifi and stabilizers

(e) antioxidants
(f) adjuvants
6. Psychological disorders

Table 6. Neuropeptides in Respiratory Mucosa

Trigeminal and dorsal root ganglion cell sensorimotor neurons
CGRP : calcition gene-related peptide
Tachykinins
NKA : neurokinin A
SP : substance P
NKB ! neurokinin B
Postganglionic parasympathetic neurons
VIP : vasoactive intestinal peptide
PHM : peptide with histidine at the N-terminal and methionine at the C-terminal
PHI : peptide with kistidine at the N-terminal and isoleucine at the C-terminal
Postganglionic sympathetic neurons
NPY : neuropeptide tyrosine(Y)
Neurons of undetermined orgin
GRP : gastrin-releasing peptide( lian bombesin)
GAL : galanin
ANP ! atrial natriuretic peptide
NT : neurotensin
ENK : enkephalins
DYN :"dynorphin
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