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Effect of Erythromycin on Airway Inflammation in Asthmatic Guinea Pigs

Hong-Yan LU, Chun-Xian ZHEN , Kai-Xin MAO, Xiong-Fei ZHOU . Department of Pediatrics, Xianning Medical
College, Xianning, Hubei 437100, China (Email : dycyh!@sohu . com )

Abstract: Objective To study the effect of erythromycin on airway inflammation in asthmatic guinea pigs.
Methods A model of allergic asthma was developed by sensitizing guinea pigs with ovalbumin. Twenty — four hours after
the induction of asthma, cells in bronchoalveolar lavage fluid (BALF) were categorized, the right lung was processed for
histopathological examination and the numbers of eosinophils, neuthrophils and monocytes in the BALF and bronchial
lumen were counted. Eight normal guinea pigs were used as the controls. Results The numbers of eosinophils,
neuthrophils and monocytes in the BALF [(10.9+1.2), (3.9+0.7) and (4.2 £1.0) X 10%/L, respectively] and
bronchial lumen [(73.6+8.8), (7.1£1.9) and (3.5%0.7) high powered field (HP), respectively] of the asthma
group were significantly higher compared to those in the BALF [(0.5%£0.1), (0.4+0.1) and (2.0£0.4) x 10%/L,
respectively] and bronchial lumen {(5.5+1.6), (1.2+0.9) and (0.7 £0.5)/HP, respectively] of the controls { P <
0.01 or 0.05). After pretreatment with erythromycin, eosinophils neutrophils, and monocytes in the BALF [(3.3 %
0.5), (1.7+0.2) and (3.1£0.7) x108/L, respectively] and bronchial lumen [(38.7+5.6), (3.7+0.8) and (2.2
1+1.0)/HP, respectively] of the asthma group decreased significantly ( P <0.01 or 0.05), but remained higher than
those of the controls. Conclusions Erythromycin alleviates but does not block completely airway inflammatory reactivity.

[Chin J Contemp Pediatr, 2003, 5(2): 123-126]
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Figure 3 The number of inflltrated inflammatory cells in the
alveolus of the erythromyein group decreased significantly
compared with that of the asthma group {HE % 400)
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Table 2 Changes of inflammatory cells in the bronchial
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, msl EERER  PHESE ARG
EH A 5.5z1.6 1.2+0.9 0.7:0.5
o b 4 73.6+8.8°  T.1xl1.9° 3.5+0.7°
wEES 387569 3.7+0.8 2.2x1.00¢
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Figure 4 The number of infiltrated inflammatory cell in the

B4

alveolus of the dexamathasoni group decreased significantly
compared with that of the asthma group (HE X400}
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Table 1  Profile of cells in the BALF of each group

(x =5 x108/L)

Az WER R A I
ER A 0.5+0.1 0.4+0.1 2.00.4
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[hESHEE] R722;R582%1  [Twk#RiS®] E

BJL,B,45d, AFHEFBEZERFE 1d4°AE  T00, 20.5 mmol/L. BE —3.8 mmol/L. Sa0; 97.8%;
WEGEER, WA F A LR E SR MR, FTE 24 h R4S (3L 2 K)4.29 mmol . 1.56 mmol (IE# (B R
LR . ABRIEHR FEIT BKBEME R  <1.0 mmol24 h JR).24 h FRBE(F: 2 %)0.276 mmol |
MIHREERIT. ARMESRERMEHRRMET  0.264 mmol(IE % % <6.4 mmol/24 hiR),24 h JRAL
BE, I ERSRRE, Z2EE 45 d B ZAR/BM B 210.6 pomol (GEE {8 88~ 176 prol/kg),24 h /R
FE1ARHEARER., WHPEEMEE, RBFRE, K EH0.04 g(EEEN<0.04 g/24 hR), T3 0.76 ng/L
/IMEIER R, Rt RS, AR, THME  (E#ER 0.60~1.81 ng/L).T,59.87 ng/L(IEEHEN
%, BILRB1IBEL&BAT HERNEEE 52~ 127ng/L). TSH 8.98 TU/ml (IE # (£ 5 0.6 ~
B. ZEPXRUBE, BEER.MEFE,RMM 10 [U/ml);BEFEMHRRIHE, K5 CT BERF
=, BERRE—MR,T36.7C,P 140 K/min,R32 K H¥ ,ECTKRERKE FRZHIEMESR, T BBE
/min, A& 3 500 g, kBl 36 cm, BIKFHK 3.5em  FHE¥, BLREREFRERIDELHE, FES
X3.5 cm, JEREKM, KA , MEXHR BRE B BBIET, mSHEE 2.34 omol/LE .
WESEARMK, R B 8. OXEE, S, ME T Fe R B F R IR TTHERE , B A LB R B A
W, iR e, R RFE, 0% 140 K /min, R, KEHETERFEBBERMEIE, WTHE
BT, ERE B B TRE, OEIKAAR Mg Rm, & i IR Clear cell H 4 B8, N #
B, RMR M RS RERATG S, BRIER fafkpEiss, SEZILPER, REXR, &K
B, AKRERE BHEE LH (4K EPREBIEAHETERIN.OBMLS,FEH
5.40 mmol/L.5.53 mmol/L4.96 mmol/1.5.03 mmol/L. BP0 S, B A, OWRESL, TE N
(IEH¥ %5210 ~2.55mmol/L); ML 8% (3t 4 K)  BHRER, WRRGA ;OB BRMASER, HEIL
1.09 mmol/L.0.58 mmol/L.0.75 mmol/L. 0.8 mmol/l.  feRMERREBITEETHETE NIRRT, BH
(EEH{EN 0.82~1.60 mmol/L) ; BMEBEERER 675 U/L {155, AR EXE, @8, PRERS, BEEILRL, 2
(EEHERN 2~128 U/L); FRFER 504 pg/ml(EEH Wi ERE 05, KB, PTH R &, BIFREAR
E8 12 ~ 72 pg/ml); ML < 4+ #r pH 7.402.PaQ0, [l B REBEBAEE (BB RERFARBIT-

32 mmol/L., Pa0; 103.5 mmol/L, HOO; ™ 19. 5 mmol/L, (RSB HH )
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