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ABSTRACT Objective: To observe the effect of Hydrocortisone-conjugated glycine (HG) on allergic reaction induced by
Compound 48/80 (C48/80) in rats. To establish an effective research tool for later in-depth study of glucocorticoid nongenomic
mechanism. Methods: 60 Male SD rats randomly divided into 4 groups: acute allergic group (intraperitoneal injection C48/80+vehicle
control, n=15), cortisol (GC)intervention group (intraperitoneal injection C48/80+GC, n=15), HG intervention group (intraperitoneal
injection C48/80+HG,n=15) and a normal control group(peritoneal injection with the same amount of normal sodium,n=15). Module and
intervention groups injected intraperitoneally with C48/80 were injected with vehicle control (Equal amount of anhydrous ethanol, diluted
solvent for GC and HG), GC or HG respectively 5 mins later. Rectal temperature and mean arterial pressure were monitored every 5
mins. After intraperitoneal injection of C48/80 30 mins rats were sacrificed, took the throat tissue and lung tissue of rats,
paraformaldehyde fixed and sliced to observe with morphology. At the same time rat serums were collected, serum histamine content was
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determined by ELISA Kit. Results: Compared with the control group, the rectal temperature and mean arterial pressure of the rats in the
model group showed a decreasing trend, C48/80 stimulation can induce edema, alveolar damage and inflammatory cell infiltration in rat
throat and lung tissue, the histamine level in serum of rats was significantly higher than that of control group (P<0.05); Compared with the
model group, the above mentioned allergic reactions could be reduced by the intervention groups(P<0.05), but the HG intervention group
promotes rat rectal temperature reduce recovery, a faster onset time, higher efficiency compared with the GC intervention group (P<0.05);
HG intervention group significantly reduced the throat and lung edema, alveolar damage and inflammatory cell infiltration induced by
C48/80 stimulation; HG intervention group significantly attenuated the average arterial pressure decrease in rats than the GC intervention
group(P<0.05); HG intervention group can significantly inhibit the increase of serum histamine level caused by C48/80 stimulation (P<0.
05), however, there was no significant difference between the HG and the GC intervention group on the total level of histamine inhibition
in 30min. Conclusions: HG can inhibit acute allergic reaction induced by C48/80 in rats rapidly; Can inhibit the release of histamine in
mast cells significantly; HG may inhibit the degranulation of mast cells and inhibit the release of histamine in inflammatory mediators

through nongenomic mechanism, thereby inhibiting immune inflammatory response and exert anti-allergic and anti-inflammatory effects,

thus provides an effective research tool for studying the nongenomic mechanism of glucocorticoids.
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Tablel Groups of the experiment
Groups Details
Control Normal + 0.9% N.S
Acute allergic group C48/80+ vehicle control
Cortisol intervention group C48/80+GC
HG intervention group C48/80+HG
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Fig.1 Changes of a) rectal temperature b) mean arterial pressure(MAP) between different time point under different intervention conditions in rats; * P <

0.05 vs control, # P < 0.05 C48/80+GC vs C48/80+HG.
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Fig.2 HE staining of rat trachea and lung tissue(* 200)
a) Control;b) C48/80+ vehicle control ; c¢) C48/80+ GC d)
C48/80+HG
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Fig.3 Changes of serum histamine content in rats between different

intervention conditions groups
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