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[ Abstract) Objective  To evaluate the significance of the mannose-binding lection (MBL) gene
polymorphism at code 54 of exonl and MBL serum level and C-reactive protein (CRP) in the severity of community
acquired pneumonia (CAP) in adulis. Methods A prospective observation was conducted. 104 adults Han patients
with CAP hospitalized in Tianjin People's Hospital were enrolled. Frequencies of MBL54 alleles and genotypes were
measured. The patients were evaluated by pneumonia severity index (PSI) score and were graded. Serum MBL was
determined by enzyme linked immunosorbent assay (ELISA), and serum CRP was detected by immunoturbidimetry
before and 4 days and 7 days after the treatment. 100 healthy control subjects with the same region, age, gender,
nationality were enrolled as control group. Serum MBL and CRP levels were compared between CAP group and the
control group or among different grades of PSI, and the correlation was analyzed. Results The variation of GGC—GGC
in MBL54 was found in CAP patients and controls. Similar frequencies of genotypes (x*=0.018, P=0.893) and alleles
(x*=0.019, P=0.903) of MBL54 with wild type and mutant type were found between two groups. The serum MBL level
(mg/L) before and 4 days and 7 days after the treatment in CAP group was increased followed by the reduction and they
were 3.75 +1.78, 4.53 £ 1.99 and 4.04 + 1.91, respectively, which were significantly higher than those in control group
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(2.84 +1.41, all P<0.01). The serum CRP levels (mg/L) in CAP group were gradually declined, and they were
66.88 +£40.47, 51.21 £37.54, 36.91 +36.02, respectively, which were significantly higher than those in control group
(6.96 +2.19, all P<<0.01). There were 12 cases with PSI grade 1, 32 cases with grade I, 20 cases with grade 1l , 22
cases with grade IV and 18 cases with grade V in CAP patients. There was no significant difference in frequencies of
MBL54 genotypes among different grades of PSI  (x>=1.210, P=0.876) and between general ward and intensive care
unit  (x*=0.569, P=0.451). No differences in the serum MBL level before (F=1.313, P=0.279) and 4 days (F=
1.705, P=0.165) and 7 days (F=1.684, P=0.170) after the treatment were found among different PSI grades. The
serum MBL level 4 days after the treatment was significantly higher than that before treatment, then decreased to the level
before treatment on the 7th day after treatment in CAP patients with grade Il —IV. There was significant difference in
serum CRP level before (F=23.179, P=0.000) and 4 days (F=26.601, P=0.000) and 7 days (F=10.358, P=
0.000) after the treatment among different PSI grades in CAP patients. The serum levels of CRP in patients with different
PSI grades were gradually decreased with time prolonged, the higher the PSI grade, the more obscure the serum CRP
decrease. No correlation was found between PSI grade and serum MBL before and 4 days and 7 days after the treatment
(before treatment: r=-0.205, P=0.145; 4 days after treatment: r=-0.062, P=0.662; 7 days after treatment :
r=-0.063, P=0.656), and positive correlation between PSI grade and serum CRP was found (before treatment: r=
0.809, P=0.000; 4 days after treatment: r=0.842, P =0.000; 7 days after treatment: r =0.702, P =0.000).
Conclusions The MBL54 codon genotypes had no effect on the susceptibility of CAP. The serum MBL was elevated and

dynamic changes with increasing treatment time in CAP patients were shown. MBL can be used as a reaction of CAP in

acute stage. But it cannot be used as an inflammatory marker for the severity of CAP.
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1Bk 255,72 CHEA 40 5,35 MIEFR ; 4K 72 CHEfH
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ghE R H L F B BE R 329 bp.
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MBL ¥ B 2 IEI PRI [T ~ VEUIRYT 4 d i)
I3 MBL R BEBIG 7 RT3 = (¥ P<<0.05),7 d
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WML O REAE S CRP 2 C- W K 1
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14 12 3.15+0.71 3.38+0.43 3.01 +0.38° 1675+ 6.16 10.77 + 2.87* 8.03= 1.09°
% 32 4.14 147 491 £1.29° 4.05 +1.41¢ 49.12 + 18.86° 28.24 = 19.41" 15.81 + 12.79™
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TR OIPAS % CAP BUSEAL A 45 1 .

AHEFE CAP EH ABERT CRP FHiE, 20 T4
HE3 10 %, JIESE CRP & CAP RAE LI 1) SURTE
bro B IRYT , CRP B TR (HIEYT 7 d B e T
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A | BRI RS, K B o o AR T B
CRP 45# & Clq. FerR 45607 45, 78 11-6 . TNF-a
K H A0 X 7 15 T T TR A S 5 Clg
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