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Change of adiponectin levels in elderly patients with pulmonary infection
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[ Abstract] Objective To investigate the changes of serum adiponectin (APN) level in the elderly patients with pulmonary
infection and its relationship with C-reactive protein (CRP), in order to provide basis for clinical diagnosis and disease monitoring for
these elderly patients. Methods A total of 70 elderly patients with pulmonary infection admitted in our hospital from January 2012
to June 2013 were enrolled in this study. They were divided into severe pulmonary infection group (n=30) and mild pulmonary
infection group (n = 40). Another 40 elderly receiving physical examination in the same period served as controls. ELISA and immune
turbidimetry were used to detect the serum levels of APN and CRP respectively. Results The serum levels of APN were
significantly lower in the mild and severe pulmonary infection groups than in the controls [(6.79 + 1.87) and (4.89 + 1.13) vs (8.89 +
1.93)mg/L; P < 0.05], but that of CRP was significantly increased [(13.87 +2.72) and (25.73 £5.77) vs (1.69 = 1.12)mg/L; P < 0.05].
A negative correlation was found between the serum levels of CRP and APN in the elderly patients with pulmonary infection (r =
—0.350; P < 0.05). Logistic regression analysis showed that APN (OR = 0.350, 95% CI 0.225-0.544; P < 0.05), fasting blood glucose
(OR =3.939, 95% CI 1.066—14.552; P < 0.05), and age (OR = 0.870, 95% CI 0.781-0.969; P < 0.05) were correlated with pulmonary
infection in the elderly. Conclusion Serum level of APN is decreased significantly in the elderly patients with pulmonary infection.
It may be a new anti-inflammatory factor, and can be used as a new marker for diagnosis and disease monitoring of pulmonary
infection in the elderly.
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M H ol (CHl =Eg, triglycerides, TG) . (K% g
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K Tt E A 28 W% R 3025 ELISA ), 25 2%( Labsystems
Multiskan MS ) 352RIEFFRIY, Zt— % IfL 7 APN,
A G AL R oS vl AL A e U B S HE
FE, NS <9%, HEi2ER <15%.,
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IS H 22 34 SPSSA7.0E 4T Ge 2% 43
THEVERERH x £ s TR, 4LIA] HEHCR FH B 5 2245y
#r (one-way ANOVA ) ; #5153 #7 >k FPearson
SARTEE, Z I E % HlogisticlEl 4347, P < 0.05
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X kg B E ] AERE . BMIL, IR s
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Table 1 Comparison of baseline data between two groups

(xxs)
ltem Control group Infection group
(n=40) (n=70)

Age(years) 73.03 +7.47 70.43 £ 6.51
BMI(kg/m?) 23.52 +1.46 23.42+1.35
SBP(mmHg) 126.9 + 6.47 124.09+10.8
DBP(mmHg) 67.1+8.17 64.95 + 6.47
TC(mmol/L) 324x11 3.10+1.10
TG(mmol/L) 1.12 £0.75 1.30+0.43
HDL-C(mmol/L) 1.13£0.27 1.09+0.18
LDL-C(mmol/L) 1.46 +0.36 1.39+0.49
FBG(mmol/L) 5.35+0.69 5.47 £0.85
2hPBG(mmol/L) 7.19+£0.94 7.32+1.53

BMI: body mass index; SBP: systolic blood pressure; DBP: diastolic
blood pressure; TC: total cholesterol; TG: triglycerides; HDL-C: high
density lipoprotein cholesterol; LDL-C: low density lipoprotein
cholesterol; FBG: fasting blood glucose; 2hPBG: 2-hour postprandial
blood glucose. ImmHg = 0.133kPa
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BT REL B, R A RN HE 41 APNK - BH &
WAk, 4391 F F23.62%F144.99%, F4iE 2 APNIKF-
KPR B, WA S #E Y (P<0.05) ;
BT HRAL A, R 4 EAE 4 CRP K B i T i
RSN, STt 8.3 5. 2M%, WA
Giit#m L (P<0.05; #2) .
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Table 2 Levels of serum APN and CRP in each group

(mg/L, x+s)
Group n APN CRP
Control 40 8.89 +1.93 1.69+1.12
Mild pulmonary 40 6.79+1.87" 13.87 272"
infection
Severe pulmonary 30 489+1.13" 25.73+5.77 "
infection

APN: adiponectin; CRP: C-reactive protein. Compared with control
group, “P < 0.05; compared with mild pulmonary infection group,

#P <0.05

2.3 APNXL CRP# A8 £ M 54

Pearsontfl et A 45 3 Bon , B IER Uy
FHAPNECRPE MK KR (r=-0.350; P<0.05),

2.4 EFHEER R Z AR X B & logistic® )3 5
APN. FPG. % 5 B4R MBI A ¢ (R3) .
%3 EZEMEBREEXE & logisticEl )3 5 7

Table 3 Multivariate logistic regression analysis of related risk
factors of pulmonary infection in the elderly

Factor B P Exp(B) 95%ClI
Gender 1.154 0.104 3.170 0.789—12.734
Age -0.139 0.012 0.870 0.781—0.969
BMI 0.326 0.263 1.385 0.783—2.451
SBP 0.047 0.331 1.048 0.953—1.152
DBP —-0.032 0.499 0.968 0.882—1.063
TC —-0.499 0.303 0.607 0.235—1.569
TG —-0.295 0.561 0.745 0.276—2.012
HDL-C 1.101 0.484 3.008 0.138—65.607
LDL-C -0.623 0.420 0.536 0.118—2.439
FPG 1.371 0.040 3.939 1.066—14.552
2hPBG —-0.294 0.407 0.746 0.372—1.493
APN -1.051 0.000 0.350 0.225—0.544

BMI: body mass index; SBP: systolic blood pressure; DBP:diastolic
blood pressure; TC: total cholesterol; TG: triglycerides; HDL-C: high
density lipoprotein cholesterol; LDL-C: low density lipoprotein
cholesterol; FBG: fasting blood glucose; 2hPBG: 2-hour postprandial
blood glucose; APN: adiponectin
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