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[ Abstract ] Objective  To investigate theimpact of probucol on patients with obstructive sleep apnea hypopnea
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syndrome (OSAHS). Methods A total of 88 patient with OSAHS were selected in the People’s Hospital of Tangshan from
December 2013 to December 2014, and they were divided into control group and observation group according to random number
table, each of 44 cases. Patients of control group received atorvastatin calcium tablets, while patients of observation group
received probucol; both groups continuously treated for 12 months. Blood lipids index (including TC, TG, LDL-C and HDL-
C), FPG, FINS, HOMA-IR, AHI, LSaO,, serum levels of resistin and adiponectin were compared between the two groups
before and after treatment, meanwhile Pearson correlation analysis was used to analyze the correlations of AHI with other
observation index. Results No statistically significant differences of TC, TG, LDL-C or HDL-C was found between the two
groups before treatment (P >0.05); after treatment, TC, TG and LDL-C of observation group were statistically significantly
lower than those of control group, while HDL-C of observation group was statistically significantly higher than that of control group
(P<0.05). After treatment, TC, TG and LDL-C of the two groups were statistically significantly lower than those before
treatment, while HDL-C of the two groups was statistically significantly higher than that before treatment, respectively (P <
0.05). No statistically significant differences of FPG, FINS or HOMA-IR was found between the two groups before treatment,
nor was FPG between the two groups after treatment (P > 0.05), while FINS and HOMA-IR of observation group were
statistically significantly lower than those of control group after treatment (P <0.05). After treatment, FINS and HOMA-IR of
the two groups were statistically significantly lower than those before treatment (P <0.05). No statistically significant differences
of AHI or LSa0, was found between the two groups before treatment (P >0.05) ; after treatment, AHI of observation group was
statistically significantly lower than that of control group, while LSaO, of observation group was statistically significantly higher
than that of control group (P <0.05). After treatment, AHI of the two groups was statistically significantly lower than that
before treatment, respectively, while L.Sa0, of the two groups was statistically significantly higher than that before treatment (P
<0.05). No statistically significant differences of serum level of resistin or adiponectin was found between the two groups before
treatment (P >0.05) ; after treatment, serum resistin level of observation group was statistically significantly lower than that of
control group, while serum adiponectin level of observation group was statistically significantly higher than that of control group
(P<0.05). After treatment, serum resistin level of the two group was statistically significantly lower than that before treatment,
respectively, while serum adiponectin level of the two groups was statistically significantly higher than that before treatment,
respectively (P <0.05). Pearson correlation analysis results showed that, AHI was positively correlated with TC (r=0.536),
TG (r=0.392), LDL-C (r=0.497), FINS (r=0.386), HOMA-IR (r=0.401) and serum resistin level (r=0.512) in
patients with OSAHS (P <0.05), was negatively correlated with HDL-C (r= -0.415), 1Sa0, (r= -0.608) and serum
adiponectin level (r= -0.473) in patients with OSAHS (P <0.05). Conclusion Probucol can effectively improve the blood
lipid metabolism, glucose metabolism and oxygenation state of patients with OSAHS; AHI is positively correlated with serum

resistin level in patients with OSAHS, is negatively correlated with serum adiponectin level in patients with OSAHS.
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Table 1 Comparison of general information between the two groups
P RS st [ENDiEiER
2151 1511 (%) (% %5, (X +s, (% s,
%) 4F) kg/m?)
XTHRAL 44 29/15  49.2+10.3 56+2.0 26.5+1.3
K 44 27/17  49.0+11.2 54+1.8 26.3+1.4
1O 0. 196* 0. 408 0.370 0.176
P >0.05 >0.05 >0.05 >0.05
G M
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Table 2 Comparison of blood lipids index between the two groups before and after treatment

W N e I A E— 1 SV ,LDL'C T HDLL

WITE WTRE i PR IR TR o P RSTET WRYE o P ATET TR i PfE
MERL 44 59206 4807 5291  <0.05 2403 1.6:0.2 8027 <0.05 3.7:0.5 2803 6214 <0.05 0.9:0.2 1.1:0.3 508  <0.05
WAL 4 6.0£0.7 4105 7.634 <0.05 2.5:0.4 1.3£0.1 12238 <0.05 3.7£0.3 2.3:0.2 9.086 <0.05 0.9:0.1 1.3:0.2 7.445 <0.05
il 0.169  4.707 0.416  5.309 0.035 5174 0.012  4.818
Pfg 50.05  <0.05 50.05  <0.05 50,05  <0.05 50.05  <0.05

[E: TC=BJHERE, TG = =BtHil, LDL-C=R&ENRE HHE R, HDL-C = &% AR & o fH 5 A
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Table 3 Comparison of FPG, FINS and HOMA-IR between the two groups before and after treatment

5 sk 2SR (mmol/L) 2B E (mU/L) HOMA-IR

) BT HT jerig] tfit P BT BT L P {BITH bR il P
poietr| 4 5106 52:04 019  >0.05  147:L5  12.0:16 5250  <0.05 4106  2.9:0.5 7137 <0.05
Mgl 4 5207  53:06 0284  >0.05 14.8+22  10.6+1.3 697  <0.05  40:04  25:03  9.038  <0.05
il 0.218 0.256 0.068 4.325 0.125 4.601

PI >0.05 >0.05 >0.05 <0.05 >0.05 <0.05

: HOMA-IR = By AR

R4 PABFERITHIG AHL, 1Sa0, H# (T £5)

Table 4 Comparison of AHI and LSa0O, between the two groups before and after treatment

5 . AHI({K/h) 1540, (% )

§ AT AT P AITH BT i P
X HEZH 4 17.2 +1.3 6.5+1.0 19. 461 <0.05 72.3 £4.6 81.2£5.9 4.320 <0.05
Uk =2%) 44 17.0+1. 4 3.7+0.6 47.138 <0.05 72.1+5.3 87.9+3.8 5.083 <0.05

t{H 0.188 10. 572 0.112 3.742

P{H >0.05 <0.05 >0.05 <0.05

T8 AHL = FEIRIT I 5ROl SRR AL, LSa0, = e fiRiM A Az

RS WABEWRITHGMERIUR | IRBRFKF LA (T +s)

Table 5 Comparison of serum levels of resistin and adiponectin between the two groups before and after treatment

415 %R YT %g&%‘a?%( pe/L) e—= Bfﬂ%? (mg/L)
VRYT I WwIrkE ({8 P1A YRIT I R )E I P{H
Xif BEZH 44 35.4+1.9 28.3+2.1 5.509 <0.05 3.8+0.4 4.2 £0.5 4.578 <0.05
WELH 44 35.5+1.7 24.6+1.8 7.584 <0.05 3.8+0.6 4.7+0.7 5.368 <0.05
¢ 0. 260 4.677 0. 000 4.190
P >0.05 <0.05 >0.05 <0.05

R 6 AHI 5 OSAHS B HAMMESEARIATR

Table 6 Correlations between sleep apnea hypopnea index and other observation index in patients with OSAHS

TC TG LDL-C HDL-C

ML

e HOMA-IR 1820, nx His

D i P{g rf‘ﬁ Pfﬁ r{d P fﬁ Pfﬁ rff

i PH rf PE cff PR off PR rff PfE

AHI 0.536  <0.05 0.392 <0.05 0.497 <0.05 -0.415 <0.05 0.073

>0.05 0.386 <0.05 0.401 <0.05 -0.608 <0.05 0.512 <0.05 -0.473 <0.05
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