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[ABSTRACT] AIM: To observe the change of insulin — like growth factor —2 (IGF —2) in patients with obstruc-
tive sleep apnea — hypopnea syndrome (OSAHS), and to explore the relationship of IGF —2, OSAHS and cardiovascular
disease complicated with it. METHODS: The level of serum IGF -2 in 40 OSAHS patients and 20 healthy controls was
measured by enzyme — linked immunosorbent assay (ELISA). The expression of IGF —2 mRNA in peripheral blood mono-
nuclear cells was detected by reverse transcription polymerase chain reaction (RT — PCR). RESULTS: The serum level
of IGF -2 and the expression of IGF —2 mRNA in peripheral blood mononuclear cells were significantly higher in OSAHS
group than those in control group (P <0.05) and IGF -2 related with severity of OSAHS. There was a positive correlation
between IGF -2 level and apnea hypopnea index( AHI) as well as average angiosthenia. Also, there was a positive correla-
tion between IGF -2 level and percentage of time spend when oxygen saturation was lower than 90% (SLT90% ), and so
did between IGF —2 level and the ratio of apnea time over total sleep time. There was a negative correlation between IGF —
2 and average saturation of blood oxygen as well as lowest saturation of blood oxygen. After nCPAP, the level of IGF -2 in
OSAHS patients reduced significantly. CONCLUSION: The level of IGF —2 in OSAHS increases, and it may play a role
in the pathophysiology of OSAHS and the formation of cardiovascular disease complicated with it.
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Tab 1 Clinical data of research subjects (% *s)

OSAHS group Control group
(n=40) (n=20)

Age(years) 45.91 +5.56 44.45 +8.34
BMI 27.35+3.30 25.97 +2.94
Neck circumference( cm) 38.62 +5.24 38.10 £3.04
AHI( times/h) 46.16 +23.76**  3.10 £1.65
Time of Sa0, < 90% /total

40.75 +11.73**  1.39 +0.81

sleep time( % )

Lowest Sa0,(%) 64.63 £12.20** 93.60 +1.75
Average Sa0, (% ) 82.31£6.24**  97.27+0.95
Mean arterial pressure(mmHg) 133.15 +18.89** 101.18 +16.29

** P <0.01 vs control group.
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Tab 2 Clinical data of severe OSAHS before and after nCPAP

(x£s. n=15)

Before nCPAP After nCPAP

AHI( times/h) 57.16 £13.76** 18.34 £2.65
Time of Sa0, <90% / 45.65 +15.33**  2.19+0.11
total sleep time( % )
Lowest Sa0, (% ) 60.63 £11.30** 90.40 +1.25
Average Sa0, (% ) 80.11 +7.96**  93.26 +1.97

153.25 +17.81** 123.18 +15.21

Mean arterial pressure
(mmHg)
** P <0.01 vs after nCPAP.
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Fig 1 Expression of IGF —2 mRNA in different groups. Lane 1.
100bp ladder DNA marker; Lane 2: normal control
group; Lane 3: OSAHS with normal blood pressure; Lane
4 :severe OSAHS after nCPAP; Lane 5: OSAHS with hy-
pertension group; Lane 6: severe OSAHS before nCPAP.
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Tab 3  Comparison of serum IGF —2 level and expression be-

tween two groups (X *s)

Group n  Serum IGF -2(ng/L) IGF -2 mRNA
Cases 40  694.40 +114.24* 1.09 +0.26*
Control 20  298.70 +56.59 0.41 £0.15

*P <0.01 vs control group.

*4 2HIGF -2 kKFHItLE
Tab 4  Comparison of serum IGF —2 level and expression be-

tween two groups (X *s)

Serum IGF -2 IGF -2
Group n
(ng/L) mRNA
OSAHS with normal 16  607.88 +73.55 0.80+0.13

blood pressure

OSAHS with hypertension 24 752,08 +99.61* 1.14 +0.22*
* P <0.01 vs OSAHS with normal blood pressure.

#*5 HEE OSAHS BERTHIG IGF -2 BT/
Tab5 Change of IGF — 2 of severe OSAHS before and after
nCPAP (% £5)
Group n Serum IGF -2(ng/L) IGF -2 mRNA
Before nCPAP 15 778.67£100.84** 1.19£0.25**
After nCPAP 15 526.51+51.38%  0.65+0.16*
Control 20 298.70 £56.59 0.41+0.15

* P <0.01 vs control; 2 P <0. 01 s after nCPAP.
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