SEFHC R M A 22 75 20194F7 H B2 74555 74 BeRMAE: hup: //www.syxnf.net

SISERALES 3— Wi/ LSS S RE LN S A ER
EISIEEEMERRRAR R 18" REPERERMR

L, TR

[BE] BE TERBIEBIIEL 3- 3 (PI3K) / ZE R ERE M (Akt) {5515 508 Be t vERH 28
PEIZERS (COPD ) RPES R KBt 4367 i I/ E A2 G IR DG, (HILAE COPD “flt” 18" A I/E 2 M
NERE. BW BT PBK/AKUF S REEAE COPD £ “Pv 8”7 BB MER 2R, Fik %R 2017—2018
AR R R K2 B b S BE BRI TS B Be B COPD B3 116 19, Hirp g i “pPv” & 26 ) (A 41) . K “8”
FRUE 90 B (B L) 5 e lRI BT sk EE R 2R E v S B B A PO ARG AR R 2 90 BIlFE A 84, Heig =432
# PI3K. WAL ALBERRIEALEE 3 A (p-PI3K) . Akt. BERRILZ224MR N 2R B IUES (p-Akt) mRNA J 8 FIAHN] &
s, MR RN T (AN ZE 4 (IL-4) AR 6(IL-6) . AANE 10 (1L-10) . MEHIEHR T o (TNF-« ) ]
AR, BT REFE bR (A5 EE 1 BRI PR SRS B HE A 40 H (FEV, %opred ) I Il 2 o5 0B & 53 H (FVC%pred ) |
551 AP IR S G A (FEV/FVC) | B0R 3E [E BE2A A58 4 2P R EFR 4L (mMRC) 374y, MR
FEVERTEORITAE IR (CAT) 3743 ) o &R (1) A 4RI B 413 PI3K, p-PI3K. Akt. p—Akt mRNA M2 14
NP FRBEE T RRAL, B4 PI3K, p-PI3K. Akt. p—Akt mRNA K& FIAXFFEKR AR T A 40 (P<0.05) . (2) A
20N B ALHRE MK -4, TL-6, TL-10, TNF-« KPR TX R4, B 4BE MK -4, -6, 1L-10, TNF-a K
T A (P<0.05) . (3) AZA BAHEY FEV %pred. FVC%pred, FEV,/FVC KT %R, mMRC ¥F20H1 CAT 34>
BT IR (P<0.05) 5 B4 FEV,%pred. FVC%pred. FEV/FVC & T A 41, mMRC ¥F43H1 CAT PE4ME T A
20 ( P<0.05), £51& COPD K& “Pt” %15 PI3K ., p-PI3K . Akt p-Akt FE K85 A5 FRA X 5 COPD & “1g”
FAMLL, COPD k& “Pv” RABHMINEEE 2, FTHES PI3K/Ak {5514 T30 BRI R PR AN A 745 %o

[ K4@iR ] 1SRRI ; BEIREENLEE 3- Wl ; 222N 2R T ; (559155 Mizihg

[hESEE] R563.9 [ X#EkFRIEAE] A DOI: 10.3969/).issn.1008-5971.2019.07.010

Do, T . BEIRMENURE 3- G / 22 2008 0 2R B R 5% Sl B A MR R ZEVE g A e <t i
TR VER2ZSWIE [T ] . SO IAG IR 4%d, 2019, 27 (7) : 51-55. [www.syxnf.net]

MA H X, WANG B.Difference of effect of PI3K/Akt signal transduction pathway between fast and slow phenotype in the
process of COPD [ J ] .Practical Journal of Cardiac Cerebral Pneumal and Vascular Disease, 2019, 27 (7) : 51-55.

Difference of Effect of PI3K/Akt Signal Transduction Pathway between Fast and Slow Phenotype in the Process of
COPD MA Hongxia, WANG Bing
Traditional Chinese Medicine Hospital Affiliated to Xinjiang Medical University, Urumgqi 830000, China
Corresponding author: WANG Bing, E—-mail: alexanderwang2006@ [26.com

[ Abstract] Background In recent years, role of PI3K/Akt signal transduction pathway in the inflammatory
mechanism and anti-inflammatory therapy of COPD has attracted clinical attention, but the difference of effect between fast
and slow phenotype in the process of COPD is remain unknown. Objective To investigate the difference of effect of PI3K/Akt
signal transduction pathway in fast and slow phenotype in the process of COPD. Methods From 2017 to 2018, 116 outpatients
and inpatients with COPD were selected in the Department of Respiratory Medicine , Traditional Chinese Medicine Hospital
Affiliated to Xinjiang Medical University, thereinto 26 patients with fast phenotype in the process were served as A group, the
other 90 patients with slow phenotype in the process were served as B group; another 90 healthy people were selected as control
group in the Physical Examination Center at same time. The mRNA and protein relative expression quantity of PI3K, p-PI3K,
Akt, and p—Akt, plasma inflammatory cytokines (including I.-4, 1L.-6, IL-10 and TNF-« ) levels, index of pulmonary
function (including FEV,%pred, FVC%pred and FEV,/FVC) , mMRC score and CAT score were compared in the three

EeUH: MBLEEREERAXMZESHIHIE (2016D01C148 )
830000 it /R AR X SEATT T, Bt PR v = = g
EfEEE: L5, E-mail: alexanderwang2006@126.com



.52.

groups. Results

PJCCPVD  July 2019, Vol.27 No.7 http: //www.syxnf.net

(1) The mRNA and protein relative expression quantity of PI3K, p—PI3K, Akt, and p—Akt in groups

A and B were statistically significantly higher than those in control group, meanwhile mRNA and protein relative expression

quantity of PI3K, p—PI3K, Akt, and p—Akt in B group were statistically significantly lower than those in A group ( P<0.05).(2)

Plasma levels of IL-4, 1L-6, IL-10 and TNF-a in groups A and B were statistically significantly higher than those in control

group, while plasma levels of [L-4, IL-6, IL-10 and TNF- o in B group were statistically significantly lower than those in

A group (P<0.05) . (3) FEV,%pred, FVC%pred, FEV,/FVC in groups A and B were statistically significantly lower than

those in control group, while mMRC score and CAT score in groups A and B were statistically higher than those in control group
(P<0.05) ; FEV %pred, FVC% pred, FEV,/FVC in B group were statistically significantly higher than those in A group,

while mMRC score and CAT score in B group were statistically significantly lower than those in A group ( P<0.05 ) . Conclusion

Fast process of COPD is significantly related to the up—regulation of gene and protein expression of PI3K, p-PI3K, Akt, and

p—Akt, and compared with that in COPD patients with slow process, pulmonary function in COPD patients with fast process is

significantly worse, which may be related to the regulation of inflammatory cytokines by PI3K/Akt signal transduction pathway.
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Table 1 Comparison of relative expression quantity of PI3K, p-PI3K,

Akt and p—Akt mRNA in the three groups

gl s P{3KmRNA p-PI3K mRNA Akt mRNA  p-Akt mRNA

x 107) (x107) (x107)
XHEZE 90 0.71+0.16  0.79+0.12  0.69=0.11 0.68+0.14
A 26 121+031" 0.87+021° 0.93+021"° 0.94+027"

B4 90 0.84+022" 0.81+0.15" 0.74+0.12" 0.73+0.21"

F1H 57.13 3.53 34.10 18.52
P <0.01 0.03 <0.01 <0.01
W A AU MR ZE M A P R, B AR R 2
PR & <187 B3 PI3K= BENRBENLEE 3- ¥4mE, p-PI3K= B
FRALBE RIS 3— W, Aki= 22208205 2 R I, p-Aki= BEER
A 22 % 2 70 2 TR BR TG, S0 IRAL e, "P<0.05; 5 A gl
"P<0.05

FR2 ZHHEFH PIBK. p-PI3K, Akt K p-Akt 2 AR AR
(xxs)

Table 2 Comparison of relative expression quantity of PI3K, p-PI3K,

Akt and p—Akt protein in the three groups

45 Bk PBBK&EM  p-PBBK&EM Akt p-Akt E
XHHRZE 90 0.39+0.07 0.62+0.10 0.58£0.09 0.19+0.02
AZH 26 095+£0.18 091x022" 0.68+0.16° 046007

B4l 90 0.78+0.13" 0.71+0.19" 0.63+0.13" 0.30 + 0.04™

FAH 364.31 33.02 8.51 340.14
P1H <0.01 <0.01 <0.01 <0.01
T HXHRALES, ‘P<0.05; 5 A 411, "P<0.05

23 REMEHE T ZdHEFMEK -4, 1L-6. 1L-
10, TNF- o KFHEE, ZRA50EE L (P<0.05) ;
A F B A B E MK IL-4, IL-6, 1L-10, TNF-a 7K
T X R, B AR E K IL-4, 1L-6. 1L-10,

TNF-o KPR TF A4, ZREGIFE L (P<0.05,

WE3)

RI YR E RN T HE (25, ng/l)

Table 3 Comparison of inflammatory cytokines in the three groups

a0 L4 1L-6 1110 NF- o
WAL 90 47461563 39.53£9.32 1039+242 14234353
AML 26 9284£1946" 165832454 36.65:837  37.242730°
BAL 90 6324£1245" 1495322040 345:747" 20142643
F 167.86 111841 380.94 207,50
P <001 <001 <0.01 <001

e T-4= A E 4, 1L-6= 1 A % 6, 1L-10= 4 /- % 10,
TNF- o = JfRIRFEIAF o s SXTIRZ LS, “P<0.05; 5 A 4 1b%s:,
"P<0.05
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Table 4 Comparison of pulmonary function indexes in the three groups

WAL 90 770221566 81141765 6935£1873 038012 357+035
AL 26 36632921 55834823 47.3:1124" 243:061"  2735:421°
BAL 90 6536+1137" 69.84£1027" 587421427 116£031" 1536+ 3.64"
Fif 95.73 38.00 021 47125 84037
Pif <001 <001 <001 <001 <001
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