P > = N N N
& 3328%$?3,ﬂ =N E MK ¥ ¥R Vol.45 No.3
A JOURNAL OF GUIZHOU MEDICAL UNIVERSITY 2020.3

AR BEH R PBK ERBRIZE L H S lh R mE
ERX &R’

= Al N A 1 ) 2 1 SAL 2 % ok 2 % ok

~E®, B, BF A, £FEE, KETT, T

(1. BMERIRAE DEES b DA SURIFHE, S0 Bt 550004 ; 2. Se 0 BERHRSF IR B2 BE REF BT, S0 St
550004 )

[ ZE] BB SRR T 412 AR UE-3 - B0 ( PI3K ) 2 (1 2605 5 5 I PSR B 1) O
Fo Fik: BEIAS i e B TR VBRI i L AR AR S S I A, WA B A AR L R e o 98 e A v S g B
G2 S W IS BRARRAE , A6 B TRT 0 25 490 A 1 55 £ 3 T AR DD B3R 190 i 2L 2 b A Ay ket B 5 SR P 90 88 2 4 b~ e 2 7
PUEMRED - L YIEE (SP) £l PI3K 28 [ A9 44k WP 5 PI3Kpl 100 ,PI3Kp1108 K i 17 37 % PI3Kp85 1)
FEk oA PIBK B[ 3 i A0 1 35 5 e F0JR 28 3 e S BRARAE (1 0GR o B R+ S0 4 0 0 o 0 ) e I 9
20 28 5 B S 0 SR TR B A RRTR Y XAt L RT DL SR 09 B A M AR A AR R R )T &
HIMIRFE 5 %oF RRZEL M 2L 22 K Bl ol 22 200 B A P B iz Ry Xk 5 Joie 400 L 1 A % ol 0 28 4 2 0 735 5 S 6 2 M 4L 29
2l PI3Kp1 10« i1 PI3Kp110B BHEF A E i T HRAL, 22 F 34 Geit2# 38 L (P <0.05) ,{H PI3KP85 fHER
RGN IR 25 TG 2EE L (P >0.05) 3 SEI AU [R5 AF % W & Az 307 Bos #8243 2% [H] PI3Kpl10ac
PI3Kpl10B J PI3KP85 PHM:Feik K 22 R TG I2¢E X (P >0.05) , £5i: PI3K 25 1 78 N Jou i 41 4 v A2 A
TE IR PR 5 TR R I AR BRI TE O

[REER] H; Rg1gUbey; PBK (5 Sl BESmELm-3 - ; e ; g1l

[RE4ZES] R739.41 [ XEAFRIREG] A [LELRS] 1000-2707(2020)03-0304-06

DOI .. 10. 19367/j. cnki. 1000-2707. 2020.03. 011

Expression of PI3K Protein in Human Glioma and its Relationship
with Clinicopathological Characteristics

WU Guomin', FENG Ling', YANG Yushi*, SHI Keman', XU Shu®, LI Po’
(1. Department of Oral histopathology, School of Stomatology ,Guizhou Medical University, Guiyang, 550004, Guizhou, China;
2. Department of Pathology, School of Clinical Medicine , Guizhou Medical University, Guiyang, 550004, Guizhou, China)

[ Abstract ] Objective: To detect the expression of phosphatidylinositol-3-hydroxykinase ( PI3K)
protein in human glioma tissues and the relationship between PI3K protein with the clinicopathological
characteristics of patients with glioma. Methods: 45 patients with glioma brain tissue were selected as
the experimental group, and 25 patients with cerebrovascular disease butwith normal brain tissues as
the control group. Hematoxylin-eosin staining method (HE) to determine the cell pathological grading
and immunohistochemical streptomyces avidin - peroxide enzyme (SP) was used to test the expression
of catalytic subunit of PI3K protein PI3Kp110 alpha, PI3Kpl110 beta and regulate sub PI3Kp85,
analysis of PI3K protein and clinicopathological characteristics of human brain gliomas. Results:
According to HE staining, the experimental group of high grade glioma tumor cell density increased
significantly, with pleomorphismnuclear hyperchromatism and fission like increased, visible strange

tumor giant cells, capillary hyperplasia, wide scope of tumor invasion, hemorrhage and necrosiswhile
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the control group showed brain edema and nerve cell degeneration and reduce, glial cell in local

proliferated and nerve fiber vacuoles degenerated. the positive expression rate of PI3K protein catalytic

subunit PI3Kp110 alpha and PI3Kpl110 beta of the experimental group was significantly higher than

that of the control group (P < 0.05) , while the positive expression rate of PI3KP85 regulatory subunit

was lower than that of the control group, but the difference was not statistically significant (P >0.05).

There was no statistically significant difference in the expression of each subunit of PI3K protein in

glioma tissues of different gender, age, tumor sites and pathological grades in the experimental group

(P >0.05). Conclusion: PI3K protein is over-expressed in human glioma tissues, but this expression

is independent of clinicopathological characteristics.

[ Key words] egg white; imunohistochemistry; PI3K signaling pathway; phosphatidylinositol 3'-

kinase ( PI3K) ; glioma; brain tissue

JE TR s P RX Bl 28 2R e b i UL )R IR L 1
JE PN IR B TR0 55— 7, DA AR AN —
REERER T, BBUR R YT 202 TR UIBR Il Bl
Sr A/ BARTT SR T RIE AR S AT AL 7 S5 475 1R T
FB BEDRE S MIE & s . A
WA, NI I R A R e — N 2 R 220
DRI AR , IR i S OB AT — Rl 2 M55
A G0 AR, BEAR IR ULEE 37 -S4
{55 ( phosphatidylinositol 3'-kinase , PI3K) i % ili, &
TR AR AR AL A R, AR A e L I
o SRR IR | 22 R R | S R | O LR L LR
38 257 2 Tl U PR A AR SR T 0 i
IR 5968 5 HE e TR 1) O 28 M AL A i 20 DL i
1B, I, AR ] S A A s W hi A Y
=& [ - A Y i % ( immunohistochemical
streptavidin-peroxidase technique, SP) #;ll] PI3K &
IR0 2 S5 98 4 4R v 1 3R 5K [] s 08 25 AN [] 42
Sl AR IR R T B 3 R S A [ ek R i 3L 2
BB AR PBK HEH Ry IA 2 5, LU IR 58 I ot
T8 Y R AE AL S BERE RS AR T

1 RS

L1k

L1 1 FRASRIE R AN WA AT 10 I
SR B 4L UM R A R S R SR A, R N
EUS T HLAT 52 5 10 I R VOB CRLIR PR 5 AR 1
G s T e e ST 45 ) L WS R BROWU T M 4 B
EITIIER 4 B WHO HHR 28 22 45 i g 43 26 )
XS BRI 43 2 RN A0 S0 S22 40 N e TORA £
45 {51, B3 23 31 A bk 22 ], AR IS <40 % 29 ]

=40 % 16 {9, Mg K A= TRk 34 i) R 11
Bl ER ARG (T ~ 11 4%) 30 f) m 2 ( T
~ V) 1S 5 3 0 25 5] Ji L 45 9 A6 2 1 1E i
LHRAF RIS Ay o BB, 55 1 19 4] ot 6 41
R <40 % 14 ] =40 % 11 ], SCEG S %)
YL PN S ARG oA 22 S B TG i (P >
0.05) , HATnl Ltk o

L1.2 FREGRFE: bt A vk PI3Kpl 10a
U Sebt N s PI3KpLI0B Tk Bz e dit N 5e
W PI3Kp8S Hi 1A (199 HUIR /K k) , S e 4 Ak i i
PR & BRI D SR — AR S K (eth-
ylenediaminetetraacetic acid disodium salt antigen re-
trieval solution, EDTA) | — 2 FLBE K i B 43R5 &
(3, 3-N-diaminobenzidine tertrahydrochloride , DAB )
T g 2% wh 8 V5 WK ( phosphate buffer saline, PBS)
(LLZRILHT) 3 AxioLab. A1 i3 ik B ( Carl Zeiss )
HM325 #5341 B #1L( Thermo ) , GeminiAS 4= H 3))
Juta L ( Thermo) , ClearVue H 3h3 A #HL( Thermo) |
RHY- I 21 20 2L HEA () , ZYTEST- [ 40L
AR HL (LB S 101-1AB g AR XKUE i T 4R 46

(ZHTRE) o
L2 Jiik
1.2.1 RN - Prer g 4 5 (hematoxylin-eosin

staining , HE ) W7 5 B8 A5 B3 20 A B
RREA OB D 3 m B EAD) R, e 2k
B i, 65 CHE R 40 min, —H ZE i 5 min/
K3 UK, B TR Ja KAk, 48 95 ARORS 9 i G £
8 min K, 1% ERBR IR 731k 30 s, KUk, Bk PR 41
MOANTE WAL 2 min, K%, 95 % TS I K G B A4
(AT et Bih e 6 1 min, 95% kG Ve 2 4%
YL 3 100% A i K 2 min/ P2 Ik, — HI R E I
5 min, B3 HLPEREE Ao WS BT 40 i
305



M OBE R OR R

45 %

A I3 AN Y i e B 1) €, 0 B A P 21 TR
R P 20 Rk, 2L AN AR LT £
1.2.2 PIBKpl10a PI3Kpl10p % PI3KP85 & [175i5
SR FH SP ARSI | DA 5 F HER PR AR v D) BURE B2 Oy
3 pm ALY A,65 CHE 60 min, =HL — HIOK
MRS 2% 10 min, 6 B2 9K J5 7K 46 ; SR 1] EDTA
el AR A AT PR B S, 1 3% i AL A LSRR
PIR AR e P e 8, SR 5 R 9K B0 1 i L = 1003
50 ~ 100 L 35F P41 5 % B BC 47 1) — Bt (PI3Kp110ar
PI3Kpl10B K PI3KP85 4 4% i3 W 43 4 45 1L 1] #
FE)50 ~ 100 pL i InAEd) v b, vkA 4 Cid i, 565 2
K 25 CHf 30 min, N =H05 & T 37 CKIBH
JF 1 h,DAB {4 5 ~ 10 min, I (A [A] UBE T W
S| ERE N R UR T TS NERD) N = I LA
R K GEW B 2 8 33 LT T R G St
RS, BEPLIEHL 10 @5 (400 x ) #LET,
KOH 1 000440 i, #5200 8 IR B
PRE O N 0 a3 0.1.2 K2 3 s iR AL
PR A A0 A% e/ FN A5 b b IO B sk
TOURL A8 A R B o5 19 L A, B 0 43 < 10% Hy 1

4 11% ~50% H 2 4% 51% ~75% F 3 4y . =75%
R4 G35 W P €0 i R R PEE A0 I BAS  R AR > 3
I E R FAPERR L, <3 A HIE g HIrERs
1.3 Gl #rik

K HI SPSS 25. 0 XM B AT 48 24 40 i, 14K
GERER S (n) R (% ) Fom, Bl LR X
Fige, P <0. 05 AESA IR L.

2 #R
2.1 HEJfq

S 25 B3 AR 8 531 5 TR 114 e e 4 S
1831, A BT HES g , e 2 i 5 rh S5 A
B, SRR AN, TR A, TOIR AL R A
A BRGE 5 T f ZBO JC JT TR 1) J T 240 e 2 1A
SRR TR R R 2, n] LR S
(R B AR, Bt e S A, iR R T L, AT L
MIRFE o XoF B2 i 2 27K i, o 28 20 i 728 P e ik
A TR X IR B A B 2R P T e s i s . L
K1,

PPCTA Y N T s FEEE L NV e TR S T R
@SN RN T P ey T
?h. P e S LT oy p,'é.‘.yh;-\‘?!‘:‘?.'-;ﬁ‘f,’: LR 7 b \ A \
¢ g‘.\) . | % ot 2 ‘£° "';.l-' --«" A 'l’t..\ -.)'} \0‘ '-ol' -‘:"
Br ;"o e - P e 3¢ LT I 'wir‘?. ,::J-' Ly "“o""’i =S )
v " ﬂ >34 7 A NAS e
e R R e X OO S A B o S A
3 wa L N TR T s “'ﬁg'-.*, ."“}‘ P T re et NN A
LB o SR, IE € oun ORTey . LI 5 A% (% . S Enat wy
. ." e e .;3,.5--.,‘% [ 159N 'i-
» " - i %2 L) T AT 23 X e A
* -d s = & = S ."-,-_\.‘- ty .L”l.‘_. "-""ol 48 ¥.0 Coa
’TJ: J -0 _.‘ B 3 * ol - .-‘ L}::g "e\':.: ) _|| o : .",sr.?;\v , .ii,
:-‘ SHEERAGES nrre s s a3 3’"'\?"-"‘.' g . -_?.‘,..v._ ’./.. . g
PR 'i‘ﬂ - = o "“\‘.} !‘ ) s_‘: "';:"’l,f' () L a
LS S AR N S G I L IR VAL L P I L A\
SR AR SR I I ke S0 2H 5 R S T e Xof P2 ki 2H 2R

B s2de ] Box PR 4140 40 HE 425 (200 x )

Fig. 1

2.2 PI3Kpl10a .PI3Kpl10@ % PI3KP8S %5 131k

S 20 FOnt B 2 fii 2H 23 40 it AT D, 248 i S5 B 4
A% H AR [ e €02 B 00 € B A L
ER A U A B, LI 2 A5 S 2H N o 9 i
447 PI3Kpl 10 . PI3Kp110B FHE: 2 15 3R 125 T % B
H, 250515 L (P <0.05),{H PI3KP85 [H
HREILEGX AWK ERF LS ITHE X (P>
0.05), LK 2B,
2.3 523340 PI3Kpl10a ., PI3Kpl108 K% PI3KP85
B 75 S AR ERRRAE 156 R

SEIGAH R AN R A MR AR S
S5 T 43 4% 18] ) PI3Kp110a, PI3Kp1108 J% PI3KP85
FHMRIEE RGBS (P >0.05) , W3k 1,

306

The brain tissues HE in the experimental group and control group microscopically (200 x )
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Fig.2  Expression of PI3Kp110a,PI3Kp110@3 and PI3KP85 in brain tissues of the
experimental group and the control group (SP, x400)
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Tab.1 Relationship between clinicopathological parameters and the expression of PI3Kp110a,
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