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1.3 FHik

1.3.1 SiEsagqesksbem B7-H3 o9 &k IR
g R A YD A K RS SR K AT R R 1B SR TR
TR o He i 2R A7 0 #0852 B i, 3% 3k 4 1k S0 BEL I
10 min, PBS W55 IAGE 4H# B (1 100) B9 —HT
(50 pl),37 CHEE 60 min; % hN T R0 1Y A5 B
BU/RBREY, ZIRBE 15 min &£ 4 )5 PBS ik,
S R TS ) € ) DAB, B MUEE R Hh B (n,
Fi Y3 ~5 min, WK BB B R W0
SR, FEANM B7-H3 RBMEE LN 0( ) |1
(59) 2(") 3(3®) . ALEIFAL T B7-H3 ZEMPE
20 R JE RT3 R Y 2 3k X B — b B7-H3 SRIE T Y
i Ied 20 7 0 FE AT P40 o MRS G € 5 R B M 4
B2 FEREBR AR 2 AR B7-H3 RIA41(1 f2 3 <
50% H.3 <25% ) Flf B7-H3 Fik4H (1 2 2=50%
% 3=25% ) TG,

1.3.2 A EGFR # & & % & A B & 2m i HCC827
Fo H3255 64 3% A A M 3 & 3E B R AT 25 e Be Ak
HCC827/GR #= H3255/GR  AJili i Ji 2 il HCC827
A1 HCC827/GR \H3255 \H3255/GR A& IR 4 1.3k
(10% ) 58 % (100 KU/L) M 4% K (100 mg/ml)
) RPMI 1640 15323 7E 37 °C,5% CO, Hi 374
(HF90/HF240 , Heal Force ) H1 i ML 24640, 7EAN
it i 5 IR T OB A I bR HCCB27 A K = Sk
% 0. 001 ,0. 002 ,0. 005 .0. 01 ,0. 012 5.0. 015 0. 017
5.0.02 wmol/L ¥ B4 i 74 A0 14 fin 5 AR 8 Je ik
FHHEBE 47 0. 02 wmol/L 14 75 FE 85 J& 4 5 40 Mu it 25
P, DI g A8 e i 25 bk HCC827/GR 5 76 il i
JiE e AR B MU AN I Bk 13255 (1 EE R R, %
0.001.0.002,0.005.0.01.0.02,0.05.0.075.0.1
mol/ L Vi BEAS BE i AL 3 It AR RS Je Wk B, VR B2 oy
0. 1 pwmol/L ()7 -8 J& 2 F5 20 B i 2450 | LAAG o5
LB e it 254k H3255/GR
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S PBS WEVE 2 UG AL, R XL-MCL it =X 2
AR x 10* A4, FH FIOWJO #4FE1 75K
oy BRI i
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2 30 min 5 E ML 2 EP 45, B0 (14 000
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JIE8 25 PVDF I it A TBST Wk 25 i B G , 3
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J8) ; [RIEFEA DL 0 A0 R 4845 14 1iif 24 . EGFR-
TKI Y697 5 PPAs 2 1 2 UL PR AR #3 ; AE 8 25 30 d N
FRELi 2 H AR e B8R 5 8 Jeiny T In th B A B
R [ SEAA b dgd B N EAN B E ( RECIST) 3% WHO
SO E R T 5 45 1k AR e SR B R 5T IR
BOITIEZ AN AEEIRIT

1.4 SiTZ4IE R SPSS 20. 0 MUK 174
PEAL PR VORIl x 25 5, RITEAN R I 24
BT, PIAE A B R BRI ST FEAS ¢« K30, LA P <
0.05 NZERAGIFEX,

2 GR

2.1 AOHEEZDW  AWFTRILYIA 56 il i
TR AR 32 ~82(62.32 +11.53) %, 42 fisg
MG IR AN A B (n = 54) B TCWHA B (T M s
Wt 14F) , B#% B7-H3 FRik 54EH ( <65 % s
=65 %) PEH MR/ <25 mm ws >25 mm) S
SR (I vs IV) \EGFR RZZFLZL (19 Del s 21
1.858R) LA}z EGFR-TKI #8 [ 25 ¥ 85 (& LR vs
Bwe)ZMER LS ¥:EX(P>0.05), B
EILFE 1,

2.2 [HARMESEE B7-H3 RiA0H B4 401K
IS B7-H3 FIhmBEE L 0(TL) \1(59) .2
(YA 3(5R) (E 1 A ~D), HREE Y (5 & A B
YA E S HOR AR AR 2 MK B7-H3 k41 f i B7-H3
FIRA G R m R IR 25 1 (44. 6% ) IR
IR 31 111(55.4% )

2.3 Bf4E B7-H3 Ri&/KF 5 EGFR-TKI £ 638
P2 a i kAR5 A2k ], B7-H3 K
FIE M = KGR B E Ak & M 2 0 i 12
(38.7% ) F1 14 141] (56. 0% ) , H: {7 it 24 1sF 1] 43 531)
FHI132 AHMS N ANH, ZRARITFEXL (1 =
3.193,P =0.004) , 3P =B7-H3 41 8 35 4k K PR Tt



- 1492 - FHEHRKXFFIR Acta Universitatis Medicinalis Anhui 2022 Sep;57(9)

Fz1 BhE B7-H3 S5hiRmEENAOZER
RIS MERIEXME (%) ]
B7-H3 ik

WiH n (%) - = i PA
8 "

it (%) 0.321 0.571
<65 29 (51.8) 15 (48.4) 14 (56.0)
=65 27 (48.2) 16 (51.6) 11 (44.0)

5 0.989 0.320
B 31 (55.4) 19 (61.3) 12 (48.0)
e 25 (44.6) 12(38.7) 13 (52.0)

BRI (mm) 0.488 0.485
<25 24 (42.9) 12(38.7) 12 (48.0)
>25 32 (57.1) 19 (61.3) 13 (52.0)

I R 53401 2.890 0.089
I 16 (28.6) 6 (19.4) 10 (40.0)
I\ 40 (71.4) 25 (80.6) 15 (60.0)

EGFR %748 0.008 0.931
19 Del 31 (55.4) 17 (54.8) 14 (56.0)
21 1858R 25 (44.6) 14 (45.2) 11 (44.0)

EGFR - TKIs 0.021 0.884
GEE 33 (58.9) 18 (58.1) 15 (60.0)
Byke 23 (41.1) 13 (41.9) 10 (40.0)
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H— FIE (P >0.05, K8 B7-H3 7E i 25 54k
T 245 AL R AR B SRR ERAR &, T B Ge A s 22
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AR E— 2 B, B 3A B) i — 48R T
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7R B7-H3 3R 3K 7K 76 il i g A8 3 b A7 A B Wl 22
5258 5 Tnamura et al® FEAR —3 Inamura et al
55 R EGFR BF A R H % B7-H3 RiIkK P T
EGFR 278 7 I HLW AR B & = TN B 10k
ST ST I8 % B BT-H3 Fik K5 B & F M
S /NS AR B EGFR 2875 W B 45 9% B3 4%
T 4595 Sun et al® BIFFESE B—3L,

AW & B BT-H3 Rk 5 B & T 5 i 2Lt
25PERIE AR ¢, R 1552 EGFR-TKI 41 [6] 94 7 #4 il
P R TR A3 e AR e AN T sl 1) K JR Ry AT
245 ,50% ~60% #55 T790M 45 %% H [F 1 30 58 28 A
%, TT90M €25 ffi EGFR XF ATP {4 3 F1 J1 48 /i, A
MSE S ATP 32419 TKIs 1Y &3 A#F5 b
B7-H3 mRAH SMERAFERE 2R, Mkl
2 A G BN R 2456 | & e SRy it 25 1) o [
eIk 2H W 5 45 4, 4271 B7-H3 Al it 4 EGFR-TKI
2519 %5 — AL, B7-H3 ¥ 5 015 5 5% S al fig pt
EGFR 5875 1) fil i 98 20 M 09 77 305 , - B I L X 5 3
B e U | I LA BIF T 2 B il B9 A e A2
EGFR-TKI # [] 36 J7 11 J& L Jhogs il 3R 5% 2 A4 T K
AR ARSI ] B7-H3 7] e % i R i
ISR 25 77 A R s IR A M98 RR 3 X 1) 2459
(R BURE: | DA T 3R AT 8 25 1 DR 245 5

AR R AR AR e 25 1) EGFR %
A5 il fig g8 AW i Bk H3255 Fl HCC827 , I 1E4T Western
blot 43#T , EGFR 248 itk H3255 1 HCC827 4% &
B7-H3 FikACFH G, 5 B A B0 AR LA, i 24 Pk
B7-H3 23k K sk — 40, B7-H3 7E i i ie 45 £
A PR v 5 R e RS 52 R RTIIG IR 1005 AS R %5 1)
AHOG, BT-H3 B3 T 76 G 32 I8 15 77 180 AT LA o) Fie 98 fk
TS T R S CDS T 4 A NK 41 i 3 o 1
e T Jieeg G g 1k ik, A B ST 3 3 A E G g P AL A
TR A0 A BB R 8 RS 34, BT-H3
VM5 5 B A 35 3 S ZL K 1 . PIBK/AKT
JAK2/STAT3 H1 Raf/MEK/ERK1/2, AR 3 i 98 {2
78 TR A A BRI AR 25 A AR AT
1,2 55 Jii B 956 20 ML EGFR firh & 0913 538 #%, 32 W
B7-H3 %305 58 5 EGFR {5 53 i/ HoA
L[ T (5 5 Rk, X AR AT I B7-H3 J2&
T HERLH EGFR-TKI M 245 ¥4 7 (IRl . JF H iR
FELH AT BT SEIE W T B7-H3 LA R B H3255 Al
HCC827 4% 7% Ak 5 Je bk w38 3 hin' | i ik
—UESE T B7-H3 #I AT BB J2 IR YT EGFR-TKI fif 25
() — A TS 8

ZE TR  ARWF I UE B 3EAE 5 40 F B7-H3 ZENfi
R B TR KA AE B s 25 57, 9F H. B7-H3 /5 &k
il He o EGFR-TKI S8 [ 3697 1Y 3R A5 P it 2577
TEAR S, #2785 BT B7-H3 1697 Al REJ2 7l Bf EGFR-
TKI ifif 25—~ 1l 3% IG 7 SR g, {2 ¢ T B7-H3 J&
] s i 245 P4 B LA SCAE FHBLTIA 75 5 2 S5 50 it
— IR
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The influential factors on tumor diameters in rectal cancer

analyzed with generalized additive model
Xu Long, Wang Shengyi, Zhang Zhen
(Dept of General Surgery,The First Affiliated Hospital of Anhui Medical University ,Hefei 230022)

Abstract Objective To explore the influential factors on tumor diameters in rectal cancer. Methods Cross sec-
tional study data were collected from patients undergoing radical resection of rectal cancer. Patients were grouped by
median value of tumor diameter,and the clinical pathological characteristics were compared between the two groups.
The associations between tumor diameter and continuous variables were analyzed using locally weighted scatterplot
smoothing ( LOWESS) method. The associating factors of tumor diameter were further analyzed using generalized
additive model (GAM). Results Patients with rectal cancer were divided into two groups with tumor diameter ei-
ther < 4 centimeters or =4 centimeters. Proportions of T, TNM stages differed significantly between different
eroups. Median carcinoembryonic antigen (CEA) in=4 centimeters group were 4. 90 ng/ml (inter-quartile range
[IQR] 2.39,9.53 ng/ml) ,much higher than that in <4 centimeters group (2.93 ng/ml [ IQR:1.78,4.90 ng/
ml]),P <0.01. LOWESS analysis showed that there were non-linear relationships between tumor diameter and the
following variables ; age , the distance between tumor and anal verge , CEA , neutrophils, lymphocytes , platelets , neutro-
phil-to-lymphocyte ratio,and platelet-to-lymphocyte ratio. GAM showed that increased blood platelets (P <0.05)
and later T stage (P <0.01) were significantly associated with increased tumor diameters,and increased CEA lev-
els were also associated with larger tumors (P <0.01) ,but there were saturation effects. Conclusion  Platelets, T
stage and CEA are associated with tumor diameter in rectal cancer,indicating that the above factors should be con-
sidered when studying associated factors of tumor diameter in rectal cancer.

Key words rectal neoplasms;tumor diameter; generalized additive model ;locally weighted scatterplot smoothing;

carcinoembryonic antigen ;blood platelets;T stage

(L% 1493 )
Study on the correlation between B7-H3 and acquired drug

resistance of EGFR-TKI targeted therapy in lung adenocarcinoma
Yang Ying' , Ding Meng® , Tang Wei', Liu Huanhuan' , Fan Xingyu', Chen Liwen'
('Dept of Clinical Laboratory ,The Second Affiliated Hospital of Anhui Medical University , Hefei 230601 ;
*Dept of Clinical Laboratory, Nanjing Hospital affiliated to Nanjing University of Chinese Medicine ,Nanjing 210023)

Abstract Objective To investigate the correlation between co-signaling molecule B7-H3 and epidermal growth
factor receptor tyrosine kinase inhibitor ( EGFR-TKI) target therapy in acquired drug resistance of lung adenocarci-
noma. Methods Immunohistochemical method was used to detect B7-H3 expression in 56 lung adenocarcinoma pa-
tients,and the cohort was divided into low and high B7-H3 expression groups. The proportion and occurrence time of
acquired drug resistance after EGFR-TKI targeted therapy were compared between the two groups. Gefitinib-resistant
EGFR mutant lung adenocarcinoma cell lines H3255 and HCC827 were induced and cultured in vitro. The wild-type
cell lines were used as control,and the expression level of B7-H3 on resistant cell lines B7-H3 was analyzed by flow
cytometry. Results In 56 lung adenocarcinoma patients,31 cases and 25 cases had low and high B7-H3 expres-
sion, respectively. By the end of this study,the cases of acquired drug resistance in patients with low and high B7-
H3 expression were 12 cases (38.7% ) and 14 cases (56.0% ) (P =0.19,x’ =1.663) ,and the median drug re-
sistance time was 13.2 months and 5.1 months (P =0.004,: =3.193) , respectively. Compared with wild-type
H3255 and HCC827 cell lines,the expression level of drug-resistant strain B7-H3 further increased. Conclusion
B7-H3 expression level is correlated with acquired drug resistance of EGFR-TKI targeted therapy in lung adenocar-
cinoma.

Key words non-small cell lung cancer;adenocarcinoma ; EGFR-TKI ; B7-H3 ; drug resistance



