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i E R A THFIAFIRITR TS RA(YSIZT) % 77 #2384 A(cyclosporine A, CsA ) FA
i 5% B0 b % 2m i (Human kidney—2, HK=2) 454 49 4/E A ALH) . 7 i : R A CCK-8 42 Mm HK-2 29
M EH ., HK-2 4 e o A B sF 4L (NC 40 ) AE R 20 (C 48 ) Anid ST 48 (T20), C4AAmA 4 CsA 16.8
wmol/L 89 3% 7 I F 724 hJs # % MLIZJR R 4k 4355 24 h; T A A4S YSJZT 0.5 mg/mlL #93%5: A F
48 h,#B AR CA, TZMRGRIRE A mILE RNA, kﬁ‘ffi‘%éﬂdﬂ‘ F A £ 5 F A 2 R (differ-
entially expressed gene, DEG) . X &£ DEGC# T COH LR F MG EF KECCHER R HE T £
Mo 5R .5 B HkpTHRARIE AF 0 HK-2 m e iE fiTF“,Céﬂlv NC 283447 3 2 % DEG
14104 ;T4 CLLL & /73] 25 DEG 1274 RER R 066 NDEGCEAT GO &£, T2 F T A
5-F AR 00 K dm 0 B v 2 ISR TR R T ARG R SRR BRE R S B S A P AR
S-S AR AR R A K BT 2R ME 5 i8R KEGG @ % g 4 £ % /£ Fe epsilon RIE 5 i85 T
L AT 5B S R FE A A RAB S ErbBAZ T B £ B R R EASE T 2(Csf 2) AR
B 1E 3R 0 1(SultlE1) \ EEAY &G (EREG)F A B, 4k 3 BFEkpiaid % e sk fﬂ‘v
F A 55 HK-2 28 05545 04 e B i 71, 3 P B35 Csf 2. SultlE1 EREG % AM¥e kW & H A8 %45 5 1@ 5%,
THE 2 H R 82 CsA B ey A pLs

KEBIE ARRKRG;REEAALBENET LR mie ks

BN A (cyclosporine A, CsA) H mr TG
7SR B RS S A B e PR , B K T A
i B B I [R] AL A i (H CsA 1Y 208 1 ' 27
P 29 FolG RN Y 2R E BEME S CsA 005 A8 Y
)i Efﬁ'%ﬂﬂ”"gllﬁéf B IR T AN A2 /R
TR AT A O 1 P HE I 5 CsA IR AE R IA
T-B(TGF-B), 5 F /e L Bz AR fa e Ak B 18] s 21
HEAAT OGP, H AT I JCH E W] I T I PR A 98

XESWE mas ARREEAEm I H (No.2016J01468 )
ABTIEE Boirss, B, TARER, P05 A S0, 2% .
WFFE 5 1)« PP BE 25 A B IEAEFSE . E-mail : 1476068677@qq.
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(fr g AR 350000) ; 3. 2 B B 24 B B AN = e A 42 N B
(&% %0 350000)
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T AR, ?ﬁimmlﬁ%ﬁ“% tn B BRI R AR
ARG AR TSN B D RE IR Y 25T, I
PR 30 R 4F L 97 4L Eﬁ%o it AL P
T R A Z DA G R 3R A B AR AL L i
PRGN 4'.%‘5“@@%‘51 T AT HK-2 40 fi
i IRCEPAT P A I S R LEA -y o =R S DO G (]
(OB LyE M?F'Jﬁﬁﬁﬁ%m e S 41 P (transcriptome se-
quencing, RNA-seq)H R 7317 2 B FE M TR YT CsA 5
S HK -2 20 B4t 405 1) 2 S R B IR, R0 5 ' Rl i
S CsA B B AT RERE AN
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1.2 #HEREMZE R EREMIH R TS5 o BB
B30 g AEARLS g IRE 15 g Mt A 15 g MR
15 o FM15 ¢ 4230 ¢ 24510 g K159 g /N H
15 ¢ BRiF 15 g BE 10 g, s iR 250k
W A AR B 2 R R N R EBE T 2 55 . WA
1.0 g/mL. YSJZT FH0.22 pum JC B E 2513 1, 20 24 i
BH-80 CUKFIRATE

1.3 FEKFIRME HARPRBECH L, it
35120140116, 1#4E425), Cell Count Kit-8 (CCK-8)
857 (Cat:M4839-500Tests, Abmole BioScience). AL
7 (gibco 10099-141C) ; DME/F12 Medium (hyclone
SH30023.01B) ; % % % -4 7 £ ( W HT ) (100X)
(hyclone SV30010) ; TRYPSIN 0.25% (1X) Solution
(hyclone SH30042.01) ; TRIzol(_[- 1/ T-B511311), %¢
S AH 2% 8 E B 4% (NIKON ® ECLIPSE Ts2R-FL) ;
TAAARRRERFEFE(SANYO MCO-15AC).

2 SRk

2.1 #paEEsE  HK-2 4i0RRAE DME/F 12 Ki L (&
10% A= I3 K 1% W0) HiEFE, F37 C.5% CO, 5%
FEATP R

2.2 FHBREHFX HK-2 HBEEHHIE0  BOWEL
A KA HK=2 4010, 322 5%10° 40 /AL 3P T 96 £L
B (100 pl/iAL) , B 5SANE AL, A FRF NG 5+
24 hIG BEHIEIRWL . 45T AW 43 B R 0 1 5
#(0.125 mg/mL.0.25 mg/mL.0.5 mg/mL.1 mg/mL,
2 mg/mL.4 mg/mL) , [F] 5 TE M RN ZS X0
HUARFRETCANL) , B TR IR T 48 h, 45
T FSE R BEALAAIA 10 wlCCK-8 37, 1F &
2 hJE ARG 450 nm ARG EE(E (ODE) . MR
I OD E T3 41 A 1E 77 (%) =(YSJZT 4725 XS e
2H)/(IE % BR A -2 6 R A ) % 100% .

2.3 CsAXIHK-24BaiENRIRMm PO EUE K
Y HK=2 41t , $2 5x10° 441 /L 32 FpF 96 FLAR
(100 pl/AL) , B4 5 DEFL, AR R NRFR 24 h
Ja BRI . PR ER A RO HE CsA IOl ELEEAG
BEAERE SR, 8 T4 WRE 1) CsA B 3R (4.2 pumol/L
8.4 pmol/L.12.6 pmol/L.16.8 pmol/L 21 pmol/L.42
pmol/L) , [ Hf 158 B TE 5 o BRI 4 (o0 B (A B 3%
FETCYMD) , B TR N E 24 b5 53R 1E Ky
FEMAREENFE 24 ho A TWERUG , B BIIMA
10 plCCK-8ikH), W55 2 h 5 BEFR UG 450 nm kb
OD{H . AR4EFTIN ODE 41 MIE 71 (%)= (CsA 2H-

25 N HRZH ) /(1 55 %) HRZH - 25 6 BRZH ) x100% .

2.4 #H'BEREMIZTIAAE AFSHK-2 AR5
BaiE RIS O R K R HK-2 41, 4% 5%x10°
A WAL EERD T 96 LA (100 pl/AL) , A S E
LR ARG FEAE NG FE 24 hn R IR . AR
CCK-8 Kiill| 4% 1 B YSJZT F1 CsA 5§40 HK-2 20 i 7% /1
(R 45 5 e P55 BRI CsA YR 15 5 HK-2 41 g 5 43 65
AW 24 b5 O IE R SRR ARSIE T 24 ho Jf
PR FRAY YSIZT He B2 1101 Cs A 1755 HK-2 40 g 46147
WiRI 48 h [R5 B I H X BRI 6 R (U
FRETCAM) o AT HSERUS , BALAT A 10l
CCK-8 1, ¥ 2 hJG B~ 450 nm4b ODfH..
HRARE T OD B A A AEYE 77 (% )=(CsA HEF YSIZT
ZH 23 O RRAH )/ (QE F X R ZH -2 O REZE ) % 100% -
2.5 MRAREFHE  EEEUE RN HK-2 41
M2 1034 FLFRA 6 FLA (2 mL/AL) o 433 41 : TEH %
MR (NC L) MR (C 4L, CsA 16.8 pmol/L) FNRYT
ZH(TZH,YSJZT 0.5 mg/mL+CsA 16.8 wmol/L) , 254k
JEAR i “2.37 F1“2.4” CCKS8 A6 I 45 S ke %, 1 FU s it
[F]“2.47 o 22090 58 B , AH 25 s T (200% ) W
A LA A kAR .

2.6 HEFRANF HEHESHE KM HK-2 41 jE$%
10° LR A 6 FLAR (2 mL/AL) . 43 A NC4H .CH
(CsA 16.8 pmol/L) Fl T ZH (YSJZT 0.5 mg/mL+CsA
16.8 wmol/L) , YSJZT %} CsA 1755 HK—2 21 g 45 A A5 751
TR 2.47 0 AT HU5E S L R Trizol 542
HUHK-2 21 fifd 5 RNA, Agilent 2100 #E4T RNA &
A . FEE BAAE PR DNA S, SCHE A S 4% ) 18
i DNBSEQ Il /7 - 5 A7 I ¥ o Fh IR AE A3 PR
A PR 58

2.7 ERFRFEEFERLZEDEGIBEEEN
K DESeq #E47 Ho Xt 4 1] 8 3% 22 S L A AT, D s
X 21 [] 2 S R AR HE A, I 35 2 e 96 08 R AT s 2% A
R llog2 (fold change)>1; H Qvalue<0.05. A 3%
AAAK (Gene Ontology, GO) K i J&E F1 FUARIE P 5 5L
41 H# B} 2 15 (Kyoto Encyclopedia of Genes and
Genomes, KEGG) E5 4 , X1 22 2219 DEG #E47 GO Tk
B {55 & 80T, AR IE P<0.05 4 i & P BRI
2.8 Zit=EAE K Graphpad prism 8.0 K317
OYHT, SEBGEE P ) TR A B AR 2E (£ 5)FR
7N, 224 18] H AR ] One—=Way ANOVA 431, P<0.05
FRERAGIEE L,
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3.1 #FH'EMEHHX HK-2 HBaiE NS0 &k
YSJZT 4b 3 48 hJ5,0.125 mg/mL.0.25 mg/mlL.0.5
mg/mL X HK-2 20 M3 o JC W] 4, £ 20 A0 M 7% )
43 5 R (103.201.98)% . (99.15+2.19)% . (97.42+
3.58)%;1 mg/ml.2 mg/mL.4 mg/mL X} HK-2 4 {17
TA Gt 2 SCRIA SR 2% 20 40 TS 143 5
(91.07+4.59)% . (89.45+1.70)% . (92.49+1.99)% . %%
R 1ao Jr LS 2ESL 50 6 4F YSIZT 0.125 mg/mL.
0.25 mg/mL.0.5 mg/mL =¥

3.2 CsAXHK-24HRFENFmM Sl &WkE
CsAKRbEE24 h )5, de CsA 46221557 24 h, 4.2 pumol/L,
8.4 wmol/L X} HK-2 21 L 1% 77 TeAm il , 45 4140 i i )
43 ) 4 (96.96+4.52)% | (88.36+6.24)% ;3 12.6  pmol/L,
16.8 pmol/L..21 pmol/L.42 pmol/L % HK-2 4 ifs {if

T ¥4 Gt s T SO, 25 4L 40 3 1 2390k
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YSJZT(mg/mL)

(84.18+7.36)%.(81.34+9.47)% .(28.68+13.97)%.(0.33+
0.21)%. 255 ULIE 1be It LA 2250 B e 45 CsA 16.8
pmol/L 1755 HK -2 4 45 {5 R 70

3.3 #=HEBEMIANT CsA S HK-2 4B iR AR iE
AWM 5 NCYLE, CsA 16.8 wmol/L A= HY 2
HK-2 20 Jf 1% Jg 5 25 A%, JH 4 Me 0% 07 o (76.48+
3.16)%; SHERI A, YSIZT 0.125 mg/mL.0.25 mg/
mL.0.5 mg/mLI&Y7 5 HK-2 40135 10 B4R T}, &4
B 20 L35 753 90 M (86.59+10.10)% . (87.64+5.91)%
(89.70+5.15)% . Z5HRILE 1o ARPEA [FHR B YSIZT
X} CsA 55 HK=2 451 07 40 M T35 07 i A2 1 0, kRt
ARSI EPE YSIZT 0.5 mg/mL XS R 1.,
3.4 #HEFEMIAT CsA B S HK-2 ARG RS/
FMm  NCAMMIE A IEH ; C4R CsA 55 HK-2 4f
WA 2, A 25 B ACBE T HK-2 40 AR P R R i
KNG 28 30 B854k 5 T 41 R 25 B R0 i
ST HK=-2 4 N 25 i S Ab s NI R . DLIET 2.

CCK-8 Assay

CCK-8 Assay

N
%P‘.{L?’\Q:?’ Vv o NC CsA0.1250.25 0.5
CsA(pmol/L) YSJZT(mg/mL)

T . ANTRIVR B 25 B D 0 % K2 4R AR 7 (9 5200 (n=5) 5 b. AN [R] R BE CsA X HK—2 40T 77 1) 5 0
(n=5) ;. N[ FE 25 B V7 6 CsA 55 HK=2 4 (5 A0 M3 7 5200 (n=5) o BN SEIG R 3. 4%
2H 5 NC 4 HL# ,"P<0. 05,7 P<0. 01, P<0. 001; YSJZT 4155 CsA #H L4, *P<0. 05,#P<0. 01, NC: IF% %} 1
415 YSIZT : 35 B B A 4L ; Cs A IR ZE A 4]
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3.5 EIMABERREERBER RNA-seqill 7
ZEHLR I, CAL 5 NC UL x5 3] i 5 22 R R LA
1410 CE 2R 8124 U FiAE R 59841 ) , ILIE

2 AERREE TURa BERZNIAER A FS HK-2 @RRIGES

5 IS PEHAXT CsA 5 S HK-2 4R B 5 4% 4R BELSE 1 B9 245

‘o&ﬂ'-A. =T’ m?.

By

¢ :%-zuru] (200x)
3a fE 3b, TS C4 X155 B 22 R LRI A

1274 (Herp EJRZER 714 FIEEER 56 1), ILIK 4a
FE 4b, Ry IR YSIZT W42 CsA B B = S8 3L
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TR C4l i DEG A8 CH4L X NC 4L R
W DEG, 152 36 1~ DEG ;% T 4H L X C 41 F 8 DEG 32

EREEMERST

Number of Genes
]

$
£
g

£ CH X NC 4 | E DEG, 83 30 4~ DEG, VLA 5a
FNIE 5b,

b ERERNIE

8 6 -4 2 0
log2(C/NC)

T ca. BEBYZH X IE 50 2 28 S 4 16 D AEIR I (X 28 C 2L U X NC 4L, Y A 3 A
DEG %) ;b. HERIZH X TE % 2 25 S IR IRK AL (XA 2R log2 B4t AR 20 X 22 S 4L

., Y 5l Z —log 10 5 4 b 16tk 2 PEAED)

3 REARMEENREAEEZFRAEFRTRKERANLE

ERBRHAST

60

Number of Genes

204

_e?
Y

ZRUENE
30 i =up
™ no-DEGS
W Down

10g2(T/C)

T ra. Y PLLHO BRI 22 R b L AR I s b. R PALHEX BRI 22 S ah SE A K 1L

B4 #=mH

a difflist_T-vs-C.up
difflist_C-vs-NC.down

76T L IR B A 2 2 R IA E E AR E R AL E

b difflist_T-vs-C.down

difflist_C-vs-NC.up

. I HEXR A | 3F DEG sS MR 2H Fb X 1E 8 X6 R ZH R I DEG; b, JAYT4H
SRR R 6 DEG A2 S R H X IE 3 % B4 15 DEG
B 5 AREREEXFAEELZERERTER

3.6 ERRIZIEFEGOMEEEENW CEMEN
66 /I~ DEG # 17 GO ) e & £E 70 At , I\ 41 Bt 41 79 (

cellular component), A= ¥ 1 72 ( biological process) 173
FIIHE( Molecular Function) = R I HE A H £ L I &

R BFER 104 GO term IR . @it GO Uik
AR AR AR B R IR T IS R R A 25
FE N D J2 BAR e A Wy A P A VR A
T2 ( estrogen metabolic process) . ¢ B2 4= K K T Z (5



<70 - PEDNER2021 48

22045 25288 TCMJ,Vol. 20,No. 2,Apr 2021

2 il % (epidermal growth factor receptor signaling
pathway, EGFR) . ¥ 2 i 1 i izt 72 (retinol metabolic
process) 3 77 DI v 0 S DR 3R TR L B e
(estrone sulfotransferase activity ) 4 4f fg B W5 41 iy £
5 B R T 32 AR B8 % ( granulocyte macrophage colony—
stimulating factor receptor binding); 4l ffg 2H 43 1) £ %2
A AE A ANEI B ( extracellular space) 5 R A4 2H BGHS

/71 (integral component of plasma membrane ) . UL 6,

15=
M BP
M vF
10 W cc
€
3
o
o
5-

g5 L kI, 45 75 3% R - 2 (Colony—Stimulating
Factor 2,Csf 2) 3B 2 73 T RE 10k 41 Y w3 40 ifg 4
TR 32 AR S8 v 5 B SR R I 1E G0 1
(sulfotransferase family 1E member 1, SultlE1) {3 F& 3]
3 LT 6 P I JAA 3R R i 2 % S 1k 2 A o
%) e O 2% QI AR b s b 2 9 5 2 I (epiregulin,
EREG) IR R W)~/ i) EGFR {5 =il %

Biological Process

Molecular Function

Cellular Component

Bo ZEEFREERNGCOBEENM=KIIBEEFITRE

3.7 £ERRZERKEGGEBREENT 2Rk
IAHE D KEGG i 8% 5 £ 734 L P<0.05 0 ' 35 LRI,
X SCEEFEIN BEAT KEGG & 50T, LUR 2522 i 11
A 2 ] L, LR B B A S T LA 2
2 AW A 1 (Steroid hormone biosynthesis ) | 4 fifd {4,
F 450 QM B AR W 5 IR W) B (Metabolism of
xenobiotics by cytochrome P450) | 2549 { il — 4 Jifd {8 2%
P450(Drug metabolism—cytochrome P450) \f &5 B4 48
#f (Retinol metabolism) . EtbB 1 5 i@ % (ErbB
signaling pathway) . FceRI 15 5 i % (Fc epsilon RI
signaling pathway ) T 4 M2 A= S8 1% (T cell receptor
signaling pathway )% . UL 7.

EOLL PN, Csf 2 1 BER Fe epsilon RI SIS T
21 M0 52 A7 5 0 5 Sult L 1 B 3 S MR A
JAGH HE; EREG TR 2 EcbB 5 58

kegg_pathway EEESIBE
Pvalue

A 0

Steroid hormone biosynthesis — .
0.01
Metabolism of xenobiotics by cytochrome P... - ‘
ErbB signaling pathway | . 0:02
Chemical carcinogenesis -{ ‘ 0.03
Retinol metabolism - [ ) 0.04
Drug metabolism - cytochrome P450 [ ] 0.05
Fc epsilon RI signaling pathway —{ [ ] Gene Number
Colorectal cancer -| [ ] e 2
Hematopoietic cell lineage - [ ] . 3
T cell receptor signaling pathway — °
Amoebiasis -| ]

O o0\ O o o0 o0
Rich Ratio

E7 THEESREZEFRKECCHEBEENTSAE
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4 it

ALEE A B3 8 T v B2 OeA® R 7 A
WE, AR A BB R ALY, SRECME T e
JEHSE NG R B 8, B 457 T
2RI PR . PSR TR AL CsA BT Y
MRATHHL Y, 25 B R B T2 P B D) RE il
“PEOEF AR BRI IE . RS AR EH
AR AREZAENG 253 FIKBI s b ar A A e pizs
B PSS YA A RIS AR s KB N H AR
-3 R A L B 5 AR R AR DR B R A L
Z5 g B RN, AR R Z Tk, TE T A LAl i o
o, 2 B R ™ B LB oA o R 2 A R IR 9T 576
B UIERIEME DB v KRR, B RE s K B s fn
P/ INE R R AR dE LT, 25 B BRI Z DA A
CsA B9t

OSBRI 5 B R 1 W R AL 26 A5 HK-2 40
AL S T A2 . AN Le s, R34 B Rl
% A] [P A 51 0 HK-2 40 i35 1 B, Bt
Tt B B0 R IR AR R B BRI A . (B YS-
JZT X FRFE A BS HK-2 4 B4 475 40 D 1 23 o ol 3
ANB L, TR S IR A RIS YSIZT 4R 1 F s ]
Ukl VSRS

RNA-seq /745 5k BRI 55 NC 2 L5 2]
2 RN 14104 (Hrp FEERH 8124 U F
PAFER 598 4) s YSIZT VYT 2 SRR ZH e X715 21 1 2%
25 FIRFE 127 4> CHorp BR R 714> U R E A
56 1) o N HIHE YSIZT Wi CsA B BV 10 32 2EF0
LB T4 HE X C 4 8 DEG 3248 C 41 b X NC 4 T
i DEG, 15236 1> DEG ; ¥ T 41 LtXF C 411 I DEG 22
£E CZH X NC2H F % DEG, 155 301> DEG., X34k
1 66 M H AT GO & HE M, il & YSIZTIRIT TG
3 RIE ) 22 AL R T e AR R A e R
B O 9 2 AR A A L 3R A K R 2 IR i
BRI AR | 73 T RE 0 I 2R R R A
PR R 20 6L I A A VR R A2 R 982 . KEGG
B TR, W RS A SRR AT
i ErbB & 510§ .FceRIFc {5510 & . T 40 Z 1A (=
I A . PN R BRI AR A B /NVE A
HOEEE AR FIBLEHI L)z .

Csf 27E GO TRE53 2870 Thiig rh ik 4 i B w24
MRV BB R T 32 AR 6 52 I KEGG pathway & #214 Fe
epsilon RIF 53 % T 2 i 52 145 538 [ v e 4
Mo Bt B gl e B AR, IR &0 2 %

(M) [ 1E 5 A8 52 T i e B S0 (M2) e B 1) e
AR, AR MI W20 -5 HK-2 40 M 385 37 i 15 5 3k
W Csf 23N 22, Csf 2 H i HK-2 4l 43 ilh . FEAH A
Csf 2 8 (I HF B W20 th M1 1) M2 R AV Ak . R iR
FAMEM: Csf 2 )5, M1 WEZH 75 3 19 HK-2 41 i
TRE PSR RS . 7E B M4 HL 2 FLMEREAE /D B
JE B T ) Csf 2 PP IR 23 e B s, 1o N
BETE , HE RS R M E /N Csf 2 82 1 AT DA
PoRMe e /N, 18R R A B ELS R
L 205 B & 3R] 5T 4 IR R B R 18 M CsA
P A R R B TR) R W 4 3T, 5 ) SR &
HeAb s PIA O, AR LB, R E A T
HK-2 45 Csf 2 2 3 T P[log2(C/NC)=-2.043], 25 &
BG5BT [log2(T/C)=1.255], 327 25 B 4
I L Csf 2 R IR AR A B AP0 AT B0
Z—

SultlE1 7E GO 432543 Ty fitg v 114 il 3 2% Tl ik i
T B Bl R AR W AR A O 98 2R QR
KEGG pathway & 42 1 H§ 280 28 A= & bl i v & 15
YER o T 5T 3% BH ME 33 2 mT LR /N B B Bt 0
(Acute Kidney Injury, AKI), #ff 2 Sult 1E1 38 15 it £ Al
RGNS R MRS R HREREEMN £/ REA
5 B 1 R A AR R R Sult 1T 35 R gt B o) H:
24 B R T M N BRUAKT, S5 MR B AE A
Ko SultlE17E AKI Y % o HIL ] H 5 A 8 i Th g
AHFFELE & B, BRI R A T3 HK-2 4005 Sult1E1
% FiM[log2(C/NC)=3.153], 45 B Mz A7 a3
1 [log2(T/C)=—1.177], #&/R 2 B Bz 40 il Sult1E1
Al RE S HIR R IR R A B RO VE LR 22—

EREG 7E GO 43 AW ~# il B vh ) EGFR {5 5
% 1 KEGG pathway & 42 1Y) ExbB {5 = i % th A 24
H . Epiregulin 5 3 i 4 K A ¥ (Epidermal Growth
Factor, EGF) 7E 4 #E 5 I v /NE I B2 41 Bfd (renal proxi-
mal tubular cells, RPTC ) 34 58 13 #% J7 1 H A 24 1
VERL . BRI 12 RPTC A — R 3L A 2243 24
JiL, A] RETE 1 4G EGFR A1 PI3K/Akt 38 BT i 15 JUE 1
AL RIS R I, AR A T HK-2 40 f5
EREG 2 F#[log2(C/NC)=-3.689], 5 & &7 iA) 7
J 2 19 [log2(T/C) =1.653], #7525 B B v 1M
EREG 7] BB /& HOg 2 PR 90 28 A B 22 1 19 1B FH AL 2
— o ABLEAR N B9 EGFR #1 ErbB {5 S06 2 A &
(A0 25 B R I TE AR 6 EREG 1 18 4 T 22 30F—
WY, LVATH T YSIZT X EREG 14
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Zi b, f5 B I T 2 R IR A RS
HK-2 21 45 00 0 At B 3% 7, I rfffl 48 Csf 2 Sult1E T,
EREG 23 R B HAH DGR 538 1, v] R 25 B
AR A A B R REALE . DL BT
A RERE I Ry A BAR N S S it — 2D B IE

S5 3k
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XA ER A PR BRI LRI HLEI ], e R 2 24 AR, 2020,35(5):
2623-2627.
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(51K 2s, SRl . 25 BRI v Xo 18 P B T A e v oK B I B 2F A4 Ak
BYSZIRL)). ¥R AP S, 2009,29(5):451-454.

(6 DASHEOBE, 3% 11 i<, BURFE . i B Bl o X e 55 0 e oy Y
PRI B AT E [ PR 3 B /NS Caspase—3 Fll Caspase—9 FRIAH5E
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