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Z., SI00A8ZA454 46K ASI00K k6 F 2RI, L AEMEIE 66t hifis b KIEEZAEA, 2 Bk
W5 RF 2, g AR, A ABurkittbh 895 28 @ Daudi. A B B9 40 R SUDHL-447 A £ 41 itk
BB tnftleKo-1 A B st %, 487 7 B4 ik €98 40 /6 64 @it 25 14 5 S100A8#9 & A K-F B 4nAa %, H
S100A87 VA B &M BB el B it A2, 1R m R AT AUKSI00480 (X G, — 7 &, e
78 tafle 1 R P Fe ZALR A 69 BNIP3 & & 69 R A K-F B E K, 22X B I94); B —F @, § EAL4H
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S100A8 Promotes Chemoresistance of B-Cell Lymphoma via Autophagy

ZHOU Shixia'?, ZHANG Li °, LI Xiaoming"**, TANG Junling'-**

(‘Department of Hematology, Affiliated Hospital of Southwest Medical University, Luzhou 646000, China,
Stem Cell Laboratory Affiliated to Southwest Medical University, Luzhou 646000, China; *Department of
Oraland Maxillofacial Surgery, Stomatological Hospital Affiliated to Southwest Medical University, Luzhou 646000, China)

Abstract BCLs (B-cell lymphomas) are malignant tumors that originate from the lymphoid hematopoietic
system, resulting from the complex process of malignant transformation of lymphocytes during various stages of
differentiation. The efforts to control or even eradicate BCLs are frequently hampered by the development of drug
resistance. Autophagy is a regulated process of degradation and recycling of cellular constituents, which recently
received increasing attention for its roles in conferring resistance to various commonly used anticancer therapies.
S100A8 is a member of the S100 calcium-binding protein family and plays an important role in the drug resistance
of lymphoid tumors, while the mechanisms are particular unclear. In the present study, by employing three BCL
cell lines (Daudi, SUDHL-4 and JeKo-1), SI00AS8 was found to be crucial in regulating drug resistance and activat-
ing autophagy in BCL cells. Interference of S/00A48 could significantly down-regulate BNIP3 expression located
in mitochondrial and endoplasmic reticulum to further inhibit autophagy. In addition, S70048 interference notably
inhibited the formation of BECN1-PI3KC3 complex and promoted BCL2 expression, which collectively inhibited
autophagy.

ek H #: 2020-09-08 252 H#: 2020-10-23

VU145 B RUBER I H (LS : 2019YFS0301)y U 1145 T A £ e B3 2 RTS8 00 H (b AE S« 18ZD014) Ay M i B R BH FE AT 75 BT H (bie 5
2019LZXNYDIS4) 7 B i1 i

HEIER . Tel: 13320789626, E-mail: PolycloneRES__ TIL@163.com; Tel: 13700986866, E-mail: Ixm6358@21cn.com

Received: September 8, 2020 Accepted: October 23, 2020

This work was supported by the Sichuan Province Key Research and Development Projects (Grant No.2019YFS0301), the Key Research Project of Sichuan Provincial
Health Commission (Grant No.18ZD014), and the Basic Applied Research Project of Luzhou Science and Technology Bureau (Grant No.2019LZXNYDJ54)
*Corresponding authors. Tel: +86-13320789626, E-mail: PolycloneRES_TJL@163.com; Tel: +86-13700986866, E-mail: Ixm6358@21cn.com

URL: http://www.cjcb.org/arts.asp?id=5465



JAAL A4 S100A8IE T [ WAL 1E BT . ibk O 983 it 24 1 O WL AT 5T 395

Keywords

B2 it bk CL 90 A — ol vy R A2 28 M P s PR S Joi 12
JiiE , B R e e AR T Ze U A T
18P K BAH bk C R S5 AR A bk ERE R UG, B L
SR R AN T e XTI 30 BAH A bk TR A
5 2 FiALIT 25 B G AT T7 2N E 4141 CD20
PrAER 2 PR AR YT IR R D, B B )
25 IR PRAZ FH AT DA e BAH R bk T8 (1) 76 i 2
R LR AR () STE AR AT R (HE, AR EL R 4 e P
2 1t 2 ™ B FELAS Ik TR B ROEIR T, T S BUk R
IR, B ansRiE Pk BAH bk 98 3 K2 50%
() R H B s 2 B 25 = A i 24 T A 4%
A /300 B FET BARHLE AN A8 17k 098 20 A if
PR R, BT ST IR A bk OB A %) TS 24 L o
T B0 2 1K R VE YT TV R R

WL E RIS IR, 2 — MR HE
(A AL . FEPRERE 7 2640 T, 40 Bt 20 e
J53 A R R O B i 2 LB ) T A TR R )
AME, SR G ST S A TE BB WIS B AR, PR
8 B S g, v A0 M AT SR Ak AR Ak B 1 S
Yo [RIFE, EIEE AT ZAT, it 2R B RiE
PROafn A2 . B AR a2 E LR R 2
DUVEZE 196342 tH 11, DUVEFEXT I 3. 2 ¥ 21 i gk
A7 181 43 35 W T S22 4UBR (transmission electron mi-
croscope, TEM)WLEE 2 &, 14 I Wk 58 SN I AR [ il
AR AR . H I IEZR A AR B R 290 H A&
B2 ZX OHSUMIAE B £ (A ik 7t I H2016%F
OHSUMIK &I 7 B WEH L T 4% 7 18 DR AR 3 5
o e 2E 0 B R] PL4y oA B E W (macroautopha-
gy), 4N T Bl 5T X031 = 25 K i B W /MA L 2
WNEY), IF5 R 455, 0 B W (microautophagy),
T Tt A 108 e 2 T R T PN B, BB AR N T PR A
RISy, o3B3 1 E Wi (chaperone-mediated
autophagy, CMA), 7> T -8R #E R B 12 1% 2 i B 14
BEAT FEARN, BES 2 MACEIPE . B Ge Itk R
i O L 5 S 2 1R AT PR B U AH OC, B T
BIF TR N (1) 72 e 5 07 PR 0 o] 2% v B s ) A
RN, R itb 2z Ah, WS bk B R i 24 1L 2 1)
FHIR, (EAFIRANIRTL

S100A& A PR A REATEAH I H I 8(myeloid-related
protein 8, MRPS), s& —F4ill NESLE &R H , 1R 7

B-cell lymphomas; chemoresistance; autophagy; SI00AS8

S FRAZ 2 B DA R I T K 240 R e Pk 2 i
THEH RIS, S1I00A8)E T 5 221 B K S1004E
FBEZ R, EEA SRR RGP, S100A8
TEZ Fham R B b i Sk K- A B B 2 5, HAEHE
e A F 5 . HE4RIE, ST00A8T] LU 54 iy
HFE AN, R MM T IS S SR E R
e, CAUEY] SI00A8 SRE RAMM ML HME. 4
PRSI 2575 96 1), Bel-2/ 0w 5 E1BAH HAEH
5 3(Bcl-2/E1B 19 kDa-interacting protein 3, BNIP3),
FEEAL T BRARFN P BT, BNIP3# i H: C-ii 5 5
SERIBEH E BIHMER SR AN P BT IR IR, T HEN-Si [
XTAHAJ5T . BNIP3E i 04 b 4 Ty RE 75 5 41 U AT
TS, Ak, BNIP3E S PR AE ] A Joit ) 2> T4 Ca” ' F2
SIFEHI AL, BNIP3IE /2 V£ AN AR 4H i
H W [ 25055 S AL,

FEIX T, A48~ 7 B4H itk E 98 4 i
X P 25 2 (adriamycin, ADR)FIHKFF i (vincristine,
VCR) T 2451 5 S100A8A IS . S100AS8H T i i3k
BNIP3. BECNIAMIIIISE M A5 Bt AL Bz Sl 2 &)
(phosphatidylinositol 3-kinase catalytic subunit type 3,
PI3KC3) 2 15 W vk 2988 200 B i) Wk, 3 17 i i b
EL PR 24 L ) S 24542, 3K W] R o BAH b B8 ()76 97 42
BB T AERE A

1 MRI55E%
1.1 4HRERE

ABurkittibk EL 98 41 fdDaudi. A Bk B8 41 i
SUDHL-4F1 A £ 2 Hfa bk 298 24 e JeKo- 1 35 1) T~ 1
Fob 2Bt b AT i 2
1.2 8BRS

S100A 8% & T #1895 B (LV-shS100A8) [ it H
I 1 6} 1 18955 B (LV-shNC) H1 _E g 75 o 1) 25 5 R A
BT R AL, LV-shS100A8IE X 55414 : 5'-CCU
GAA GAA AUU GCU AGA GTT-3"; [ XEEFF3) N :
5'-GGA CTT CTT TAA CGA TCT CAA-3". X
HE5 5 LV-shNCIE 857518 1 5'-TTC TCC GAA
CGT GTC ACG T-3'; Jx X754 5'-AAG AGG
CTT GCA CAG TGC A-3',
1.3 EFZiRXF

I 15 77 55 RPMI-1640F1G 4 fILiF (fetal bovine



396

- Im RGN ED Y -

serum, FBS)J)T-Gibco /s ] 24 i 2 55 £ (1 4 U
FARFAT Ad-mCherry-GFP-LC3 ik #6138 =
RADFARA AT ; ADRFIVCRIE b5t REE R
HAMRAR ; bt N LC3-VIFR Ak, hbi A\ P62
BATTRESIA. BT\ TUBULINE L PR, BTN
BCL2 ¥ FEfiiA . Hadii A BECLINHL 78 B Hi Al G
PN PIBKC3 . 5e FEPT A IS I T N = A AR
PRAE] ; bt N\ S100ASER seFEHi 14 T Sigma-Aldrich
AF]; BT BNIP3 I FEHUAE T R&D A ; Rt
A\ Calnexin 1 5 FEPUAF G Pt N MnSOD2 5 7 FEHT 4
T Abcam A ] . H WG] 3-MA(3-methyladenine)
H1CQ(chloroquine) it T-MCEA: i B 2438 7 IR 55 7

14 XWHE

1.4.1 @@fe3zsc  Daudigf g FISUDHL-44H o & ¥
B 95T 10% FBSIHRPMI-1640%5 753 1, JeKo-141
5 RS 77 T2 20% FBSHIRPMI-1640%55 75 3L 1, 41
Mo d4 B F-37 °C. 5% CO,. 95%IE 5 1) 5% 77 48 vh gk
ITH IR, Y R AN EIRAE K

142 @wmieEHEE  [FHCCK-8H G174
M PER I . Daudi. SUDHL-4F1 JeKo- 1 4 i b A
FE96FLAR Y, FF AL 5100 L4 s 2 F12 000
Y, JEBCE A 100 wL/FLAH M3 77 FE 1 2 B 0
FEFL. SZIRFLF B 1 pg/mL ADREX 1 pg/mL
VCR, ADRHIVCRIJ i A — H ZE TP K (dimethyl sulf-
oxide, DMSO)¥# i, % HEFLH I AN EAF FIDMSO.
BRI NI E 72 hig, ASEsefL. P HRFLA 2 3 AL
HAr BINAN0 pLI CCK-8IR 7, #2251 J5 7E37 °CH; 7%
NI E 1.5 h, 2850058 & FLAE4S0 mmP < Ab T
FeBE (DYE . 4% 88 Dsgse=Digyse—Dose iy T 5 H SZ 56 FL AN
XTREFLICIDAE, FHT 20 7% 1t =S 58 FL~F- 32 DA /X6 B
HGF¥DIE

143 HERNARIRE5CDNASG & FTrizoliE L
Y RNA, BAARSIRIT : IS0, M4l
WIPTiE R NN 1 mL Trizol, JIZURY; LA R it , T
FEIREE S min. 7] Trizol 24 N 200 pLE;
PRIHIRS), SIFFE 5 min, 12 000 r/min. 4 °CE L
15 min. BRARICEE HIEW, VICAZR S| a0
LR . EIEEHE 10 min, 12 000 r/min. 4 °C&
210 min. &0 JEFEER FIEW, %M 4E 1 mL Trizol /il
A1 mL 75% R EI NN IS & 75% 0%, BN ER
{RIPEVE RNAYIVE, 12 000 /min. 4 °CE(»5 min. 25
DG LB OB, FiR T 5~10 min, £F LB EIER

J&, A RNAase-free /KA fERNADTE, B T80 °CiK
FEORAE#S o AT RO 3 6O FE T AT RN AR FE
A BRI . it RNAVE I Azeo/ A2so KA I RNA
ARE W LUAEYE ] 1.9~2. 189 RNAZ EE R . 4|
PrimeScript™ RT Master Mix Kitiz71] & 15t B -F e il 100
B RNAR R, IR 5E RS TEPCRAX b 58 At 74 35 ).
NI, ISR [N 464 37 °C, 15 min; 85 °C, 5s. A%
) cDNAH T J5 £ qRT-PCR s b 5 i B T 20 °CLR-AF
#H.

1.4.4 gRT-PCR# M| A H 49mRNA K A KF  F
WS100481151 ¥ 741 : F: 5'-CCG AGC TGG AGA
AAG CCT TG-3"; R: 5-AGG TCA TCC CTG TAG
ACG GC-3'. WZH[HN GAPDH, 517518 : F:
5'-AGA AGG CTG GGG CTC ATT TG-3'; R: 5-AGG
GGC CAT CCA CAG TCT TC-3'. 51¥d4EY T
(BB IR AT A . qRT-PCRSZLf# I TB Green®
Premix Ex Taq™ II(TliRNaseH Plus)i®ifl & . o
20 pLWAR R 0 10 uL Premix Ex Taq™ II, 0.4 pL
L5910 pmol), 0.4 uL 551 47(10 pumol), 2 pL
cDNA, 7.2 pL Nuclease-free7K. qRT-PCR N 2614
95 °C 5 min; 95 °C 15's, 58 °C 30's, 72 °C 60 s, fE¥#
399K, 14 FH2 4k T S L DR AR A Rk 7K

1.4.5 Western blotA& 0] 2m it & & Jft 7K -F i
Ab T - W AR S ANUIIREZE MR AR IR 4: DI TR &
PEZ, 100 °CHEIZAZE 5 min, UK ¥4, SDS-PAGE
HEIR FK : ARPEAFIRE AR B 2y 27K, Bl SDS-
PAGE#EKE (8%~12% 70 I, 5% k4l ). FAEEE
o820 pg, 25 B PPKIE SRR D22 v b
o HUKAAME: 80 V 20 min; 120 V 60 min. 4% 1%
He Marker s FHUI AR U1 B 1267, 33K/ INdE B 1
PVDFJEE, MBI ARICE 57 5 45 -PVDF I i —
Tl o g 2, 130 B A3 THIAL 300 mA, 80 min. &
P - AR oK R TBSTHC 1) 5%t PR, A7 LG 58 Ak
Ja, RIAPVDFE T A, =B 1 he HEk
N IR AT, IINT:1 000FRE JG il — P, 4 °CHRIR
WFE IR T TBSTHHE 1:2 0008 R i, =il
TEREIR EWFE2 he A2 RN K 45 RALBE: FHECLAL
RIGEHAT 5, B AE R G435 i H Quantity
One A THHE K FEMH

1.4.6 MEmAaRfgmie  WEMRIFHTHRIT
5, B PR 2 <1004 LR T oFLAR, 5 ANES 77
YIRS EIR20% /0 47, W B BRGSO 7 N
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10, 5041100, HRABEMOUE, MIAAHN KR TER - B4
24 hJg, WU MARES, Z0 5 18 25 40 i 1 7R,
WO AN e AR R BRYLT2 hE, FEUOL R
BT OULER A, i 5 A M PN D B 1, AR 4 O
HEHMRIA, TR AL, &R E A
1.4.7 A7 (autophagy flux)s= 56 ERGLRTE6FL
B AP REAN AN, FEFLINNLS mLESFRM. 110 M.
FreM B & FE IR 50% 7 A7 I HE 28 304 T B, BL6FLAR
HTFLISCER R M FE T H R, 2 EMOTZ 71904 104 20
40, 100, THEFT T EE R, 18I A PO E
FEMOIH . M5 24fUIRECER I fr, B T 2440
PR, )2 20 TE () 24FLAR N INN 2 R E R
7E 37 °CE;FEA4H N AL F 30 min, PBSIHVE & 4 IIE /¢
(11245 LA, 1E24F AR N AP AR AR, FLNINAS00 pL5e 4
Rtk RS EEA fR & BEIR B 50% /2 AR, $2 I8 5
£ MO & 24 Ad-mCherry-GFP-LC3 i 2 75 71
PHEEA S U e R TR AL . 24~48 hJ, HUH 2
W€, PBSIEWEE , (B 2R KAE F, £E5
BB P EELC3R IR AR,

148 EMVENE @I EREA  IREU:
WCAE 10K 22 40, 1 200 r/miniS 0210 min, {32
UUET 1 mL EPE R [ - Af1HH 2.5% 3% - [l
YHARYTTE, [ 2 A 924 heh_E, F10.1 mol BARRE ML
ERE3~SIR, BRI min, SR 5 5 FH 1% RIR [ e 9 ]
3 h, 0.1 mol B FRERSEMERSE3~5 IR, FHR1S min. i
K A 50%LEE 70%L 8 90% LEEFT 90% 74 il
WRUHEAT BB FE i /K, B:UK15 min, HAE4 °CIREE R kAT,
5 i 18 A 100% P9 B 7E H iR B K 3%, BFR 15 mins
AR i AT R B (2: 1) TR N A H3~4 h, SR
JE A 2 P AL (1:2) T iR T2 b, BeJa il
AT °CHEE 32 he [E4k: 7E37 °Cil
FEAE R IEAL6 h, 45 °CIRE4F R E1L12 h, 60 °Cil:
O E 148 he 1 AT LY Fr, JE
21970 nm. GLti: 3% NSRRI MI R IR ET S 46 ho WLEE:
EFES BTN, RN AVRABEA 2XUZ R, H
LR NS I E 2= AT TR N ALY/

149 %95 3£ (co-immunoprecipitation, Co-IP) 52
B BSR4 S AR T S AR A P, $
BUE A2 &, B200 pLE 1 mLEARES, EEHEY
H200 ng% 1 mg, MIANZI 1 pgFl G HTve i )
TgGFf & AH [F] )1 38 IgG AN 20 uL 78 47 B &L Y Protein
A+G Agarose, 4 °CZ 124530 minE22 h. 2 500 r/min

B50 5 min, U3 T 5 82 e vl , InNTHR
1:1 000 LL B RE () —Pt, 4 °CHRIERESILR . MA
20 uL 784} # & [ Protein A+G Agarose, 4 °CZZ 125
1~3 h, 2 500 r/min0>5 min, BEBEI B O, /N0
W kR B3, R T AT R s RIE AN RE R Protein
A+G Agarose, HIHE# T FRE I 1) R AR 2 PBS:
VRUTIES IR, RARREPBS I A f &K CH0.5~1 mL, ¥
BRI BSOS A AN B I R R b IR, 58
B a LIRGEE G, 2Bk BiE, TIAN20~40 pL 1x SDS-
PAGE HLyk_EREZE PR Vortex B2 TTHE, IR oy e 5
O BRSO E R, 100 °CH /KB AL T 3~5 min,
R 43 5 4 R i T T SDS-PAGE ik , 43l FE[A]
145,

1410 %itFEaa  RHISPSS 19.05 14754
3T, PRI ST B LA SR ST R ek 56, %2
ST M B AR SR B DR 2K T 2 A i, B T
BB R R (vts) R, P<0.058 R E Gt R

2 #FR
2.1 A[EIBLHAE#H EIELHAESTADRFVCRBIMZ
MHESR

A Jf v P S0 A 45 R 7, A\ Burkittith B9
4 fgDaudi. A B E 58 41 g SUDHL-4 A1 A £ 41 if
B 40 fflJeKo-1%F ADRAIVCRYY A — 5E 1) Tif 24
P, Horh, ADRAL B 44 i /5, Daudi4tl . SUDHL-4
21 Jf F11JeKo- 1 40 M ¥ AH XT3 4 43 51 790.50. 0.61F1
0.69(P<0.001, K1A); VCRAL FE 41 iy J5, Daudii .
SUDHL-44 ffd flJeK o- 141 g AR X 75 14 43 31 240.40.
0.57F10.68(P<0.001, K1B). 45 F % 8, JeKo-141 iy
XTADRAFIVCRE A B ey 1 it 24 14, SUDHL-44H Jfd 7%
2., DaudiZil fg %+ ADRATVCR i 26 14 5% 59
2.2 NEIBLAAE#H EELAES100A8FKIAKEHES

Y1 B 35 P 9256 06 %€ 7 Daudi. SUDHL-4 Al
JeKo- 141 i 5+ ADRAI VCR B AN [H] (it 251 2 )5
FATE R T S100A8FE RIAE = Fh 4 i o () 2232
Z5. B4, qRT-PCRE R %KW, Daudi. SUDHL-4
FJeKo-141 i H S100A8FE K [P mRNA ¥ 35 /KP4 AN
FATE], DaudiZi il -h S100A8%E R ) mRNA ik K T
fik, SUDHL-4F JeKo- 141+ ST00A8KEF 1] mRNA
FIBKF 43 5 2 Daudigl fE H 1) 1.46% (P<0.05)Fl
2.515% (P<0.01)(E2A). N T HAE ST00A8 )& H
NIRRT, BRATTEEAT T Western blotSZi:, 45 4L 0
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7~, SUDHL-4(P<0.01)#1JeKo-1(P<0.001)4H iz =
ST00A81 25 1 51 il ¥ /K - 2. 3% 5 T Daudi4i i (4]
2BHIE 2C). 1XEe5E LW, X ADRHI VCREA A
[ 24 7 () = Fh 41 ffd Daudi. SUDHL-4 41 JeKo-1
S100A8IEH ()R IE KT A A, % ADRFIVCR
H A B 551 25 P ) Daudigi i, £ S100A85K L /K
5 fi%; %F ADRFIVCREA s 25 14 i) JeKo- 141 /g,

(A) = Control
1.2- EE ADR

otk dokk Ll

1.04 /= T e

iability

> 08'
S 0.6

>
£ 041
[}

& (.21
0

e cell

Daudi SUDHL-4 JeKo-1

HS100A8FKIE K- 5t 15 o

2.3 FHLS100A83TBLHAGH B EE LR AR 2514 A2 00
9T 3RS S100A8X} A 7] BZH Jifa ik £ 983 41

Jaifit 25V sz, FATIRI A8 B AR B i

fEDaudi. SUDHL-4#1JeKo- 140l H £ 5 T-HS10048

R RIEKF . qQRT-PCRE: R W, 1875 5 & e

J& , Daudi-shS100A8. SUDHL-4-shS100A8F JeKo-

(B) = Control
1.2 ox BE= VCR

> sokk Hkok —_—

=1.04 /= L3

z

.g 0.8

8 0.61

[

5 0.4

=

o

~Z 0.21 I
G T

Daudi SUDHL-4

JeKo-1

A: Daudi. SUDHL-4fl1JeKo-14M%} ADR it 24 14; B: Daudi. SUDHL-4f1JeKo-141Mi%t VORI Zi 1% . **+P<0.001.
A resistance of Daudi, SUDHL-4 and JeKo-1 cells to ADR; B: resistance of Daudi, SUDHL-4 and JeKo-1 cells to VCR. ***P<0.001.
E1 TREiHEEMAEITADRIVCRATZ 1
Fig.1 Resistance of different lymphoma cells to ADR and VCR

(A) . (B)
Z N4 N
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> < o
S Nk &
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o
=]
8 S100A8 | W — 11kDa
—
g
(5]
& TUBULIN — 55kDa
2

2.5

=

2}

g =
=l

= £ 2.0

° A

S <154

.8015

o=

z © 1.07

5E

o)

[

0.5
0 T
& M
S
ANl %\)Q@)

>
o
\@

A: Daudi. SUDHL-4#1JeKo-140 i3 15100483 ImRNA ¥ 2214 K *F; B: Daudi. SUDHL-4#1JeKo-140/i 1 S100A8 % [ (1 214 /K1, C: S100A8

EARKE . *P<0.05, ##P<0.01, ***P<0.001 .

A: the mRNA expression levels of S70048 gene in Daudi, SUDHL-4 and JeKo-1 cells; B: the expression levels of SI00A8 protein in Daudi, SUDHL-4
and JeKo-1 cells; C: gray analysis of SI00AS protein. ¥*P<0.05, **P<0.01, ***P<0.001.

E2 TEHEEAMSI00A8RIEKFHES
Fig.2 S100AS8 expression differences in different lymphoma cells
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1-shS100A 841l - S100A8¥) mRNAZE % /K A%} T
A5 1 B T HE A8 B 29 S B A T 70%(P<0.01)
75%(P<0.001)F1 73%(P<0.01)( 3A), ¥ 1185 2
Y€ T30 7 Daudi. SUDHL-4 1 JeKo- 141 il
W S100A483E K f] mRNAZRIE Ko 41 G PR 56
Rl 25 R, A8 55 e Aa 8 T4 S1004 8%
, ADRACFRZH IS, 5 H A H M R AR L,
Daudi-shS100A8. SUDHL-4-shS100A84! JeKo-1-
shS100A S i F1 AH % 40 B v P4 3 331l 24 0.42(P<0.01)
0.40(P<0.001)F10.26(P<0.01)(K 3B), VCRAL 4 i1
Ja, 5HA BB A EE, Daudi-shS100A8.
SUDHL-4-shS100A8 71 JeKo-1-shS100A 84 Jits [ 4
Sof 4 B E P43 59 9 0.39(P<0.01). 0.37(P<0.01)40
0.28(P<0.01)(F3C), IXEegh R, T4 S10048%
(PRI )5 , R ELIR 40 X ADRFN VORI 214 &
EEK, 45A S100A8F 1L /KT L5 Ik ELJR 41 M %) ADR
FTVCR 1T 25 1 2 R AH O [ S8 25 R, 78 75 Uil B4
S100A8 A LA i BAH i ik B2 583 41 i %) ADRAI VCRIH]
i 2512

2.4 FHLS100A8= BRI I 40 e BT M
HIZEL

Western blot4h J 7, 189 8 & g Ao e T
S10048F:H 5 , Daudi. SUDHL-4#1JeKo-14H g
S100A8% [ (IR IE KT 2 EBHK, RN, LC3-1IE A
ACF R E R, 10 H Pe28 (/K-F B3 m, 1IXR W
T-H ST00ASFEDR e, b B8 4 0 1) P e ot 1k 52 28] 1
SANE] (B 4A). BWRERET R ER, THS10048
BRI R 5, R ELR A M N 1 LC3 8 [ B il 3
/0 (K4B). 5, 25 5 F AR I 20k B8 0 i P 1)
H i B R 25 BB, T HES10048 K RIS 5,
EXLR 24 G A (%) 1 Wk v B A B I 35 982> (SUDHL-4,
P<0.05; JeKo-1, P<0.01)(K| 4CFIE 4D), ixstghft
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Fig.3 Effects of S100A48 interference on the drug resistance of lymphoma cells
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Fig.4 Changes of autophagy activity in lymphoma cells after interference with LV-shS100A8
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Fig.5 Effects of autophagy inhibitor treatment on the resistance of B-cell ymphoma cells to ADR and VCR
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