MR PE 2 2R 2021 4F 12 %5 43 %% 6 ] Fujian Med J.December 2021, Vol. 43, No. 6 o 125 -

cardial ischemia/reperfusion injury by regulating macrophage
polarization and neutrophil infiltration [J]. Circulation, 2019,
139 (5): 663-678.

[9] Li K, Liang Z, Zhang ], et al. Attenuation of the infla-mmato-
ry response and polarization of macrophages by photobiomodula-
tion [J]. Lasers Med Sci, 2020, 35 (7): 1509-1518.

[10] Morrell E D, Bhatraju P K, Mikacenic C R, et al. Alveolar
Macrophage transcriptional programs are associated with out-
comes in acute respiratory distress syndrome [J]. Am ] Respir
Crit Care Med, 2019, 200 (6): 732-741.

[11] Schmidt J, Rattner D W, Lewandrowski K, et al. A better
model of acute pancreatitis for evaluating therapy [J]. Ann
Surg, 1992, 215 (1). 44-56.

[12] Tisch R, Yang X D, Singer S M, et al. Immune response to
glutamic acid decarboxylasecorrelates with insulitis in non-obese
diabetic mice [J]. Nature, 1993, 366 (6450). 72-75.

[13] Zhang S. Jiao Y. Li C, et al. Dimethyl itaconate alleviates the
inflammatory responses of macrophages in sepsis [J]. Inflam-
mation, 2020, 44 (2), 549-557.

[14] Nakkala ] R, Yao Y, Zhai Z, et al. Dimethyl itaconate-loaded
nanofibers rewrite macrophage polarization, reduce inflamma-
tion, and enhance repair of myocardic infarction [J/OL]. Small
(2020-11-08 ) [ 2021-03-14 ]. https: //doi. org/10.1002/
smll. 202006992. htm.

[15] Wang Q. Li X L, Mei Y, et al. The anti-inflammatory drug
dimethyl itaconate protects against colitis-associated colorectal
cancer [J]. Journal of Molecular Medicine (Berlin, Germany) ,
2020, 98 (10): 1457-1466.

[16] Yin D, Wang W, Han W, et al. Targeting Notch-activated
M1 macrophages attenuate lung tissue damage in a rat model of
ventilator induced lung injury [J]. Int J] Mol Med, 2019, 44
(4): 1388-1398.

[17] Klinkhamhom A, Glaharn S, Srisook C, et al. M1 macro-
phage features in severe Plasmodium falciparum malaria patients
with pulmonary oedema [J/OL]. Malar]J (2019-12-18) [2020-
05-15]. https: //doi. org/10.1186/s12936-020-03254-0. htm.

[18] Wang L, Zhang H., Sun L. et al. Manipulation of macrophage

polarization by peptide-coated gold nanoparticles and its
protective effects on acute lung injury [J/OLJ. J Nanobiotechn-
ology (2019-12-18) [ 2020-05-15]. https: //doi. org/10. 1186/
s12951-020-00593-7. htm.

[19] FengL L, XuLS, GuoMM, etal. 5,7, 2", 4", 5'-Pentam-
ethoxyflavanone regulates M1/M2 macrophage phenotype and
protects the septic mice [J]. Chin J Nat Med., 2019, 17 (5):
363-371.

[20] Zhuo Y, Li D, Cui L, et al. Treatment with 3, 4-dihydroxy-
phenylethyl alcohol glycoside ameliorates sepsis-induced ALI in
mice by reducing inflammation and regulating M1 polarization
[J/OL]. BiomedPharmacother (2019-4-2) [2019-05-217. ht-
tps: //doi. org/10.1016/j. biopha. 2019.109012. htm.

[21] Miller L E, Justen H P, Scholmerich J, et al. The loss of sym-
pathetic nervefibers in the synovial tissue of patients with rheu-
matoid arthritis is accompanied by increased norepinephrine re-
lease from synovial macrophages [J]. FASEB J., 2000, 14
(13): 2097-2107.

[22] Jiang H. Ding X. Ying C. et al. Dense intra-adipose
sympathetic arborizations are essential for cold-induced beiging
of mouse white adipose tissue [J]. Cell Metabolism, 2017, 26
(4) . 686-692.

[23] Muller P A, Koscsd B, Rajani G M, et al. Crosstalk between
muscularis macrophages and enteric neurons regulates gastroin-
testinal motilitycell [J]. Cell, 2014, 158 (5): 300-313.

[24] Taborsky G J, Mei Q. Bornfeldt K E, et al. The p75 neurotro-
phin receptor is required for the major loss of sympathetic nerves
from islets under autoimmune attack [J]. Diabetes, 2014, 63
(7): 2369-2379.

[25] Calderon B, Suri A, Miller M J, et al. Dendritic cells in islets
of Langerhans constitutively present beta cell-derived peptides
bound to their class [ MHC molecules [J]. Proc Natl Acad Sci
USA, 2008, 105 (16): 6121-6126.

[26] In't Veld P, De Munck N, Van Belle K, et al. Beta-cell replica-
tion is increased indonor organs from young patients after pro-

longed life support [J]. Diabetes, 2010, 59 (7). 1702-1708.

- EaarsR -

K iEIE4R TS RNA MALATI X+ B 38 20 B A5 7 8 =X M RV 1E A

R IR EE e 4 R R A P R EE e T B (RE N 350014)

E E1
PEmIER . &

ok FEE

BH B KaEIES IS RNA (LncRNA) Al JRE 5 RS A OCHE S A 1 (MALATL) X fili 488 40 it il 3 36 7 ik
15 FHS2 I 96 6 E B i SIS WEAE S N (QRT-PCR) 46 I i 97 40 L A549 o MALATL B2k, 185

TEAE AS49 4l il T B i K3k MALATL, I3 b 5w B W B S5 30 e i) 1 4 535 i 638 MALATL J5 AS549 40 il 0y iU
RIS, 3@ ) Western blot il T4 50 % 3 %35 MALATL J§ A549 40 A7 /5 DNA S5 FRIC Y v-h2ax Rk pyocAs, &8

18R AS49 AT R FHE MALATL J5, A549 4 B O ME RS N, BO7 /5 DNA B 4565324 v-h2ax (19 % ik 4
. Gl FEAE AS49 A i RIk MALATI J5, AS549 4 i i O SURMEBE AR . 97 /5 DNA #5510 4 v-h2ax 19K 4A
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Effect of long non-coding RNA MALAT]1 on radiosensitivity of lung cancer cells ZHENG Fei, LI Jiancheng.
Department of Radiology, Fujian Cancer Hospital, Fujian Medical University Cancer Hospital s Fuzhou, Fujian
350014, China

[ Abstract]
Methods

or overexpress MALATI in A549 cells, and clone formation experiment was used to detect the changes in radiosensitivity of

Objective To study the effect of long non-coding RNA MALATI on radiosensitivity of lung cancer cells.

qRT-PCR was used to detect the expression of MALATI in lung cancer cells A549, lentivirus was used to knockdown

A549 cells after knockdown or overexpression of MALATI1, Western blot was used to detect the changes in the expression of v-
After the
knockdown of MALATI in A549 cells by lentivirus. the radiosensitivity of A549 cells increased, and the expression of DNA

h2ax, a radiation induced DNA damage marker in A549 cells after knockdown or overexpression of MALATI. Results

damage marker y-h2ax increased after radiotherapy. After overexpressing MALATI in A549 cells by lentivirus, the radiosensi-
tivity of A549 cells was reduced, and the expression of DNA damage marker y-h2ax after radiotherapy was reduced. Conclusion

The regulation of long non-coding RNA MALATI can affect the radiosensitivity of lung cancer cells, and it may become a new

target for lung cancer radiotherapy sensitization.

[Key words]) lung cancer; radiotherapy; long non-coding RNA
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B AT SR E MR (SBRT) 1M 39 i g T LA 42 32 1 B vk
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e RNA (LnecRNA) 1E S B i B= 2 3k il fF 58 9038 19 —
ATEEROT, BRIAE Z R MR R R AR L R Ba YT Ik
EHEBEEERAY . LncRNA [FRE g F 525 mT LS i fiti 932 (9
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1.1 . BhE MRk AS49 4000 B P BB b 40 I
RPMI 1640 X5 3% % K g 4 M7 (FBS) W H 3% E Gibeo 24
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JeEE M 2% BB A fEE LEICA A F; T ki
MALATI A1 95 3¢ 1 B 1 75 B0 D B2 2 B B I A KR
Al; v-h2ax X Bractin HifkMg [ £ CST A+,

1.2 FHik:
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1.2.2  SEBe 4y A, W 12 B 0H 45 0 R AS49 4 g
MALATL i % ik, K AS49 J0H 5 O T4 xt A, T4k
MALATL 4, & 3REXTHA . id Rk MALATL 4.

1.2.3 qRT-PCR ZZ5. AR RNA 42170 & v 045,
T A A A YT A A A, PR I TP Y RNA, SRS B
e fEA AT, 45T SR AR 30 4 Sl ) S Fe IR I 5, & vk
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i cDNA, #J5 %M qRT-PCR I 71 £ 156 07 45 #5276 46 0 20 i
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L2044 ZHARAR . 40 R SR T B E 4R s &8 19 6MV-X
S AT IR, R R E N 350 ¢Gy/min, SSD % E N
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OJE R LW, R BCA B AWM ke E A Mk, #
TR AT AR M, SR JH R Y e B B Uk (SDS-
PAGE) #ATHE A FUAUK . IR FIW 2 5 I 4 B0 28 3 A — 98
ZJ (PVDF) JE, F2W\ N 1 h, fliH y-h2ax $i ik
(CST) T4 CTIE MK, TBST 5% ik ¥k I J5 >k FHl — 4t
TERT®HE 1 h, TBST ZEop ki, RA®BRMLFELNL
(ECL) &5 B @i,
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FEREEZEFINEX RS MEKRR AR RS ACE2-Ang(1-7)-Mas 5
ACE-AnglI-AT 1 % ACE2 ,ACE.AT 1 BJ 220

JE TR E AR N 8 B A B R (F8 M 350001)  BREE  ERF B2

[ E1 B® b EsREsshilgod 28 m i E KR (SHR) i RSl Bk ZR LR 2- A& BikFE (-
7 -G EAMBKZA [ACE2-Ang (1-7) -Mas] 5l B ZHAAM- AN E B E 1-mEEKE 1 MZE (ACE-Angll-
ATD HERZm, B0 IRsR B 32 sl 2%t SHR iR R RE i /E ML, 735 SRA R B & 2k 7 2% K Bk A7
sz h g, R F IR e o8 EIRESE R GHEC S E8ud i, R “BEE” L0284 (AHR . Ik
A (AMAP) R I BRG ~7 4 2 57 A3 285 I B i % E AT K R K R 8 S A I A0S (RVLMD . A% (NTS) M= 55
¥ (PVN) UK ENFE, R Real-time PCR £l ACE2-Ang (1-7) -Mas 5 ACE-Ang 1 -AT1 %l 1. 45 % 3k X ¥ L E 2
(ACE2), G EHMBZA (Mas), ML ZKEHIE (ACE), MEZKE 1 MZAE (ATD M mRNA £k, £8 5
JEIEH IR KL (WKY+Sed) A, AEZM®EIMEKRKKZE (SHR+Sed) 41 LVEDP, LVM # &, -dp/dt max %
fiX, ZRTAEHEI¥FEXL (P<<0.05), AXMFEIMEKRREZ (SHR+HExD 415 A &M ERRL#H (SHR+Sed) 4
A, LVEDP, LVM %, 2R A5 E L (P<0.05) ., +dp/dt max, -dp/dt max 7} & ; 5§ WKY+Sed ZH4H L. SHR
+ Sed 4 JE F R EHEUEME (BRS) FRE. Z2FHWHESKI#E X (P<<0.05). SHR+ExT 4% BRS % SHR+ Sed #1313, 2%
SHGH¥E X (P<0.05); £ RVLM, NTS ¥ PVN i1, 5 WKY+Sed 4140 L, SHR+Sed 41 ACE2 ¥ FF%., 25 H
GiitzE L (P<<0.05), RVLM X PVN #1fy ACE, AT1 EJF. NTSH ) AT EJF (P<<0.05); f£ RVL, MNTS K& PVN
i, WKY+ExT 411 ACE2, ACE., AT1 5 WKY+Sed 41 2 5 K411 E X, SHR+ExT 41/ ACE2 £ SHR+ Sed 413
M, ZERAGITFEN (P<<0.05, AT1 TR, Z2R A% (P<0.05), 5 WKY+Sed 41, WKY+ExT 42 %
Gt A PVNH, 5 WKY+Sed 1. WKY+ExT 4l k., SHR+ExT 41/ ACE ¥k, 2R FAHITFRE Y (P<
0.05), & KR EZ 3 Y 438 n] G 1 i3 BRS, Y ACE2-Ang (1-7) -Mas 5 ACE-Ang l-AT1 #ili ACE2, ACE,
AT W RBUE A R MR RImE.
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