W oW oF RN ORFF R 2025 4F 3 J1 %5 45 %4 3 )
438 Journal of Hunan University of Chinese Medicine Mar. 2025 Vol. 45 No. 3

ARSCHI: B, X #, Uk, B PSRRI METTL3 /519 meA B4 B4/ 4 CMECs IR . WirgHhE2
FKeEfrAR, 2025, 45(3): 438-444.

B SB &R EIZIEE METTL3 /M &8 m°A &4
IR E/E S CMECs BYRIPMER

EUESINE IS
e RS R B iR 1T 410208

(HBE) BH BT 58 4% 08 7 X 8208 2 (H/R) BT A B ALt % 7 % 40 L (CMECs) 8y 0% 37 4 Ji B P 2 4% A B A 3
(METTL3) 8§ % ,J73% #5L HR #i15 CMECs AL W afa o 2 a8 BA A FHA RFA o H+idRA4 SHA ELISA
A &2 36 B T TL-1B A TL=10 AT, 7 3 40 A AR A 0 & 28 4 9 98 7= 15 5T, Western blot A3 & 21 METTL3 & & & 3k A F, e,
PR A4 moA BOLER B CK KT R 5 a4 R, A 4 METTL3 & A%kt 5 m°A AT 75 (P<0.01),CMECs 1= %
#7% (P<0.01),IL-1B..CK 4B # & (P<0.01) ,IL-10 4B A {K(P<0.01) ; 5 AL 41t %, & 264 METTL3 & & %k 5 m°A A FH B
(P<0.05,P<0.01),CMECs 8 - % & % K (P<0.01) ,1L-18 .CK 4 & % # £ (P<0.01),1L-10 4 & & & & (P<0.01); 5 E A 4 th,
i, it &K A 4 METTL3 & A & 3£ 75 (P<0.01) ,CMECs 8 - % # & (P<0.01),1L-1B .CK & & 7+ & (P<0.01,P<0.05),1L-10 4 & 1%
(P<0.01); 53t RIA A M, P Fh+it ke ik 41 METTL3 & & 5% 3k 51K (P<0.01),CMECs % = % £ %.(P<0.01),1L-18 .CK & & B 1K (P<
0.01,P<0.05),1L-10 & & B ZF A5 (P<0.01), &5 FH5 38 4413 7 i PR (KR BB, 304 40 A ==, 3¢ ok /8 4. CMECs H R 371
FEEALH T 8 5 4% METTL3 3k, AT T meA AP H X,

(KBR) 5 EEMEF T, F XA 3;meA B45 ;0 bk B £ 407 50 LB & 7 % 4 4

(hE S %S IR285.5 (CERFREAT A (3 EHS )doi:10.3969/j.issn.1674-070X.2025.03.007
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reoxygenation—injured CMECs through regulating
METTL3-mediated m°A modification
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[Abstract] Objective To explore the protective effects of Danshen Tongluo Jiedu Decoction (DSTLJDD) on cardiac microvascular
endothelial cells (CMECs) of rats with hypoxia/reoxygenation (H/R) injury and its influence on methyltransferase—like 3 (METTL3).
Methods The H/R-injured CMECs model was established, and the cells were divided into blank group, model group, Chinese
medicine (CM) group, overexpression group, CM+overexpression group, and empty vector group. The levels of inflammatory factors
IL-1B and IL-10 in each group were determined by ELISA, cell apoptosis was measured by flow cytometry, the protein expression
level of METTL3 was checked by Western blot, and the content of m°A and creatine kinase (CK) were examined by colorimetry.

Results Compared with the blank group, the protein expression of METTL3 and the level of m°A in the model group increased (P<
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0.01), the apoptosis rate of CMECs increased (P<0.01), the content of IL-1f and CK increased (P<0.01), while the content of IL-10
decreased (P<0.01). Compared with the model group, the protein expression of METTL3 and the level of m°A in the CM group decreased
(P<0.05, P<0.01), the apoptosis rate of CMECs markedly decreased (P<0.01), the content of IL-1B and CK significantly decreased (P<
0.01), while the content of IL-10 notably increased (P<0.01). Compared with the model group, the protein expression of METTL3 in
the overexpression group increased (P<0.01), the apoptosis rate of CMECs increased (P<0.01), the content of IL-18 and CK increased
(P<0.01, P<0.05), while the content of IL-10 decreased (P<0.01). Compared with the overexpression group, the protein expression of
METTL3 in the CM+overexpression group decreased (P<0.01), the apoptosis rate of CMECs decreased (P<0.01), the content of 1L-1f
and CK decreased (P<0.01, P<0.05), while the content of IL-10 significantly increased (P<0.01). Conclusion DSTLJDD can reduce

inflammatory responses, inhibit cell apoptosis, and exert protective effects on H/R—injured CMECs. Its mechanism may be related to

the suppression of METTL3 expression, thereby downregulating m°A level.

(Keywords]) Danshen Tongluo Jiedu Decoction; methyltransferase—like 3; m°A modification; myocardial ischemia-reperfu-

sion injury; cardiac microvascular endothelial cells
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