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0.51 + 0.08 vs. 0.4920.06, P34 > 0.05];21 d BEMGLH I3 Mg LLAHHR A Mg, B 441 TRPM6 mRNA Fik/K V) B (%
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Expression of TRPM6 mRNA in Renal Tissues of C57BIL/6 Asthmatic Mice
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Abstract: [Objective] To observe the expression of transient receptor potential melastatin 6 (TRPM6) mRNA in renal tissues
of C57BL/6 asthmatic mice and to explore the possible mechanism of hypomagnesemia in asthma. [Methods] Forty-eight healthy
C57BL/6 mice, which were 4-6 w old, female, body mass (12 + 2)g, were randomly divided into asthmatic group and control
group with 24 mice in each group. The asthmatic group were sensitized and challenged by ovalbumin. Eight mice were randomly
taken out from each group at 1d, 21d, 34 d to detect plasma Mg**, intracellular Mg?* and expression of TRPM6 mRNA in renal
tissues. [Results] There were no significant differences in plasma Mg?*, intracellular Mg?* and TRPM6 mRNA expression of renal
tissues between asthmatic group and control group at 1 d [(0.85 + 0.07) vs. (0.89 = 0.12) mmol/L, (2.48 + 0.14) vs. (2.49 =
0.07) mmol/L, 0.51 * 0.08 vs. 0.49 + 0.06, P > 0.05, respectively); plasma Mg** and intracellular Mg** as well as TRPM6
mRNA of renal tissues in asthmatic group wére significantly Jower than that of control group at 21d [(0.84 + 0.09) wvs. (0.95 =
0.07) mmol/L, (2.39 x 0.14) vs. (2.44 = 0.09) mmol/L, 0.32 + 0.06 vs. 0.52 = 0.05, P < 0.05, respectively); plasma Mg>*
and intracellular Mg** as well as TRPM6 mRNA of renal tissues in asthmatic group were significantly lower than that of control
group at 34 d [(0.67 = 0.10) vs. (0.94 = 0.10) mmol/L, (2.17 + 0.08) vs. (2.43 « 0.08) mmol/L, 0.24 + 0.05 vs. 0.53 =
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0.06, P < 0.05, respectively). Both plasma Mg* and intracellular Mg?* were positively correlated with TRPM6 mRNA expression in
the renal tissues (r = 0.630, 0.715; P < 0.001, respectively). [ Conclusion] Downregulation of TRPM6 mRNA in the renal tissues

may provide a molecular mechanism for hypomagnesemia in C57BL/6 asthmatic mice.
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Table 1 Comparison of plasma Mg* between asthmatic group and control group

(% £s,mmol/L)

Group n 1d 34 d F P
Asthmatic group 8 0.85£0.07% 0.84 + 0,094 0.67 £0.10 2 11.657 0.000
Control group 8 0.89 +0.12 0.95 +0.07 0.94 £ 0.10 1.096 0.353

T 0.642 3.29

P 0.531 0.005

1) Compared with control group at 21 d, P < 0.05; 2) compared with control group at 34 d, P < 0.05; 3) compared with asthmatic group

at 21 d, P < 0.05; 4) compared with asthmatic group at 34 d, P < 0.05
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Table 2 Comparison of intracellular Mg between asthimatic group and control group

(% £, mol /L)

Group n 1d 34 d F P
Asthmatic group 8 2.48 £ 0.149 2.39+0.14 D% 2.17 £ 0.08 2 12.52 0.000
Control group 8 2.49 +0.07 2.44 1 0.09 2.43 +£0.08 0.616 0.55

T 0.424 6.421

P 0.678 0.011

1) Compared with control group at 21 d, P < 0.05; 2) compared with control group at 34 d, P < 0.05; 3) compared with asthmatic group

at 21 d, P < 0.05; 4) compared with asthmatic group at 34 d, P < 0.05
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< 0.05), XM 1 d.21 d.34 d & 202X TRPM6
mRNA KK 22 5 70 535 (P = 0.391) ; B i
4 1d .21 d.34 dF2H2 TRPM6 mRNA 33k 7K
34 R B3N (P = 0.000) .21 d Fl 34 d BEWEZ

TRPM6 mRNA FRXKSFHBEMRF 1d (P <
0.05) ;34 d BREZH TRPM6 mRNA kK &%
F21d(P<0.05;% 3,K 1),
2.4 M 345 4T 40 P PR 55 55 1 4H 4R TRPM6 mRNA
eIk S 1

1 3% Mg Y& J¥ 55 15 20 41 TRPM6 mRNA 335
KPR IEMIE (= 0.630, P < 0.001), 400N
Mg ¥k 5 55 1 20 20 TRPM6 mRNA ik 7K &2 IF
M = 0715, P <0.001),
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Table 3 Comparison of TRPM6 mRNA of renal tissues between asthmatic group and control group (xxs)

Group n 1d 21 d 34 d F P
Asthmatic group 8 0.51 £0.08 % 0.32 £0.06 V9 0.24 £0.052» 38.176 0.000
Control group : 8 0.49 £ 0.06 0.52 +£0.05 0.53 £0.06 0.983 0.391

T 0.54 7.402 10.526

P 0.597 0.000 0.000

1) Compared with control group at 21 d, P < 0.05; 2) compared with control group at 34 d, P < 0.05; 3) compared with asthmatic group
at 21 d, P < 0.05; 4) compared with asthmatic group at 34 d, P < 0.05
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Fig.1 Expression of TRPM6 mRNA in renal tissues of
asthmatic mice
A; TRPM6; B:beta-actin; M: DNA ladder marker; 1. control
group at 1 d; 2; asthmatic group at 1 d; 3: control group at 21 d;
4. asthmatic group at 21 d; 5: control group at 34 d; 6. asthmatic
group at 34 d

#

3 3
18 A I i 20 5 R R I s A0 5 R I
SE o TE—TXT 93 18 A 1 e R LR B 3R
BLEOBT ST B . 18 VAR 30 e i 8 3 3 LH B
IR M AE AR AT, & AR5 26.9%7F
15.19%" , Haury & BUH 50% 1) BLAE B2 Wy R &6 5+
ERBE IMAE o Alamoudi ™ 7E A8 A5 K HH W2 g £ 2 (R B
IME 5 B = B R, AE B 2RI A S YRI5
B BT O R LE BB A O A B2
SRS B R RIMER , D RS TN B R I ¥
B NG B AR (R BEAREER 40% , T i iE
H AR R BB R A 12% o (A8 12 i 48 5
B e M 5 PR R LR A VDL R B
WL - 187 32 /0N i 19 B RO 0 B e i 97
¥, IEEBOLT 4 80%M MIFEE L B Nk,
ARSI AU B B /INVE B, P T/ NE
O 25% , BERE TR SO BE 29 B PO B Y
65% , T¥m/INE FIRERE T SOMLBOR 1 1 1 20 5% %

WARTERM, HoBERET SO B Mg I E IR ISR
1 B E LR ] paracellin-1, paracellin-1 5848
228 Ca M Mg RE R, REIT/MEER
W BE B 5% ~ 10% , (B P sE FREEWR B Y T
BLHRAL, Mg R fh/NE TR 22 B i R 32 248 B or
M6 B il 18 (TRPM6 ) /15 1Y 32 3h 5 it i iz i 42
IR, Mg DA TTUAN 21 56 J58 S0 8% 2 32 AL S
# FERITAMI Mg 7] fEiE T Nat/ Mg B k&
ZH LR E

Groenestege *lF5T & N . 38 B2 A= K K F (epider-
mal growth factor, EGF) 2177 5 JE 86 5 % i Al B¢
AH 218 (magnesiotropic hormone) , & f7 A A F
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