1126 FREF 2024 F4 A% 53455 8H

vt
. Eﬁﬂ s - doi:10. 3969/j. issn. 1671-8348. 2024. 08. 002
WM& H & https://link. cnki. net/urlid/50. 1097. r. 20240115. 1139. 006(2024-01-16)

FRER K K B 28 9 K BR % 8 | A =2 Mo # S X 355 #0
RENESMENFR

R HRAE AT, f AL kAR
Q. FRAFTIFNEARERELREF4, K 4054002, 2N TP E RS AA, @£ M 6350005
SNAEFRFEAAYNFLE LAEFEREF PSS, @I &AL 637000)

[(HE] BW RAARAREEINIFIORIADEAHEY ABBRABPFPELERESRLEN £ Z,
Fix ¥ Sprague-Dawley XK R (8 A#) 2 A EFHAAND A, n=11).FEH K AEHA(HFD A, n=13) =
HFD &AM AR EZHFA(GS A, n=13), H5~13 AHEAEMNaE, LS 13 AFEHRLEE. G@k
I (L) -1, IL-6 b 95 3R % B F-a(TNF-o) B8 % 45 (LPS) , % A2 B 85 (TC) ,Hib = B (TG) 4K F E 5 & G -2
B (LDL-C) . & F s & & -2 B 8 (HDL-C) K -F 48 A A M B TR B H(HOMA-IR) . Tk B X K4 W
£120 DNAARASRATELBA A, BGR $ 1 A3 AERELZFALITFEL(P>0.05, % 5~10
B.GSHhEFHFNDA, ZF A% FEL(P<0.05), % 5~13 A.HFD A &)k & F ND 4, % 10~13
JA.GS A BT HFD 4, 2 F A %t 3 &L (P<<0.05), 5 ND 4%, HFD 4 TC,TG,LDL-C #&
HOMA-IR % & ,HDL-C K-F 4%, £ F A %5 EL(P<0.05), 5 HFD 2% ,GS 244 TG.LDL-C &K ¥,
HOMA-IR % f&.HDL-C &K F £ &, £ F A %3 5 & L (P<0.05)., HFD 4 LPS.IL-18.1L-6 . TNF-a K -F &
T ND 48, f GS 44&T HFD 20(P<0.05), & = A 544 R AN, HFD 4 .GS A il M & % # £
SHMEESNDARR, REKPFLEREF.3AMHERERBHLEMEET TR, O U ANAL AR TG KA
WEE, BARSM B F.HFD 4 PRI E s & T ND 4, m GS 44k T HFD 40, 2 F A %t £ & L (P <
0.05), &it MR AEZARBRAKREZ TAE HFD 3R 694 AR M7 5 = X2 . b T ok @i 85 i
AN FER LIPS KPFREMEGRIE,

(8] RBRAXEL:; HEMRENBE R IR LE;H0E

[FEZEDES] RI65 [X#FRiIRE] A [XEHS] 1671-8348(2024)08-1126-06

Study on gentamicin sulfate regulating gut microbiota for affecting glucose and

lipid metabolism and inflammation to improve hypertension in rats”
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[Abstract] Objective To investigate the relationship between gentamicin sulfate mediated gut microbi-
ota in affecting glucolipid metabolism and inflammation with hypertension improvement. Methods Sprague-
Dawley rats (8-weeks-old) were divided into the normal diet group (ND,n=11),high fat diet group (HFD,
n=13) and HFD combined with gentamicin sulfate gavage group (GS,n=13). Blood pressure was monitored
weekly during 5—13 weeks,and the levels of insulin,IL.-18,1L.-6, TNF-a, LPS, TC, TG, LDL-C, HDL-C and
homeostasis model assessment of insulin resistance index (HOMA-IR) were assessed at 13 weeks. The met-
agenomic analyses were performed on DNA samples from rat colonic feces. Results The blood pressure in 13

weeks had no statistical difference among the three groups (P >0. 05). The blood pressure during 5— 10
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weeks in the GS group was higher than that in the ND group with statistical difference (P <C0. 05). The blood
pressure during 5—13 weeks in the HFD group was higher than that in the ND group,and the blood pressure
during 10— 13 weeks in the GS group was lower than that in the HFD with statistical difference (P <C0. 05).
Compared with the group ND,the levels of TC,TG,LDL-C and HOMA-IR in the HFD group were higher, the
HDL-C level was lower,and the differences were statistically significant (P<C0. 05). Compared with the HFD
group,the levels of TG,LDL-C and HOMA-IR in the GS group were lower,the HDL-C level was higher,and
the differences were statistically significant (P <C0. 05). The levels of LPS,IL.-13,1L.-6 and TNF-a in the HFD
group were higher than those in the ND group, while the GS group was lower than the HFD group (P <<
0. 05). The partial least squares discriminant analysis showed that the intestinal microbiota in the HFD group
and GS group was different in structure from that in the ND group. The family level results showed that the
structure of the gut microbiota changed in three groups,including 24 microbiotas with significant changes. The
hierarchical analysis showed that the proportion of f-desulphovibrio in the HFD group was higher than that in
the ND group,while the GS group was lower the HFD group,and the differences were statistically significant
(P<C0. 05). Conclusion Oral antibiotic gentamicin sulfate could improve the glucose and lipid metabolism ab-
normalities and inflammation caused by HFD and its mechanism may be to relieve hypertension by regulating
intestinal flora structure,abundance and LPS level.
[Key words] gentamicin sulfate;intestinal microbiota;insulin resistance;inflammation;hypertension
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