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Jin Dingjian

( Affiliated Hospital of Yanbian University, Yanji, Jilin Province 133000 )

. 5lE

AL EE B 2 (SGLT-2) #ifl e —JHr Rl
REBRZ5Y, B R TRYT 2 BB (T2DM ), HE%
B 238 4 ) B S i /N SGLT-2 AT, i/ A%
BERY M, PEFE PRI BRI AT R AR AR K-
o AR, BRgEHE— AR SCLT-2 IR M 2R b ik
b, AR OIS B DIRENGE S AR IS X AR AR
SRR TH Fis £, 197 G AR o I8 58 T S R 1 M i
R, JUICAE i AR (3 th R B Y. B B e M
(AID) J2—dZ BTN, HORBRRRE N S REEHTR
Wit A BHL, SRS E B RS X —id R
BEP R T AHAEFT B AR A S O %IE%?L%E‘Z%‘%E i

SMESCAE". H UL AID RGBT 4 . RGBS
1 BOBE RS ﬁ%ﬁﬁﬁ%%iﬁﬁbﬁ%%ﬂ@ﬁ%ﬁiﬁﬁi
R ABGRYT FEARI AR, U0 S T [ A
UHFH 25 (CANEE I RRIR ), (HIX S0y vk o A1 2 RIEH]
WA, FREERFAEAREVE S 255 ATD FHOCH HERS L5
| SGLT-2 Al i) B CRAPVE T, 33k nTRE -5 HHTR AT 5
WP P A O

LIntroduction

Sodium—glucose cotransporter 2 ( SGLT-2 ) inhibitors are a
class of novel antidiabetic drugs initially developed for the
treatment of type 2 diabetes mellitus ( T2DM ) .Their primary
mechanism involves inhibiting SGLT-2 activity in the renal
proximal tubules, reducing glucose reabsorption, and promoting
the excretion of sugar in urine, thereby effectively lowering blood
glucose levels[1].In recent years, further research has revealed
multiple additional benefits of SGLT-2 inhibitors, including
cardiovascular protection, improved kidney function, and weight
loss.These benefits extend beyond patients with diabetes; for

example, they reduce cardiovascular mortality and slow the
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progression of chronic kidney disease, particularly in high-risk
populations[2]. Autoimmune diseases ( AIDs )are a complex group
of chronic conditions characterized by the immune system
mistakenly attacking its own tissues, leading to organ damage and
immune system imbalance.This process primarily involves
abnormal activation of T cells and B cells, causing systemic or
organ—specific inflammation[3].Common AIDs include rheumatoid
arthritis, systemic lupus erythematosus, and type 1 diabetes,

which impose significant burdens on patients' quality of life and
healthcare systems.Traditional treatments mainly rely on
immunosuppressants such as corticosteroids and antimicroin
flammatory drugs ( like mycophenolate mofetil ), but these
therapies often come with significant side effects. Additionally,

some studies have observed nephroprotective effects of SGLT-2
inhibitors in AID-related kidney diseases like lupus nephritis,

which may be related to their anti-inflammatory and

autophagy—enhancing properties[4].
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