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Abstract

This is a review of a case of autoimmune insulin syndrome (EIAS) induced by insulin glargine in a
EIRER .
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T2DM patient admitted to our hospital, analyzing the clinical diagnosis and treatment process, in-
cluding laboratory tests, differential diagnosis, treatment, and prognosis. After discontinuing insu-
lin, the patient underwent 24-hour blood glucose monitoring, which showed significant blood glu-
cose fluctuations and a marked dissociation between insulin and C-peptide levels, with IAA testing
positive. Following the cessation of insulin therapy, the patient was switched to acarbose and dapagli-
flozin. Over a three-month follow-up, hypoglycemic episodes decreased and eventually stopped, in-
sulin and C-peptide levels significantly declined, and IAA remained positive. EIAS is a relatively rare
endocrine disorder with specific clinical manifestations. For diabetic patients with hyperinsuline-
mic hypoglycemia, testing for IAA can help improve diagnostic accuracy. Early diagnosis and appro-
priate treatment can prevent unnecessary surgeries and severe adverse outcomes resulting from
misdiagnosis. Even if IAA is negative, EIAS cannot be completely ruled out; follow-up observation or
testing via different methods can also aid in diagnosis.
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1. 51§

AR R & R H & S 45 A iE(Exogenous Insulin Autoimmune Syndrome, EIAS) & — i 1 AMJE MR
O S R RS WA AR S R B S PURJAA 5 1A), B S 8UR = R E A AR TR 25 0
PIi[1]e HAZOHE PR SRS RESTENE Y, IEMRENBBORESES R, 1k HEARM
BE[2]. EIAS 7E PN ABEFHOE R % , nTRE 555 HLA SR 2 (40 DRB1*0406) 1) 55 A O [3]. IE4E K,
BEE S R BRI Z R, BIAS &wE 82 EFHEH, HoH RS R S KA R 45 12 1 s =
G g% JEVE[4] IEPRIZWIRRE = KRRIE: B AR TEAR RS . & e im PR B 2% M . 5 32 A S Ak Fa vk,
HAHER RS 200 . B AP B AR PTF HAMR K [3] [4]. ASCHGE 1 HREESGA R 1 51 H A5 3 A 1
EIAS & IR TORAIZ IR R .

2. IIsFRBER

BE B, 53 %, 7THERRILEET R, FAMESWN 2 BOBEIR, LIRS “CHRERE R
16u+ —HXUAN0.5gbid” o 2025 4F 3 HEFH “RIMBEF & 7 4, BIRAF 2 IR 12 /M7 NERBE
WA AR B 12 /MR BRI IR, #EEH, tOof. T Reada. BAF, e
FEA Y, 8 FiREET5 5 E EMPE 1.1 mmol/L, 120 ZuREy A 5 F mpiis e maR ik, &
B9 10.3 mmol/L 6 /N R A PRI LR RS, FRZ AR, SRR BRI 120 2R, Mt 15 g
N 0.9mmol/L, =L TFEbEERE 3 32 10% & S00 ml i, FIBURUL 1 J B4 T Bz i .
Gl kL TR MR . Mg, o, MXRE, EHESE. EAK, TEPUBRRARRK, TR EA
&, BFEBATLE L. w0 ER E. SINRER A 2 e (s, R RISE). fifk: T36.5C, P85
/45y, R20%/455, BP 115/85 mmHg, #EREHEE, WA, &ARAME, XU FCRBRAR WG, OffiiE
BRI T, SR EIEKM, REAEART H . fE . EH. §1. EDhRE. M. Mg HEs.
BRAEBREEY AR (GAD) S AP AR W5 o HEAL I 2128 1 HbA e 5.9%, Bl S ZHPUARJIAA HURTEL
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35) 5.21% (0%~5%), i 25 — fll FFOLR AR 5L 2208 4.27 pmol/L (3.1~6.8 pmoL/L), 55 FFUIR AR 25 18.30 pmol/L
(12~22 pmoL/L), HHEAZ FIRARIELE 0.19 mIU/L (0.27~4.21 mIU/L), #HiHARERERE (304 12.40 kKTU/L
(0~115 KIU/L), Hi HUIR IRt E AR < 9.00 kIU/L (0~34 KIU/L), 1'% LR 5 R 2 (ACTH) 191.29
pg/mL (7.20~63.40 pg/ml). DELE: 1) FEMOHE, 2) T A, LAEEE CT: 1) AT g4 BURBEEZLES, A

SR ? R, 2) 18 EIHIE R I IH L

YR H KSR 2, SO 24 /NI 2SR i a4 1.
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(b)

B FEEEIEERREESLTIR
W ETHERE FEEREE S L TER
B sTHERETEmER B E 2L TAR

MGL | TIR? | TAR | TBR
TiSEEE | BASEER | STEMRE | EFERE
& B8] EatiE EHatiEl
442 |51.1%| 0% | 48.9%
mmol/L  (11h40min)  (Omin)  (11h10min)

|

: 3) MR, 2IRAT: AR SR T4 H R 2

TIR5L.1%
TBR 48.9%
MG TIR TAR TBR
THHEEE | BIREEA | BTEME | BFERE
i B718 Eryetial EryEdial
6.28 | 84% | 6.3% | 9.7%
mmol/L (20n10min) ~ (1h30min) = (2h20min)
TIR 84%

TBR9.7% TAR 6.3%
MG TIR TAR TBR
THWEE | BiRCER | BTERE | BFERE

i 8918 Eiedial B
718 | 60.1% | 22.9% | 17%
mmol/L  (14h25min) = (5h30min) ' (4hSmin)

TIR 60.1%

TBR 17% TAR 22.9%
MG TIR TAR TBR
THEESE | BINEER | BTENE | BTERE

fi 8318l EE B
6.54 196.9% | 1.4% | 1L.7%
mmol/L  (23h15min) = (20min} (25min)
! TIR 96.9% !
TBR 1.7% TAR 1.4%
MG TIR TAR TBR
FHEEE | BISEER | BTERE | BTERE
i 8718 EiETE FEHOET A
8.11 | 61.1% | 30.2% | 8.7%
mmol/L (14h40min) ~ (7Th15min) (2h5min)
TIR61.1%

TBR 8.7% TAR 30.2%
MG TIR TAR TBR
FigEEE | BfREEA | BTEMRE | BFEHET

18 B iEl B9 E 9 E
9.45 | 51.7% | 48.3% | 0%
mmol/L  (12h25min) ' (11h35min) = (Omin)
TIR51.7%
TAR 48.3%

(UL B MG RFETFIIEEHEE, TIR AAREENE B AsJCE PR E E 2, TAR RFERTHEE B A FE
W48, TBRAREA T & B ARE B NI T 20 t). 3 3 25 HE 3 A 29 HHE# TBR IEEITE 1.7%~48.9%,
FR Ik PSSR A 0.3 mmo/l, 25 R BB 3 B U REAR, P EBkHERE SO%MIZIRE . /RIS AR B v 4 . b
R E ISP S BT R EYT, B E AR, FVUER S IRER 1 R, R BE R R, S
T4, BEFA MBS B RIR. BE I, JoHS a2 5 MUK . RS ER
JE SR & D IRBERE 2 G, TIESE S RIEI SIS &R & C-P (C BK), WTWE 2, BREZE/KTS C-P HESE,
JoE S B ABIR T R PR 2K C-P .

Figure 1. 24-Hour dynamic glucose monitoring
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Figure 2. Dynamic changes in fasting blood glucose, insulin, and C-peptide
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EIAS EAMEHERE S 26 S0 — R G Bt e BT, 5 IR E S A s, RS2 2
. G SRR, R ERS R, R G SRR, 3 EHER I 2R R B R A
R, B AU EHGUE IR S BOR IR . H I (R IR S S AR I . SR L 5 0 R 8,
I K 5 A5 P e 8 25 0 P R A s 9 AR IR . ISR WA S . C-P % TAA, SR
RiL.

EIAS % H1 4L A\ 5 2 s S s R DR SRR R3], HOREIE S R M s et H- R
Bffe. FEMIRREELK) AT ARG SR PURIE[4]. T FORS IR 2 B CR AR B R IHRIE D . MOCIRRE, 4
VR I 50 3 75 S 1M 5 S U 2 SR £ o PR R R 0.16% [5]

H BT EIAS FRFHUEI AR, F TR 2 B2 Hom B AE IR . KRS B (Ins) 5 B S
(1 TAA G54, TR “IRS BB | T A SR 5 i MR, 110 Hhy T35 220 [ PR (ot e
LURIARES, BN R EE SRR ILRE6]. TERATIEE b, KBS KTH SR, o AT, B
B EHUAKTE, RIRE O R AR ki, MRS BT, MR AT TS TR, X
S EHRER, DR TR0 &S R B S B4 S PR

X 5 EIAS S IRAP R TAA BIHHER 26, AICER B o B, AH AR 55 X
BRA TLEBIERBZN b, BGESSIIERES, 5 TARES, B T %25 8 M R e k(7]
W 2 RIS RS C VIR B . AT M 5 4 5 B A

H T EIAS (S E 8 — bR, I PRSI LA DL R JUAMSE: 1) BAMNEMRES =R 8, 2) =/
5 2R R PR, P R, R I S R IR A s 3) ML AR i
PR 4) 7 E R R MR RS 2K F R 100 mIUL); 5) HEB R 208, B ALk S 2k
SR IE I FOA 5 DR S B I o 5 2R AR e T A R < 100 mIU/L, ELE TAA BHYE[S];
B 7 49 B4 A T S B S BRI B M R e, TR EBRRE, B R AR B BT TAA
VE[O]: %SRBG A 2 RO ARG, TCHOIRIR I G e e sh, oI ke . B IR ok
WIFIZG S, HERRZIIE S TAS 10, FERRME. PR E IE 5 HR THR S = A . A7HE3 CT HER i %
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B AR ERS CIR SIS, 1AA MY, (EHIRSREUIHOURIIEE, SCFF EIAS 217 .

EIAS [T R4F, Ko 3 vl s oy E 2R RIS 3 B S Pk, 9 IE T i ps &1k,
/D BN [ 1] EIAS Y897 1% 0 a2 Y/ D HU I RO F BRI B T B B R, 5 S5 B AR R & 2
80% BT 25 1~3 AN H WARILAE AT R3] AT LUEREEARPENE TR, W o-HEE B 7 Can ki =
BEHE), SESERRIK LT, Il 48 I v W B 5 82 5 3R BRI 51y s oAt GLP-1 S2 A4 Bl 77 (an ) h 8 1K)
TR -4 08 R (0 PO A AT R (R RO 12 o 0 [ 5 451 T e B B R (IR JE A 30 mg/d)
BRI 7B B, IR PR R SR AR [ 13] [14] BRI b B 15 BB 5 R R LR R R A
B, RN O™ EAR M A AR, TERUR AL FH B ke S = b B W R DR SR AN R AR Lp P il fpfl, e %
{58 FH J i TR 2OR THHRE, XA I8 B9 9] i Al A I

AHIEE TAA W2 T 2025 42 3 H 25 H IAA (BURTECARTE) 5.21% AR, 2045 F 5 s b J5 R
BUE, 2025 4F 4 H 2 SEIIAA (W RIGHEIHTE) 1.78COL (IEHE < 1COL), ki 3 HfEIT2H
W, 20254 6 H 26 H IAA (RURTECAAIE) 12.21%, TAA HEIE ETF, 0035 8 R AKCFE R IR T4
WA« ARG B 2 EIRIR T Ja MR HI7E 22 VU, (2 TAA {ER DLBH . R R, 2 TR 74008, HLA
ST IER S | S HER A A %, H HLA-DRB1*04:06 £ 07 5L R #5117 3 15 245 J5 Pk i I aE3R [15], (Bl
TIRBE AT R ST PRSI0 H HAZ B 4R AT BRI, RIEAT R A3 B, MOGTE A TAA (R RE
BRI, X AREIA R AL, nEeE 5 ST S BARIUE R A, T sl B IR R 70 Y, bR T
R T e RS A — E PR o (EASIE 2, EIAS [ TAA R a] BEfEE MR A TE . v =5 4RiE — il i
BRIAE R G B EEEEAT I TAA HBIPE, 10 A G &0 PSR e i M B PE[16]. 1X42
ARAN RIS 772 (ELISA « JEUH G325 I BUBIE AN ], BRI PR 45 SRAN R 58 A HE BRI T, oA i P Bt s R 200
R ACHIBE VT TAAL BRESFR/C JIRKF, EHEK.

4. &g

EIAS FEAMIFE R & 2677 T2 LA G BE I AAE , LA 7™ B HURE | 1w B 8 3K MAE L R 5 3/C Bk 17
NHFAIE . ABIDSH R IR B 3% & BIAS $R4E TOBrEds, SR /5 RIE RS I S e SR e, R
AR B R AR S 3R, B SR O IS I B 3K) [4]. XTIBE Sy ZIA YT 5 B S H AR A o i
W, NITERE YU 1677 B AT AR 3 % IR PR 25 (0 o-BE TP REMI 75 . DPP-4 $1l
FEE GLP-1 2 Eh7); eV 6wl R AR m s 2R L B8 BT X S e b5, HEsh AL b 75

%,
forELEg

IR RS 3RS S B TS R .
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