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Comparative analysis of islet function indices in insulinoma and insulin autoimmune syndrome
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Abstract Objective: To evaluate the diagnostic value of different islet function indices in insulinoma and insulin autoimmune syndrome
(IAS). Methods: The clinical date of patients with insulinoma and insulin autoimmune syndrome were retrospectively analyzed from
January 2005 to March 2019. The diagnostic value of insulin (INS), insulin release index (IRI), amended IRI, C—peptide, CPI, amended CPI,
insulin/C—peptide in insulinoma and IAS were compared and the relationship between insulin and C—peptide during hypoglycemia were
compared. Results: There were 24 cases in insulinoma group and 9 cases in [AS group, each index had significant differences between the
two groups. The data of two groups showed that the expression level of insulin, insulin release index, amended IRI, C-peptide, CPI, amended
CPL insulin/C—peptide of the IAS group were higher than those in the insulinoma group (all P<0.05). There was no significant correlation
between INS and C—peptide in IAS group when hypoglycemia, and the correlation in insulinoma group was 0.695, P<0.01. Conclusion: The
differential expression of various islet function indexes in insulinoma and IAS is helpful to improve the differential diagnosis of insulinoma
and [AS.
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RAEWIRE Z 5 C BRAHDCH: , DUBR 5 B2 55 TAE# %t
JB 5 20 R TAS B SERIBETT
1 #pl5AHZE
L1 — T4 W R B B R 27 B Bt P 43k
FRIFFR 2005 4F 1 H-2019 4F 3 H BHHGZ W8 5
R TAS FBEVORE. 2000 428 [E N Ml f e T
B ARR LW A 12 W F6 7 I R4S m (T PR 2009
A AR IR B )T H < I PR AR I BAE 2 4 1 2
(oML ) 80 2 A I T 25 1 D A A 4 K i T
ZARAE N B REIR B (BORTE . B TG R ¢TI
AR AE BRE %) 085 AT 1 A AN ) 5 0L, AR SO iR
“2009 RN AR HE 7 AR E , £F & Whipple s
IRAE CF AR OB S bR, 2 AR B AP 7 Ik 7 28 7K
S ISR AR B T I R %) B AT 2 G
IMHEAE o
11 RS 2 A BEARED (1) L REME
Whipple’s =HBKAE . (2) 1B B AIK T 55 me/dL
(3.0 mmol/L) I}, fEfb. 27 5653 Hr (ICMA ) 75 1Y
M 8 ik i =3 U/ mL. (3)JCHESS Z AW K
HNIRPEIEE S N . (4)RARERIBAYE, (5)ES
£ ASYURNIE .
1.1.2 S ZRHEBRARIED HERR 25 W5 PE AR i b |
TAS S5 HoAth J5 PR 25 72 ) 41K L o
1.1.3 TAS ABEFRUED (1) JCHMEIERE S 2 R3S
RRIN AL o ()R I & AE R B & R KA
P M TR o (3) ARG $E 7 i Tk B 1 R 25 A
Sk,
114 TAS HEBRPRAES  HEBR T 985 20 A B AR
R RIIREAN 4 RS | A0 2 ) it SR il 4
i e A A 1R 253 v B A TG ™ T O D
S DR TE R 2, R HEBR S0 2 U s o sl
F IR BEIE T AT M <3.0 mmol/L . [7] Fs) A6 1 Jig 5
R C KT 1 R e A, i 33 i (O
rBE I IR 24 ) TAS 4H 9 1)), A iR &
LA 89 B (R R 69 LA, 1AS 4
20 B ), Horb ik i 2R AL — R R A AR
A2 HBIEE 6 1,3 .4 HEARES 7 01,5 HEHE
LB, IAS A 2 HEGEH 6 B, 1 B85 A 3.4 4
BAEE S 1B, RIE T R — B B AN [ 4 80 | B
SEXAA, B A R A 24 41, TAS A
94,
1.2 ik oM 3 AR dE bR, SRS 2 IR,
EIE IRI1.C JIK .CPI & 1E CPIL. JHE & R /C K%, LA K
SFT RIS A AR RS 25 C IR G o IUAREAS I

K PR S TR B, JBR 5 R & C R e fhe
RN ERGI . TRT: S48 MRS E (mU/L) 5
(] — I A A0 22 9 E A (mg/d L) 22 EE o IRT=IfL R 5
2 (mU/L)/[ 18 LK (mmol /L) 5 ¥4 I AR ARK 1715 1L /B
SR BT R, ATTREE S RO IE 84K,
OSAOR TR FRIOR I F5 H =i JBE % F x100) +
(IMAE-30), B 5 3R B0 4 wUMmL, I A7 mg/mL;
FrIMHE<1.7 mmol/L, WL 0.1 mmol/L AREEIELA
Kotk CPI=IL C AR(ug/L)/ 18X IIFE (mmol/L)].
C KB IEFE 2 =1112% C K (amol/L )/ LA (mmol/L)
—1.7]0 A5 IUHE < 1.7 mmol/L, M|k 0.1 mmol/L fCE &
IEA o3 BE, Lk = AR £ s T BRAE S, B C
JRBE U IEHE $L=11.2% C JIK(nmol/L)/0.1(mmol/L). fif
2% (nmol/L)/C. Jik(nmol/L). X}F INS KT M{E L
PR AAAE e ERRAE TS

1.3 it FaE  Gitatri g R SPss 21,
THECEE ) x2 K5, FEAS /N T 40, BB EUNT
5 BHER Fisher Kigaah 5 I HBARAT A IES 0,
¢ 56, A A LA, KR Mann—W hitney
K . ROC MZ st £ F6 broxsd % 51 JE& 5% 2% 98 20 AN
TAS A IVE T, cutoff {E 32 JUE 8 B0 2 - AH G
SIHERH Pearson MM SHTEERLL P<0.05
M GETTE R AR

2 #ZER

2.1 —fRIEARFA A4l 33 4, HoHr RS R4l
24 5] ,TAS 140 9 9], 756 iR S 34T 89 2 %K
it OB 5 2R 4 69 B, IR 5 R [ B e 2R B Ak
4 20 s ), FHorokIET R —AS AR TR 415k
Pt WOV-S4MH, fie o e 5 IR 4B 24 41, 1AS 414K
P9 2, B — I R TR AN [ Ji D e 48 A e
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AR HR AR 22 0 AR TR S L I 25 e Bl R
N AF U PR ORX fl 22 X0 2 A BE AR Y R R (IR LB
iE IRI.C ik .CPI M&IE CPI R Z/C BRAEbRIT I A
S (AEN 7 220 P ) PAE4>0.05)
22 KRRV S S AR A8 AR AR SR M By & 98 Ao 1AS F
ROC %41  ROC HhER A3 M T & Fahm Xt 4 1l ik 5 2%
JALAA TAS HIVEH, 25 R WoRTE IESAL IR R
Fehnrh FUH R TE Cutoff=2.096 BEME X 43I 15 &
JEALAN TAS 4, H USRI M8 1, AUC=1;C
JIKFE bR AUC=0.949, Cutoff=1.192, &gtk Hy 1, 4% 5
P8 0.875 . FEHAAE AR BR IRT F5FRFEIE CPL LA
Hh AUC #RTE 0.9 Db o X% 2088 Fl TAS #5A 1R4F
S, WL 2.3,
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Tab 1 Comparison of general clinical data and different islet
function indexes between insulinoma group and IAS group

i H B 2R (n=24)  IASH(n=9) P
531 3 11 3 0.698
i 13 6 0.698
ek 43.1+18.38 59.72+11.52 0017
e/ A 12(6,24) 1(0.25.1) <0.001
BMI/(kg/m?) 28.1005.612 26.428+5.600 0572
M E/mmtHg  W4iE  130.882+7.696 131.429+10.326  0.887
FFIKIE 64(61,86) 69(63,93) 0.118
51 [ 5 /mmol /1, 4.277+1.073 5.05+0.958 0.074
7l =i /mmol/L. 1.465+0.805 2.28+1.267 0.062
WA s BRI 3 3 0.309
KL WS 2 2 0295
fIRIMBERELR MRl 1 1 0477
{2 8 6 0.122
PR A2 9 0 0.039
¥y 7 3 1
QIR 2.223+0.309 1.958+0.348 0.041
1gINS 2.503+0.159 1.398+0.269  <0.001
sa(max(1gIRT) 2.056:0.047 1.743:0381 0021
+1-1gIRI)
sq(1gC Jik) 1.34520.075 0.955+0.197 <0001
In(CPI) 7.085£0.590 6.048+0.565  <0.001
lg(fE1E CPI1) 3.185+1.707 1.417+1.337 0.004
lg(JHE 5 /C 1K) 0.005+0.227 -0.724+0.221  <0.001
&I IRI 91 322.988 2.9(2.07,6.545) <0.001

(3 937,116 806.38)

T RCE ] 2 K6 BEAS LN T 40, BB EUINT 5 B fif
J fisher #9645 5, T-m A (41 « 455

*2 ROC i

Tab 2 ROC analysis

TR Cutoff AUC #ustt Femd: P 95%CI
INS 2.096 1 1 1 <0.001  1.0~1.0
C ik 1.192 0949 1 0.875 <0.001 0.877~1
IRI 1.881 0.750 1 0.750  0.029 0.577~0.923
BIE IRI 3.234 0958 1 0.875 <0.001 0.896~1
CPI 6.458 0903 1 0.792  <0.001  0.8~1
B CPI 3246 0815 0.667 0917  0.006 0.651~0.979
JHEBZE/CHK 0380 0977 1 0.917 <0.001 0.935~1

1 : AUC BRFTRIZIBIER RS . AUC 7E 05~0.7 Z A2
FERAIR,0.7~0.9 IR RE 4,090 LU Fom s Wil R
£ 3 &IEHR Cutoff HERX KA HEHHNMNE

Tab 3 Value of each indicator’s cutoff value in distinguishing the

two

il 1AS(n=9) I EIE (n=33)
1gINS <2.096 0 24
>2.096 9 0
sq(1gC k) <1.192 0 21
>1.192 9 3
sq(1gIRI) <1.881 0 18
>1.881 9 6
In(CPI) <6.458 0 19
>6.458 9 5
In(f&1E CPT) <3.246 3 22
>3.246 6 2
lg(f 5 3/C JiK) <-0.380 0 22
>-0.380 9 2

23 fRbAERARR ARG EL C kAR BT T
IAS 2+ INS Fl C BRZ A AH G 23 (r,=0.213,
P=0.581). TEJREZIMLARE A C Mok EAH
K, JBR % 29 v AH G R 0.695(P<0.01) .

3 g

IR IUBHIE 2 PR 5 DL R SURE . HRTIG IR &
SRR IR AE S %) XA 7 T 1 A A () AL, 224 i
W EEART 55 mg/dL(3.0 mmol/L) I, G e fbae K65
B (ICMA) PS4 102 5 ZR M FE 3 wU/mL, M3 C
JRHEBE A 0.6 ng/mL, i 2 )5 %270 5.0 pmol/L, B AT
0 Sy PR o R 5 2 ILE T, PR D o R 2% 1
i 73 | RS AV OB (40305 PRI A e 2 2290 IR 2 20 i A=
JiE TAS 25,

B R R TR B A L % A 28 1A 0 U i
Jo |, AR AR R 8 DL A . 1927 4F Wilder
SEHGE TE 1 IR R, B IR I bR
e JBR 5 2R IUAE 5 298 S AR IR AH G R . e
5 BRI R RN, I R R 22 K, HE
TREE /N, 7 B R, 2 g K RS T igY,

TAS XFR A B G PEAR B | 2 A AREAE (1) —
ol D3 PR, HLRRAE SR A7 A K VR AA, B LA
AR (4 2 F1 7 RE R T 25 6 90 5 3R /98 15 2R TR A
(o) JBE 5 28 3Z A1 i R R 3W R AN [R) R B %) I 2
PERIVER -1, 2 R0 S B KRG 5 &, 16
] ZARIEAR DO, FR AL A 41, H Al
IR Z SR | it T Sk 5 PR il e R 2R
M EAEH BT BAZBUREH R TAA B4, H
T & B8 1Y 5 8% 3 1 45 DRB1#0406 . DRB1*0403!"1
DRB1#0407 4, H.rf % AR 3224 DRB1#0406.
fil ke R B2 (B aikn 259k )19
I BRI,

I R A4 TAS T2 0 g i I >3, JHr
BWRIZJEHEATREN : (1) PHE YR B R AIK s
R YT AR & VR R 5 ) s — Aok
TG —Fahn, BARCIF 540 BRAERFGE 6 B TAS &
HEEZFAOFH BT, 25 100 wU/mLle, i
[ 5 20 R, IR R AR D 100 pU/mL"l,
AHIEFEECE ROC #h 28 43 BT 2 7 DX J31) 1 £ 22998
TAS B 5 3R Y B A R 124.80 pU/mL, ASZHHF
FEERBAMEIE IRIFEP 225 0 B3 (Hi TA
SCALHEAER D IEU) s R T AR 253 KR
ARWFFENIE, (2) RZEBEATFE TAA KU H .
(3) FHTHE PR £ A et fin IR 5 25 fef P 3
Z, LA S RS RN T A EH AR
S RO L 5 R AU I AT RS R AR A
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TAA . IR 2208 H 2 TAA ATRE PRI . (4)850
RMIRE R I AREE AR AT B2, 1T 1AS R
F T REIG A B, TR R S AR S A A 25 R 1T BB A
FESH W 1RE . B YRS S 25 HGE Y 40 )
T1AS B, Ho 5 Bl gk iz b i 2087 Horh 2 1)
BIZ R R R B E Y P MRI R R i
T AR FIRE . AEE TAS 4N E 1AA
PREME FLRAG AR DI b S SRS 2 1 19 i 4
FpriARss B (AR A BEISPUAS ARk

R & AR, 198 5 208 A s R 5 R . C ROKF
ZHR AT R, i R R R B (i R 5 bk
FEAE)> .42, Z2 55 SCHRHE I i 2988 14k &) 3 R
FAEECH 0.7~4.5, 515 Z/C R BN, TAS H
HC ORI R B N B 8 3R T R L 2
C IR FHE R0, 2 C KRB S 24 Bk e, R
AT BRI & AR, R FRAMRS RS C
JIRAH G, T TAS 2H W 2 Jo B S AH O | i 5 BRAE A 9T
A AHLT . ILAEAA FE T LI CPL XS R
(2 W 2 EEANED, AR B C K.
CPI 7% 55 1% IR F TAS I iff B2 2404 75 ,C IR
PEF CPLEIE CPI W] 5ERE—J .

JB & IR R TAS & R 35 fIK HL X R 3R ARl
WEIRI I A 0 R 5 R UE , IR R 5 12 . T
RIFHTAS B2 W, BT R -5 2 MUK 5E
[R5 2 BPUR TAA JI5E DA AG ARG A AR G
X PR 1B 5 D RE AR bR AT LA, R T
RETE bR BH 25 5, R R A e Bn fe A v 1) 22 55
FEIE 0T DABR R 1 5 R A TAS ZE I R i S 5112
Wi, J R 3 AR T $5ds o onT LA S ) %
PHLLIAS 465 % IRL, f&1F IRI1.C fik .CPI, f&IE
CPIL.JB % % /C RRFRI] b i T I B 29 41 ROC 43 At
SR 7R S IR 5% 20 A TAS Jy T, INS 2L T
AR 5 DB AE bR , FUCRER S 2 /C K EIE IR1.C
WA (CPL ST AW , 285 A UUNS AlfE
SRyl R AR v S 31 JB 5 ZR IR RN TAS 1B 484, 78
AT i PR S VD ASEC 124.80 wU/mL.
T o JE RS2 B T4 B Al A B B AR AN
], 225 (0 AN, A ST A 2 AR 3 B i)
Gt 53 A i T AR SO AR 7T LIS 5 2
TAS AFEFEARR/N, Goit- o i AR B 541, 45331
6 A () SRR AR S P e s B v, L R 241
ROC HHER A AR #E o5, PTAEPEA AR, T A 458 1 5
FAEA AT — 2 BHIE
S 3HR:
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