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Abstract: Objective To report the clinical diagnosis, treatment, and outcome of a patient
with multiple organ infection caused by highly virulent Klebsiella pneumoniae (hvKP) in
elderly adults with concealed autoimmune diabetes (LLADA) diagnosed by second—
generation sequencing technology (NGS) , who was treated with fatigue, to increase the
medical staff's knowledge and understanding of hvKP and LADA , and provide clinical ideas

for the diagnosis and treatment of such patients. Methods A retrospective analysis was
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conducted on the case data, diagnostic process, treatment plan, and outcomes of a newly
diagnosed elderly patient with LADA complicated by hvKP—induced multiorgan infection,
and relevant literature was reviewed for discussion. Results After active and effective anti—
infection, liver abscess puncture drainage, blood glucose control, nutritional support, and
other comprehensive treatments, the patient’s prognosis was good. Conclusion The hvKP is
highly invasive, and patients with diabetes are the main susceptible population. Rapid and
clear diagnosis and strengthening drainage combined with powerful anti—infection,
nutritional support, strict blood glucose control, and other comprehensive measures will help
improve the prognosis of patients. New NGS pathogen—detection technology can help
clinicians quickly diagnose pathogens when a multiple—organ severe infection occurs in a
high—risk population.
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i B 1l 2% 58 B A B (hypervirulent Klebsiella pneumoniae, hvKP) ) J& 28 HiL 84 fili 98 o3 F5 11
TSR AR B R R L SR E W R R B R IR
OS5 2 hvKP B i fa AHE . OB B PR B B S 2 Bl JR 9% (latent autoimmune diabetes
in adults, LADA) J& T %A 50 1 BB IR s (97 Y, DL B B 4 i 8 A2 202 19 A B e i o8
FRAE I R R I 5 PR K o A BFSE I (Y 1 6] 22 4F LADA B35 LIIH AT iR b 3 Q48 b
e 22 SRy Ml I B e IR TR BN B O T K v BRI R i | Y i 5 i AT 9 R 2 e S e, v AR
JF i R (metagenomic next— generation sequencing , mNGS) # 12 4 & & 1 % fili & 52 75 19 73 B 4L .
PR GG TR 2 BL ROIA ok B BUS F0BE U 4 s 191 i Kz SCRR A T, DU R T ORI AR B U X 33
PRI IS TR K

1 &GN

B, ,66%, Yy B 3 K" F 202143 4 16 H YA R i 48 U B pe . BRAEA
P IR 9 S o AR IABE R R L . A BE A A KR 39,5 °CL P 30 YK /min, Bk 160 ¥ /min, Il
J£ 90/60 mmHg , ¥ 5 48 £ 16. 7 kg/m”, PRI IF WL, W3 RGPl 22, BUN I W 25 41K, AT ) B A VR
B A LRI R, AR AR JC R IR o SC 06 K A ¢ i 3K 4 4 B 34. 35 mmol/L, Ifi FRAR 4+ -+ 4+, ifi
ST pH 7,09, 52 Rk BR MR Hk BE 4. 30 mmol /L, b fE Bk BR SR W 7. 80 mmol/L, 52 Br B
A —25.40 mmol/L, AL I 2088 1 17. 206 5 LW 53 87 - 1 4l i 314 24. 06 < 10°7/L, v Mok 48 i 11
$21.75 X 107/L, B85 2 Ji 29. 24 ng/mL, C ] W 8 1 122 mg/L; IF DI RE : RN G & 21 U/L, 4
W B 25 U/Ls 5 T g LI 107. 9 pmol/L; eGFR 46.85 mL/min, $it & & 2 i & B bt 1K
686.53 IU/mL(Z % {H << 10 IU/mL) , I & = B S P0K Kbt 19 5 40 Mo b o< 91 1 |, 1835 i E 1R v 25
2 IF J5 ¥ 4 I 6 U s 7E 5.0 ~ 10. 0 mmol/L B C ik 43 6 il 28 . 25 C ik 0. 37 ng/mL (3 % {4
0.78 ~1.89ng/mL); 1 h CHK0.59 ng/mL(Z# 2.1~ 7.98ng/mL).2h Ck0.94 ng/mL(Z
ZAH1.17 ~ 6.15ng/mL) .3 h CAK 1. 21 ng/mL(Z%1{H0.69 ~ 3.21 ng/mL). APBEJa T LA
ANV /N T Sk R 3R K A A T AR B ) S AR/ A R R BT R Y o R RO DR R O R h
AIE, BE A FE R G B CT (I 1a & 1) « XU 9% 18 55 48 22 % 23 1 il 45 55, X000 iy s
Bl . FEHCT FH (E 1) K i (B 1d) M Mb . 17404 RS SR A 3 T & il Bk
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UL 1 K T AR W, SRR Il I B U TR (bronchoalveolar lavage fluid, BALF) G ¥ (NGS) . & 7%
JIlli g ve FRAA T (B 2) o 8% 37 (5 58+ DRAL) < Il R v B 7 187 5 98 15 9% - il 48 o B AP I 5 25 45
B BT B PG AR/ s h A R Sk F6L VR I /T ELIE A ARV B ORTOR R R e e SR I U IR T
YR IT N e B RS BIOK R AL JTAT 28 B A B s P 25 IR R R EE 7S 5| R AT IR b 2
S0 NI N = BT 2 N -t < S i U a aR G Pt AN 2 NN O A g & ST T I = |
R R R PUARET IR G 22 AR BB R E IR R e . BEANERE T S HORE IR E (8 U 1k /d
RS A MR R (RAES U MEAU A 3 UK T EN), B R (50 mg 1IR/d) . HiBE 1
MNHJEE A5 B I 7. 06 mmol/L, & J& B 11. 2 mmol/L, i &8 CT K I N8 i % 48 B s iR
Sk O S, PR TR O A R 8 U 1k /d i NS, BT BB 50 mg 3K /d, Fi k%
G452 mg 3 /do MR AT HE bR LR S D BE X GADA Hu ik EERE U5 T (ULER 1) o /& HE L4

Z :KY2024—007—01,

AR CT ab: MR FHRBES SRS RERET , MR R(EEFK); LB CT c(F42).d03%
3 ) A& KA 2.3em X 2.7em X 2.8 em £ B BAKE LY, RIEAF R Aw AL (EE K).
B1 BEMBDRED CTRER
Fig.1 CT scan of the patient's chest and abdomen

(1) EEslE

bS] B& ENEE RIS & LTEEEE FIE
¢ REEER ey 36q 2 FGREER 990% 1126

Klebsiella Klebsiella pneumoniae

BEREATE
¢t ARER 15% 64 Lactobacillus 90% 56

Lactobacillus
rhamnosus

(2) BHERFIFE

iutA 1 hvkP >95%
rmpA2 2 (BENIRRERE) >95%

B2 ZAGEEBALFFEARTKEHBBEDTI R
Fig. 2 List of microorganisms detected in the BALF sample of the patient

F1 AGEETELEEUODIZED . TECHKK GADAFEMIFER
Tab.1 Follow—up of fasting blood glucose, glycated hemoglobin, fasting C—peptide, and GADA titers in the patient

[ 77 B 1) ZM s/ (mmol-L71) #lhirZg/% FHRCAHK/(ng-mL™') GADA®HE/(IU-mL™")

20214 3 A 34.35 17.2 0.49 686
2021411 A 7.23 7.2 0.74 —
202245 A 9.14 6.3 0.46 628
2022459 A 8.25 6.2 1. 00 —
2023454 A 7.23 7.1 0.64 —
2023 %9 A 8. 57 7.2 1.14 643
2024 %5 A 9.14 8.2 0.68 —
2024 % 8 A 8.23 6.9 0.47 —
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2 itig

it 4 . B A B (KP ) J& — o 8 2 014 4% 140 300 1A, 2 A X Bl B2 B 4R 15 P Jak g 9 5 D0 DR T, 2
TGP 2 BOR e, 2 Ak T AKIFUGE i MARTE N, B E 2 B NS IR
i S e AR T &L R Il AR T B AR B (hvKP) F 1986 4F 76 3R 1 ¢ 8k Liu 5510 iz i
J& B AE A BRAG G . hvKP B YL 0 ] 78 530 6] P9 ok 8 2, 6 40 8 PR e ik of hwKP 9 46 1 5
Ak 40% ~ 80% T M. Guo &I A K B FK [ B o4 1R 28 1k TR Uk A3 B 1 I 4R B TR A1 B Y hvKP
Bk 22.8% o EE 148 e A B (hvKP) AH Fe 28 31l & 5 75 A 18 (cKP) J& — Ff 2 7 5 5 A4 fili
R vt TN P SE AT A B IR W] S B AR O R R R IR s, I B B e R RO SR BUA K
PURYIRIT R ROR BB B s, R VR B, hvKP Y EE T I A R SR IR 2 LR
R AR AR 11 6 B 43 3 ZR 45 (type 6 secretory system, T6SS) %5, H o 32 5 Fn 4k 28 K J& hvKP
FHHESHE", hvKPH L& HIENE T hvKP 2 % B A &5 550, o peg3d44 (iroB .
iucA iutA rmpA M ormpA 2 55 ¥ I B B G %5 08 T LAHE#f IX 4 hvKP Fl cKP, /2 %8 5 hvKP By “ 4
PRAE”I S B R E A R I T A SR MR IR I SR R R K, B
T 22 YR A LA w8 B 1 36, T 3k Wl A I R PR 12 BB i 3K

NGS by — T B 3 T R 4G 0 4 AR B PRl | 280 R T3 TR ) At BH I 3R s A O i
RFR 2T 2 S PE 34 . NGS FH M 25 5 75 AR 40 J0AG 0 7 510 %5 56 DR 4 7 56 B A %k 3 3 # Ok
PRI R A B AR R — 2P i . Ao 3R, — M 45 4 B0 40 TR A I TR AE B K T B R A
X 3= BE KT 3096 125 SN T AE I R TR o X T S BORS TR ) G0 25 A% o BT B L RO HE R AR A L
VAT A 56 6L BT DDA 1 — 2% R S P 900 B0 ] 2 TR OR SO e R AR T iR BALF R 45 SRR
ili 9% T A1 A AH G 32 B R A 48. 400 RE ST A AR B R 3 691, 5 SR A B0 A 5 B Y XS A N
99.0% , F¢ 57 5 B0 1126, 78 il 48 5 B A AT 1R B e ik D 4l 7 36 5 v, T f K 7 T R
KW 2 7R dut A Y rmpA 2 15 33K 5 B A R I KT 7% SR B 5 45 R I R RRAE L BB A BB 2 B hvKP
S B T I R v TR AR TR S G I L R AR 2 R B ARk B T e
i 3 R B R B T A REE A R PN A R 4% A T I A (R 2R MR IR L 25 5 AR I, N e R PR BE
hvKP I, 3 M 2 T Bl A 15 5% + KP & % + 298056 10 o i o, JF AT B
TE T 40 I PR AT S, o 200 % 5 0 hvKP 32 I IG R 2 B KR4 o Bk 75 85 M 25 259 W IR 9T 1R 22 PR
48 50 B AN BRI e BE B B B 25 0 7 o AR I A R A T I A B A A OG 2 A R
00T, PR Ry At XY B0 B B 5 25 R Ry A (0 R A BB LB R A S IR (GO
Ve FH T3 B A 2R B B PG AR/ o B A R 5 e KR I 8 1 3R L I R 3R R T TR TR NGS 24 i 45 SR A )
PRV S P A R W KR, () s SR HUMe i 1 2 R 51 3 A B T 0B T Y R RS O0F R RE, B/ hvik
Ja e IR, R KPLA B3 U5 845 1 s R &R

DRI S il 2% T T 11 B R Ul o B L1 5 B PR 3R, SOk GE R B hvKP R Y R AR R
G IF B R B N B IR 76. 300 o 3 AL A B PR R S B SR R A IR TR R ) A
G 2 SR R DA ILRE R AR I AR A L L R R A BT 2 0 hvKP AR, B o L s R kR e ) L R
KPLA B ST A P2 A i) 28 35 2 DA AE 2 mP 2, A Ak I 21 28 (1 2 35 38 &5 (W02 & 4F LADA
FBE & hvKP B YL 1 SE b L #5 BK Rb 70 /0N ) i R 5 3R ORI S S R S B R R B R R (CSID R YT,
P ) IR R B W B R Bk RE E— P PTHL R S BUA R E LR E . R E LADA B H
)18 2 A g 2 FUBE BRI (type 2 diabetes mellitus, T2DM ) 835 19 5. 9% %! (i A\ K I PE B &
PERE PRI IT o L AL (2021 B )L 60 2 S 5t F LADA 43 A A LADA 5 #4F LADA ;
LA LADA B # BRUAE LADA (B 05 B 240 ML T RB4 4, JBE 5 R 4K hU B2 4R o, AR 25 & AE R AE
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B, HR G R R B T2DM Y B A 1] £ DL S A RE R P 3 AR I BMIRIMIC 45 18
C ik, B A s 3 1 OB BRI PR AR 1E , Z 18 5 GADA iR &b B A % 6 21220 C kK F A
GADA $T 74 3% B =5 A% 7T DUIE Al LADA GB35 (9 158 5 3 240 i T 8 L 17 1F 8 B (i FH B 5% 2296 97 i)
LU BFGE U2 W], GADA % BE > 180 U/mL 5% C KK T 0. 3 nmol/L (4 B % , @ i 5 30
[ 5 3697, GADA % FE AL T 180 U/mL,C ik = 0. 3 nmol/L H << 0.7 nmol/L 8 # , % &5 £
5 A 25 Wy I A, U/ B BR O O R RE 524 C Ik = 0.7 nmol/L i, 0] 4% 2 8O SR %% FH 245 L 4R 48 C ik
KT B2 75 A I 0 B A B AR 25 L R ORE R DR 2K 25 W, O B D5 EAG C KK SFE AT GA-
DA i i B b A 212 1, BB BRI 7 B o AR R R A N R B IR T L S LR R S R
WA B MR 25, 4% e 5 T g B AT AR A0 4 A, 1 B s i s ke DU 35 4 B RN IR 5 D) RE L R R IR R AR
W PR 995 TR RE 2 v 2, DR I8 4R B s AL A

hvKP {2 78 71 5k, B A 56 B 4 5Oy, o] 1 Al ™ o5 0 5 7 S0 B8R % 5 0 RS R % 2 hvKP £ 22
S IBONRE o BB NGS 9 R RS I 57 A 7 w5 KUBS: N BE 8 BE 22 2% B ™ R YL 6 ] A5 B I A IS Ui P
2 W IR B, X B TR A BRI IR & Lo A JF hvKP 2 88 B MM i, SO p A KB A s
|G e P g A AR X AR RO R B DG EE R R L B RS O4ORG T 4 A R T 2 e i
BN S IR B D g B DR AP 5 2 AE LADA B3 G R FRAE 09 S Bt , S BRI R, A2
6 W AEAE BRI I2 8 AT R DR RR T AR R RO A R B B O PP AR PR B B 4 A T fig LA BA 6 43
R 38 9697 5 X GADA HUIR BH 1 3 0 e AR 96 C IROK SR #3697 7 8, KRR B & e S
40 L T BE WD I R RE B AR A Y AR A T o AR I IR IS U X hv KP JER S FIORE R AT, A
B F 52 RO 3 BRI AL
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