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Abstract

Objective: A case of MELAS attack was analyzed to provide reference and help for clinical identifica-
tion and treatment of the disease. Methods: Patient’s main symptoms are paroxysmal loss of con-
sciousness and headache. Plasma lactic acid 5.0 mmol/L, whole blood lactic acid 19.8 mmol/L; MND
electromyography showed that the upper and lower limbs showed myogenic changes, and the prox-
imal part was more involved. Muscle biopsy was consistent with the changes of skeletal muscle in
mitochondrial encephalomyopathy; Electroencephalogram: abnormal EEG; Multi-modal enhanced
MRI scan of brain tumors: MRS suspicious lactic acid peak; The full length of mitochondrial gene
showed that m.3243A > G was about 34.09%. The patient’s clinical manifestations, laboratory ex-
amination, muscle biopsy and genetic testing support the diagnosis. Symptomatic treatment was
given, and the patient’s symptoms improved and he was discharged. Conclusion: Mitochondrial en-
cephalomyopathy has various clinical manifestations and complicated pathogenesis, and is often
misdiagnosed as stroke, epilepsy and other diseases, which is not easy to be found in clinic. Gene
detection and muscle biopsy are helpful for diagnosis, and there is no specific treatment scheme, so
the prognosis is not good.
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LRI IR L FLIR b 2 A1 26 Hh R A /E(MELAS)AZ H1 T 40k fA& DNA 5% DNA BRI, B2 4
W EESSHIM T RERRAST . RER A A LM 2 RGPIN, TR R K2 248 S E B 1-[3]. 12500 IR
RIEIR, BEMMIT RN BN R DUEEZE, k. Ur bes. ISai A 3245, %R
IO 12 P S B B VE I 5 55 s SRR v B B e RSB = TE 70, RS IF#e(4]-[6]. AL
RIE 1 ) MELAS ZRaAbim ], 55k BRI S LI AGE A 12 1) LASUIR 5 A DR 2 2L I PR R BILIK) MELAS (1)
I PRERIURF =, CAIIFRE et et 12998 A i PR IR

2. IEPRFEH
2.1. BEEXRER

B, 208, D RAEMERGRER 1+ A, JJm 17, 12023 4£ 8 [ 4 HUSAMZNEL

BELBE KRR 1+ AAEE THERH IR, Ja IR IRER, BB SR Z AN
2, XU g, LSRR, FoREM, Sk, XCEB i, XUR B, Ak FuR. B
2y K/AMEREESE, B ABERIZ R AEm G5, KAR A MBLATAEOR, DR “Amis s Jamknt, Emi
FEo BLE T BT, SRE VR B ABEE KA, Bl kAR 1 IR, BHRFFERA) 1 5 BlUa 22
FARFEAIFRT, EF 1 AR RARMBUELE, A MRSV, BRI RS, FEAT R, IR 5,
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MY, O . SIARIRIER. AR E RS, ORI IR RSk, 2 KAl
PLEL, S RAEWRM/DE B NEY.

ABEEEfR: ki 36.2°C, Bk## 93 /4, WER 20 /4y, Ififk 131/81 mmHg, O EARTICRR. &
BHE R MEIEN, XEU, FEIA T, REHHEIRERHMER . UL R, HAAZ 3 mm,
XA R, RS rizsh A, SIRAM R RS . UL SEE5FR, DMATLER, MEL
o BMBARIEIN T S S, FEMIIBARILTT 5-2%, DOREALEK J0 005, R0 e e S Sk s, U0 8 S S ek 55
MR AR WS o XU BRAE B, M RSEAE 1 . Fie & IREEIR IS W], PR IEFR .

KBRS 2023-07-13 MHHL: ZU4HPHEL 3.71 x 10'YL, “FIZ AR 107.3 fL, P2 400
GB & & 35.8 pg, BC 7011 %5 SD69.4fL, BC 734 % & CV17.8%, H4HMIiT4L 10.57 x 10%/L, rhiksynt
RLAIML E 73 % 90.7%, AN 703 7.3%, BRI E 0% 1.7%, WEERIERYIME 735 0.0%, +
PE I RZ AL AN BB 4E 5B 9.59 x 10/L; 2023-08-15 IS 504, 4= ML FLER I 22 : Ml < 484> & 100.0 mmHg,
A 729 mmHg, S ALIRS K 342 mmHg, 2 MFLER 10.75 mmol/L; D &%, HuEski H M2250
mg/L; MHKFAR: MHFFAM 3.4mmol/L. MND JUHHEDR: ENEENUEMESE, iz RERE, 5L
AR MR e 2 A 3G 5044 MRS 7] SEFLIR UG, 1/ 45 & IR R BRAMERA IR, 3510 XL,
LA 1 2023-07-12 fixi LB A 5% EEG (i 1 B WS SO 2 5 0%) . WLATERDR B2 7ok
TR E AR 15 ROKZE 90 oK (B At ~rh), & ELARWLET4EIR 2 70 A s AR A DDA ZE 22 1 A2 L
CRYE; TN LERE R L LTS s AR BRI R U R s WA A IR S . MR R A KR
m.3243A > G % 34.09%. fE%: Y& 185 mmH,0, AR M: REM, 400820 1001#109L, A4
1#10%Lo CT kB MUFSEmiAHR: A M WA RG22, RFva s (B Som ANE, 2K B i
TG, M2 5 RUMBIE 2R, DA R385 o U i s /> S AR

SWr e KR ZCEMT. Fo. k=) DIREME: RifiiEifs.

1) LRI (MELAS); 2) Ffidlsdy; 3) Sk: 4) kR MmN

2.2. Bfr&d

8 H4H, BEEHANERMENFHATT .

8 H 5 H, BREMLIKE, &R E:KEETT PRI, 5 kS m sy, 2838 4%t
SEILSE, 2 ORISR .

8 H 12 H, k&, LIWEnr i R arss, Manl, £iMmILER 5.0 mmol/L. MRI il £ 45 FH + 14
S AT DU TR i B S I, A TR A 0 I e B R T MK T2 55, %3 &
R IRECZ IR, SR AT DL [ R A, ARV SR A, SWI AN R MR EARE S, PWI R
[X CBV. CBF B E# 5, MRS EI4EX NAA. cho B EIRA%, JIEEIE, W9 K lac &, fixT KM
KA AT W, Lac W8, DTI EREF4ER AR WA . SWI AU (3R WIBREVEDD B DR . 3 R Ak, ik
VAR DL 5

8 H 15 H, &6 mifita il LN ), ZMBAAAE £z, ZEMMI1% 2 9. 2023-08-15CT
SLESF + MU =4 SUG I SRR A U RRTGRE r B ) e i R AR S BE R, A L S R I
JR R VA G [ R R, K AT AN, G G f SRR A, MR ? NP2k WA, N A
TFRENETI, BRRib. 6T HRRIEGITT .

8 H 15 H, 9BVHTH A G HILMAMME TR, 2SimiE, CRIEMSoH, 7~ 2023-08-15 LS,
S HTATI000) (R55): B FAIBR 28.4 mmol/L, BRFRZAR 7.9 mmol/L, ARiEMKFREAMRIKE 8.1 mmol/L,
FRELE 6.946, 4= IMFLER 19.80 mmol/L, S MIAIE 92.9%, BJEIMLEH 6.9%, BHL R <51.270 umol/L,
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4 B 42 —23.6 mmol/L, 4 AMAHR R 4x—24.2 mmol/L, ZEHH 23.7 mmol/L, 4:1f1%( 107.4 mmol/L,
A M ZFE 14.18 mmol/L, FREACHIERR h 3. WiWHheE . K2 RE, R,

8 H 19 H, 8 A 17 HEIH CT: XUMEAESRE. 4. BN AR, £ R E. 8 A
17 H PCT ik %cHE PCT. JRIGFREE A, FOORKIETE: MmO, A8 Sk ank i &7 ©2 38
+ PR EPURGRTT .

8 H 23 H, 2023-08-21 F-4H] 9.6 mmol/L; 2023-08-21 F-48J5 9.2 mmol/L; 2023-08-20 -4 )5 16.3
mmol/L; 2023-08-21 FEHLILHE 18.3 mmol/L; 2023-08-21 HEZERT 21.4 mmol/L; 2023-08-21 W% )5 21.8
mmol/L; 2023-08-21: 22:18 HER] 17.5 mmol/L; 2023-08-22 14:33:17 448 )5 19.9 mmol/L; 2023-08-22 iti
HLIKE 18.4 mmol/L; 2023-08-22 4L HT 22.1 mmol/L; 2023-08-23 F4&HT 12.3 mmol/L. [ T4 B % 6u =
BRI, BEFTAEA 6u HOE IR & 2% BRI IRTT o

8 H 28 H, &M EAE, ZRMPE, EAEH M.

| : Integral

Figure 1. MRS suspicious lactic acid peak
1. MRS AT ¢ 7B 1%

3. iig

MELAS J&—Fh 3 WA AR HHEOR, Rk EBm Pk ATP SISt 2 585 7 R ARSI
MV (7], BRIALEHIRITHAE S T S8 ARG, Hh RS Rk s REE S 2R, Mk
W, SRR TR () K 52Kk DNA 9B DI S, 7E SRR, KR 5752 R Rk 1k
DNA 5874 Bk ik DNA H) B A% 0 ki vk ATP (B T v, Se A8 2k kit DNA BLAT R 2%
R, RIS RAR LRI AR DNA A B A TR S E SN B, LRI MR 2 I SR 24 R R 5
SEER R BT RIS DNA EARRALEE AR, SRR, SEAFEIGREIS]
(9. HATZEH1A DNA ZAB LG 5545 B 2t 1 5 MUK PEZSRI /& DNA 48, JETHEH A3243G RAF
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FrEt MELAS &% B WM AT 22 57, B A0 2 SCHRkGE DLRE RBHME R A3243G RAZATEL MELAS #HUK
M2, EHREHURME A3243G RAZFE MELAS 5 BF Ri54E 5 IL[10]-[14]. MELAS (¥ & HLHI A 56 4
TR BRI AT DU JURP A A ALK AR, GFRZR AR BE &= AR BT . SOl i s Al — 481k
RBh=. B, LKk DNA A3243G RA FEANARLE M DI Redi T, ATP & BRI IR/D> T EZRL AR R &
PR RE[15], PR EMT R AR E S MALSNTNRETE, HinSHANARE RERIUAM.
FR, BREGR Z R KA GE, MELAS 256 1E 85 P18 URT /I LA A B2 240 PR P 2 0 4 189 B ] 5] e i 5
WA, S EUMEEE M S R RE IR, AP AORE, JUHR AR RAE[15]. B, /ML e
Wy = L AZ LA P R AT 7 A P — SR A R R 1L P URA b il 4% MELAS Al S 8— S L& =, 51iEA
[ 2% B AL 2R 0 I Y HE A A2 4533

R 2020 45 b 2R N L7 £ = FLER IURE AN A R B R AE 129 T & 41D [16], #7 MELAS
G ARFRI A RERAE, IR WXh RE . AR . KSR EEAT S, R SRR TE 10~30 %,
eV MRS WL R R, 2K Tl T2 BWES, REpdaERmB M RNk, &
RIS —3BAL R s MRI U RS 3 B ol R Iy FLIR I, S50 =4S 25 ] WL 0 R/ s v LI & =3 v,
oy B3 T W, CK ORI LDH 32 FE T, LIPS rT SRR £ 41 4, 3X 2112 MELAS A A 2R R 4

C S5AZ A 1L, 7E MELAS FAOREAASE PRSI, f 8 WK fe B PR v 3243 A7 i) A—~G A2, 294 21 80%
FIfEF[16][17]. ZEEIRRRE A 20 5 FURARIMEERIRER 1+ ARSI & E R
AARIER . AN LA TR B B B2 JE T . MRS SERUFLERIE . WLASKE(+) 3243 2[RI RAF (1L
LRRIAZE R KR : m3243A>G ) 34.09%)), EE 20 % tk, SRR, DAk R VRN SR 32
RO, MARRAKTTE, WU B RN SR Harn 52 R B, MZRRARE N A KoR: m3243A>G &)
34.09%, 12 MELAS 861

P SRR, I LR S R LR AE 1) S B 1 s 2R R i U 12 R 2 R E R, T
GE ST AN REHERR MELAS [12]. 110 1% 8535 0 003 IUAH IS 1001 x 105, 402 1 x 1090, I
IR R T . AR TR S B R AR T R S N SRR B B S I A S, R
ST E R SR I VR DR R AR A T B AR AR R AE /2 MELAS FIAZOEIR, PTRER MW M
B R A7 LA R — S A R e BT B 13] [15]0 SRR A4 b LG S5 38 R IR A A, il e A mT e e St
PRI R 2 —, R EORLAA s B8 2, R Gy i B 55 3R BORS AR T 3 B LA R 5V FE RS ST [ 15] [16]
MELAS /& —F0 55 WIS AL AR B0, Zobifh  BLld 724 ATP 5iM A S 578 7= T A G A 4H i
T2[7], bR Ee R w1 S8 2 RGURE, HPhMMPIHALR A EEEE 52 R PARY,
LR WL N UL 1) R0 5 2 R Ak DNA IR SR B Y AH G, S8R 1 B 7 A4 RUZB Rk DNA (¥ b1l DL S 20 2t
LR Rk ATP BERFARIGREE phesE 7 HR 5 R [0]: S Il i e 55155 i SR R T g (4] [16] [17]: 1) AR
WAL, RG] SEWUAGE . R 85, MR TR LRI U B3 A B L
KL ThRERRNG , S G5 R BRI 5 T e — 0 n E R A QU B AT , 75 AOW0R R A 55 B0 4 1) AN
WORPERIAE, BEERE 3L, HIMEBHR KA. 2) KRR MiEGn, HUARER AR T,
X 58 RE R 0] BEIE I L IR A A S AR 2 R G, BRARRUIA R AR AR, (R R R A, s 15 12 J
3) RIERE: YR R AR A AR, 2 A SUER R I S, RN R SR
g — MM R, TRefloR SR AE .

WBIT B SN g s B AR R, R R, IR S R U R A R Ak
IhEer 2%, PUETEEAMH SRS . R, T KGR . DUOCRRGYT N, FERRIIER 2 1)
B, ST QL0 RAEAERS, FMEEYIEIHIGE, Pilb®EE . X T MELAS B & 1E, @l H

DOI: 10.12677/acm.2026.1693172 1355 Il PR 2 2 3t


https://doi.org/10.12677/acm.2026.1693172

RS A&

AREINE TS PURR 2, W RN R L 2% O Z e, I A e s 0 e R fide =
W, JEREIZBNAEE T MELAS BB, & U FUS BN Pl A4 A 38 0 UL R S b A i v 1 o
M2, MELAS ZEEAEIR IR RIS 28 2 8 BB W, T EIMAHZR R Z T/, % F80R2 &F12,
G PREE ST A e BAIZIR AFELE, JOH R R, XEELL MELAS 3 W i 56 36 A0 G S0 28 KA %
KA, REZWIRNAYT, RFEREN B &G TR, BE TS . HEl, BEE X MELAS A
IR, MELAS AH OGP A 1R A2 B F IR, #0012 MELAS (1) 5838 35 DR I B 14 28 R 58 95% A F[18].

= A
VI L A A B I R
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