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[ Abstract] Non-muscle myosin heavy chain 9-related disease (MYH9-RD) is an autosomal dominant dis-
ease caused by the mutations of the MYH9 gene encoding the non-muscle mysoin heavy chain Il A and leads to
abnormal accumulation of myosin in cells. These further causes functional disorders of the blood, eye, ear,
kidney, and liver systems. MYH9-RD displays heterogeneous kidney involvement and outcomes, but doctors
still lack understandings of the mechanism and treatment strategies, owing to difficulty of conducting renal bi-
opsies. Here, we report a case of MYH9-RD with tail fragments heterozygous mutation, which renal pathology
is presented as glomerular minor lesion. Moreover, we reviewed related relevant to strengthen clinical diagnosis
and understanding of MYH9-RD.
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Fig. 1 Patient’s familial pedigree

WU 42. 49 mg/mmol, JR 2 FI HL Pk 48 78 B /N ER o K
FIK,

(2) HFoihe. WERRACHESE . N2 IR A L
fit} 24 IU/L, KRITAZ AL E 25 1U/L, Gt
WERR W 71 1U/L, y-A A BB 24 1U/L, &E
I 4# 5. 07 mmol/L, &5 2 h k¥ 5. 52 mmol/L, #Efk
MELEE A 5.4%, H W —=E 1.39 mmol/L, &\ AH & f%
5.55 mmol/L T, K% A5 2 (A E B 3. 56 mmol/L 1 ,
5 2 P 1 AR IR TR 0. 95 mmol/L |

(3) MRS, MmEHR. AT 6.72x10°/L,
MLHA 121 ¢/L, M/ 31x10°/L ], A& 1
SEH AT WL P R A M AL R AR B R iR

(4) g ROFGAabr . RIERRE R, #MA C3/
C4. PUREPLIRIE | PTEEBUR LR BUR 1S | o R
MR U B B P . PO/ NERIE IR | 4r
AMIUTRER R MEEE, SCUOR . MR AR bR
S

(5) HAb4BhAG A, BB (AF. BE. BE. M.
B OWRE . BEbE) TR SR WT AN, S
Wr h TR IRBMGA . AL 55,

(6) BEMERHE. JeBEHER A3 &, H/AER
16~20 1, FIRMBER . 2/16~2/20 B /NERER P A
b, ARE/NEREA A B, B/ NERIL R AR
DLREIE ) RMECR WL RIS 2 oA UL ZR I AN A 3
Ao B/NER TR (<5%), BRI BU/NE LS
Yeyhn:, RILRANMIZNE, BB/ NEES T
W) S KA R | AL, SO PEE A, Ot
IgG. TgA, IgM, C3. C4. Clq. B4 « K N HPIH:
(E2); HEHRREELETIR G . WEIZWON E
INRIRTIORAE &I B/ Nl kR A



MYH N 548 P B /N RS 7 —

Fig. 2 Pathological biopsy findings of the patient’s kidney
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