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Refractory renal anemia in hemodialysis patients with renal transplantation

dysfunction caused by mycophenolate mofetil:a case report and literature review"
SUN Weigian ,SHI Danye,HU Ping , TONG Yijing , TANG Yuyan
WU Jiajun,.HE Haidong , XU Xudong®
(Department of Nephrology ,Af filiated Minhang Hospital , Fudan University/Minhang District
Central Hospital ,Shanghai 201199,China)

[ Abstract] Objective To study and analyze the etiology, clinical characteristics and treatment method
of refractory anemia in maintenance hemodialysis patients. Methods The clinical characteristics, laboratory
examination results and pathological data of a hemodialysis patient with renal transplantation dysfunction
were analyzed by combining with relevant literature. Results By combining with relevant medical history,la-
boratory examination, bone marrow cytological examination and bone marrow biopsy, the patient was diag-
nosed as refractory anemia caused by mycophenolate mofetil (MMF). Conclusion The excretion of MMF and
its metabolic products in the patients with renal failure is decreased, which results in the bone marrow sup-
pression and anemia difficult to be corrected. Correct diagnosis and standardized treatment are the effective
means to correct refractory anemia.
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Bk M 2V E RE WAL S 2005 30 %0 i i 41 21 = R 40
JEL X5 AT DL L A AN L A B G A L A TR 25 RN A R DL
S SR Sk 2 K A AR s U B AN AL R A i g H
KWL, 2 AT A% L0 A0 M3 2E 2 s OE L & ST
FHLWTZ B8 CT Ao A& $2 75 i+ o6 M e 0 s B 40
ff g # (CMV) IgM Bt 44 B 1 5 45 & ke A5 25 21 % 8
CMV &Y S350 B8 A5 2R 1) o T A M0 350 1 e ik A B
RN S AT MR AR YT I 45 T 20 40 i A R
1 F Cerythropoiesis-stimulating agents, ESAs) . 4k
F BRI S XTRE VR YT s MMF 25 mg, B K 2 I, 4
Frr i, 2020 4F 1 H #5584 e 2 19 0 10 9003 #r » A
1 UK 385 A A 2 I Y0388 T I YR 28 AT O Ao 1B 5 I YRR
T B 4 b KRS Hb fH k8 i B2 PR ESAs il 4, &
H eI Hb 3% 848 110~130 g/L, 2020 4 8 A
#F Hb 114 g/L, %457 ESAs 10 000 U 45 J& 1 . &bk
TE4 52020 4F 9 Hb FREE 85 g/L, V¥ 21 41 M iR
FIL P-4 i 100 21 2 1 Sk RSP X 20 40 i Il 2T 2 1 v
JEYIE W A A SR AE WX I %5, 44 T ESAs St 2
20 000 U/4§ ;2020 4F 10 H % Hb 70 g/L.[]1i& %
CMV #ifk 1gG Hifk (+),CMV IgM #i{k (—),EB
TR ARTFEYUR 1gG Pilk (+) . EB fG 8% B 1gG Bt
() EB Wi R B 1gM $itfk (—)  EB VC IgM
Prik (=) iR 4L &K By, IEH ;881 240. 5 ng/
mL, % & ESAs J8 Y7 B M 2 m AR B #50 T LUK R
St A 7 I 2 5 Ak i ) R CHIE-PHD 38 97, 22 1L G
If % (Hb 58 g/L) it — 21 IR ABE
WEAA o IR 16 45, S H MR FH 250 10 48 420 S i
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CHIV) FIAg 75 B I v s iy 358 B 1 . A BE i %

ERy

¢
19 A% o
o

A X100;B~D: X1 000,

4B F 202258 A%51 5% 164

40 4. 43 X 10° /L, Hb 45 g/L, Il /N AR 11 %k
176 X10° /Ls I A= Ak - 9 28 R 2 L 56 B Wl L K 1] 4 S
FILEE I E R W E 35 g/LLJJLEFTH s 914 pmol/
L, 85 R 2. 09 mmol/L, 8T+ 1. 66 mmol/L; 4L
W M2k 42, 3 pmol/L, BBk 45 A J1 43 pmol/L. 2k
[ 266. 20 ng/mL; HUR IR fE « 1 3 UiF 25— it B
JR 22 2. 96 pmol/L, i iF 7 25 HR R R 8. 56 pmol/
LA HR B 3 2% 0. 031U/ L B £ Bt 4 1% - Hi U4k
DNA LR B0 o] i P 5 oAz Bt i Bt v kL 4a i
JRLSR BUAAR 285 1 R DL S BB /N R B R IR TR (=) 5
b JR bR W R PR BT 5. 25 ng/mL, HRE A .
WEA B (Cal99,Ca724,Cal25,Ca211) | Hij 51 it 4%
PEBUIE 7 B9 R0 50 MR R S M 0 S 2 E R FEOIR 55 IR i
2 304 pg/mL; MR 6. 04 ng/mL; 44 % By, 1 425
pg/mL, FE e gk 8 B B, MV I B . BB
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TG R Lo AL, T T g7 ME A I B R R . B B
KAy« 48 W Bk A R RS R e Lnan
Jiil A i 2 (EPO) =750 mIU/mL; EPO HiiA&BH 1.
2020 4F 12 A5 BEM - (D B 86 /N R0 Al 0L, A %
2 L 1G A= o AT S 3 R R A AL R 15 ~30 45 (2) KL
FRIGA AT LR AT AR 40 AR Al B S L ROk
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LT AN R 3L T A AT s (4) BB AN i EE 151 38 v L A
i8S T DL 23 6, 7 A B T L 5 (50 6k L 440 i L )
FIEAS AR B 5% (6 B4l 4 /20 11 4,
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(8)NAP et . fHIER N 24 %0, 814 28 43, WA 1,
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W R WA H B A A b e .
(1)Gomori Yt (—) . (2) H 2K I 5 Y2 €218 U0 PH 7% 40
. (3)CD19 1% (+),CDI138 0. 5% (+), CD56-
CD117 1% (+),CD34 0. 5% (+),CD235a 18 % (+) ,
CD61 E# (+F)MPO 60% (+), i B4 A& W3 40
Mgz, WL 2,
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27 4k 4k . rhEPO 1 1K 515 4l 27 40 i 7 4= BE 65 %3 1
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A HL SO 5 s B PR 2%, DA B 4 9 At A%t vk
iR EMELBERM AL L, HERERARER
I P P BT R T T RE . RE S 2B
AR TS 46 0 S8 JE 1 EPO $ 4k B4 HEB: EPO
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MPAG 53 EA4EA.97% /) MPA 5 (i 3% 15 5 (1 45
AU RN E R MPAG &5 5 16 36 . 5 MPA
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WY A R N (adverse drug reaction, ADR) #H
KR SR ARE  MPA AUk EE S 2 HE R R N

FH SRR K, Wk BE 5 R KRB AR Gt R . iz
MPA {8 S5 AR 97 % ~99 %0, H LI T35 H7 M
PLSE 20 B

UNUAEE W S el 2 ) = SN E NS
ik MMF 25 mg, 5K 2 WIRYT 2020 4£ 9 J] A % 1&
HK'EBA . MMF i £ 75 meg. 8K 2 k., ETLL
RO B R R CE MR e T IR R A HE R S
MMF )i %A 5¢ . BN ITIRE T L MMF i 52
25 mg, B R 2 . i BEJE 4k 8L ESAs iGY7 . 112 M
M. 2020 4 12 H HBeit 2 Hb 68 g/1,2021
41 A4 Hb 104 g/L, #5452 8 32 ok 3, B E 17
HRMIGITAR L S 5 WA K. G E /DR R T
Ry MME KA ™ 9y HF kv /b, 5 350 6 40 ) 55 A
R BN Y 2 Az o PRLIHG o A i A 5 410 ) ) 3 B BB R
AN B2 18 25 ) 1) 4 R DG AR T S AR 1% 00 ik 22 %5
JEBR ' DI RE LA B3 A X 245 490 1) 52 A X R R A
WEBEA 20 R T IREBIRIT T % .
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