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Case analysis of 4 patients with CDI combined with HHS
Tang Nenghud',Y ang Qin? Li Qifu?,Cheng Qingfeng’,Y ang Shumin?, Long Chongrong’
(1. Department of Endocrinology ,the People’s Hospital of Shapingba District of Chongging;
2. Department of Endocrinology, The First Affiliated Hospital of Chongqing Medical University)
[ Abstract ]Objective : To investigate the clinical characteristics of hyperosmolar hyperglycemic syndrome(HHS) combined with central
diabetes insipidus(CDI) in comparison with HHS. Methods : The clinical information of 11 patients diagnosed with HHS(HHS group)
and 4 patients diagnosed with CDI combined with HHS (combination group) were retrospectively analyzed. Results: DThere was no
difference in sex, BMI,SBP,DBP and BUN/Cr between the two groups (P>0.05),while the mean age of HHS group was higher than
that of the combination group (P<0.05). @When admitted to the hospital , the blood glucose,serum sodium,serum osmolality, urine
specific gravity and urine osmolality of the patients in the combination group has no difference compared with those of HHS group
(P>0.05). After rehydration therapy,the blood glucose decreased in both groups. However,in the combination group,the serum sodi-
um and osmolality were significantly higher than that of HHS group(P>0.05) ;the urine specific gravity and urine osmolality were ob—
viously lower than that of HHS group(P>0.05). Conclusion : The clinical manifestations and laboratory investigations in patients who
suffered from HHS combined with CDI are similar to those with HHS only. When the hypernatremia in HHS patients can’t be im—
proved effectively after the rehydration and hypoglycemic therapy,we should take the HHS combined with CDI into consideration.
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PINFRHE . BIRERIR MBS — BB 2010 £ 2015 4F
IR 2 B B all HHS M3 11 4 (HHS 4),CDI &3¢
HHS ## 4 6 (4 34) ; HHS 4 &I A M2 K825 HEUE
RIS (B 11 BR) . HEBRIRHE GRS | B M IR A
iE & EIRERIIRER ¥ OB EREEIE 2R E T
JFREAL R I A
12 #%#itsFk

SKH SPSS 19.0 it xt 2 t B E — B Rk
EIRARHATEE T 00T . SRR K-S KB Bt Bk
IR IEZASA3A , B ASS « bR (x x5 ) 28,2 AR HAR
SR FVSIAREAS ¢ K056, THACHORER A Fisher BHUIRERYE , &
/K HE a=0.05, '

2.1 —/&HEAR

gl HHS &9 CD1 B — B ok 1, 2 AlRds] .
BMI. W48 [k 473K K Il BUN/Cr 48242 5 (P>0.05) , I
Bl HHS B4 #3560 B /T &3 CDI B (P<0.05),
2.2 AdbdRiRbE

B4l HHS &3 CDI B E TR L E 2, ARt S
HHS 48, &I mén  bE  83EE R ILE RBEE
BIGIHH#ER(P0.05), £t 2~3 d TR F) U R

FepEab LS 2 AIME BB E RE BRI S —ERE
B (B TH) R P<0.05) , {E& FE4H 1 44 I i 2 % TR HH &5
B F HHS A (4340 F3UN P<0.05), B RICERIRBEE
B B AR HHS 4 (534 ER P<0.05),
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CDI Al &A% AR B, FEZMULE AT B
i 4 S BE B A PR ¥ K (antidiuretic hormone , ADH)
W, E R R W B A AR TR B
4 Sl L1 A ST -2, 5 R HFEAE JR R R AR X 5l
YaXT AR, MMEFH R B | B R B R I 45 fe s (R
%, WAl &5 HHS, FEIRRERH OB 2K . £
RORRM L Z 5 B R GaER, BEE
HEER IR T, B — PR BRI A E 5 B
B IREEE,

ABFGE Bon, 54l HHS B L, AR &
Jf CDI B3 f Ifif . BUN/Cr IfLéH . B FEE R E
B REEEN TG IR BRNE FELEE 2~3 d
J& ,HHS H 14 B E kR LE TR, A 3F 4
TBEREAR , {8 /=5 40 IAE | 55 1M 8 3% T R RB A9 B A 3
#iIF, B8 ¥ % T HHS 4, FIFt R L E R IRBEIE
BEMET HHS A, &3 mMAEEMER GRE)
J& , BB INLAE R B R TR IEH, PR LW EE
REBEHE,

F1 B HHS. SHEBRE—MER
Tab.1 General conditions of HHS and combination groups
i (F) R (Hi&) BMI(kg/m?) e 48 FE (mmHg) 5K JE (mmHg) 1fit BUN/Cr
HHS# (n=11) 69.5£9.9 6/5 236+5.7 154.0 £29.0 90.4 + 189 304 £6.1
AHH (n=4) 43.0+16.9 212 212450 131.8 £25.7 92.5+31.2 30.111.7
{8 3.814 - 0.685 1.349 -0.164 0.082
P 0.002 1.000 0.513 0.201 0.872 0.936
HE: “-7 ,Fisher BYIMERE
®2 BAHHS . AHAXKESLR
Tab.2 Biochemical characteristics of HHS and combination groups
R Azt VRE SRR AR ﬁgﬂﬁ';zf&
HHS# (n=11) &34 (n=4) HHS#(n=11) HIHH(r=4) FE PHE FE PE FH PHE
48 (mmol/L) 1562+13.0 154.5+10.0 140.7 £ 4.7 161.0 £ 6.6 7132 0019 4.537 0053 2063 0.175
¥ (mmol/L) 28485 38.7+8.8 10.8 2.0 158 4.6 6721 0.022 79944 0000 1342 0267
B FEE (mOsmol/kg)  368.9+18.0 3783285 3166159  3408+8.5 24798 0.000 32295 0.000 0.002 0.967
PRILE 1028 +0011 1.018%0010 1.015+0.007 1.006+0.001 11.170 0021 5.110 0073 0007 0938
FRBFEE (mOsmol/kg) 6380812  639.0+1047 6705:21.9 2078322 17.696 0.024 15614 0.029 8.649 0.060
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CDIA 3 HHS B F B h A 68 2 IF (975 44 1
$iE , B0 IS | R A LA B BN A AE B . R A ITLAE
I RES L ., % ARSI R - RBEHN R E R 7K K
WA A AN LA SR 0T CDI R 5 R AT
V8 SR IEF AR R & A = A8 UE , S5 F 8
BRIBAR A, $/K A W] F BRI 4MIMEE , CDI 5 3FHHS
BB BALIALAE RS BEBOCRNA L I 41 IE, LR
HEESHEEFH W ADH AL, IR T iR a8
R 2 IR R RS R R %,

N HHS &R IWE JREE R /LA
BEAIEFRI, N EAH CDIA[fE, T HHS &
RAEERE KT ER0 B PRI, M4
3 CDI B 08 B4R 2R T BB A 8., Mk
KA RFME R EZESOKS, R aELIZIE, H
A EANTE R B YA R R 5 X Fh s I8 A BE A8 15
Y IE B SCERE R 3K AR ADH B B Fi2
Wi, {H ADH 3 ik B 4%, H4rEg 3% ADH Afa
FE (BPMEAEFEF-20 C), B IE RME LLE JUIT R,
AR B R B E RTATEKN 38 Sk B 512 W
HEHEEWRBERE (S LAF) , 78K R %
AREA —E XU, I B FIAT R E I ER W IEERIT

Wi R b EE A PR I8 TR T REXT 2 A — e B
B, RHEEEHFARBERNR, REEEEHS
35~40 mOsmol/kg, FR tLEE |- F+#4 0.0019, {H3X 2 F

ERRRINAFEREEER RSB R FRET
PRAVCRL (ARPRZE B B0 ) ISR, T AR LB B TR IR
T R PR Fr R BB AR/ N Rl E , 2R B
K53 (AN B0E BB X He ) ) B 3 B A B
ZRHHER, RERATRECEBBERLBER
5l ARSE (BIR L FEA WA 1.03~1.0557, thAh, IR
HLEE R PR3 i 2 YUK BRI

HHS &3 CDI B E A S IRL . IRiA, IHIR4
B, Twi2e FE R E QR LRI S 4,
e PRI A8 2 T , A S AT A MR B W o =i 0 JILSEE P
JRB AR & RSB AR, M gAk
TFIEH (>145 mmol/L) , FRIB 1 FAK T 1 3 5335 FE M
ERPRAREE®, B2, B4l HHS 543 CDI B HHS
BERRKEAMLEELES —EHMUZLL, 4
HHS B AR U8 J5 1 4R KBt 24 1E ) R %
ERAWE CDL AR AA RTETRARS /N, R
BEERXZIGRMIEA —E M RER , HF iR
TH R R AR 5T I LAESE

BREE FREE 4,628 HOWB . 281
4R LB 2 10 d AHE M HIEE BT ICU, & E2 W
“HHS . JREREGL” , T AR B AN PR RS R
BEMESEIRIT 3 d, R EIR, ARTHE=ZHE
Bt , 2 M40 170 mmol/L, 73 f Ifil ¥ 33.61 mmol/L, Ifil
FRZE 25.6 mmol/L, M JLEF 186 wmol/L, & KEHMNE
S989T 2 d R BBHARE, BEDB . BK.
ZR S, RE 2 900~5 100 mL/d, BEAA 1 4EE I
JEAR 5B, R M AT, AR KRR R T Y
10 kg ZAK: T 37.2 °C,P 68 ¥X/min,R 22 X/min, BP
137/68 mmHg, #1134 , 2= 5 R BRIGRE TR, MRS
B T4, & 0BE (-) , SUR BTk, ABE/EZE I
£4:167 mmol/L, If¥E 22.1 mmol/L, LK EFMEIIE
B EMBHAIT 9 d, S BB BT 4.8~8.8 mmol/L,
M43 31 F150~167 mmol/L, FR4H 55 mmol/L, R
L EE 3% 3 T 1.005~1.007, JRIBBE 248 mOsmol/kg,
#% &4 3t CDIL, AR MRI /R EKAE R, 2 3 mm, 7§
433 SR AKIMFIREEH 2 4 CDIL A AE
B (378E)0.1 mg bid, = L84 . B IR . Z 1B Wi
fif B
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