
INTRODUCTION
Periodic paralysis (PP) is a disease of skeletal muscle in which 
patients experience episodic attacks of �accid muscle weakness of 
variable duration and severity.   Most of the patients with (PP) 
present with proximal weakness, normal sensation, diminished 

1,2stretch re�exes during attacks . Periodic paralysis is classi�ed 
according to serum potassium during attacks into hypokalemic 
periodic paralysis (HOPP) normokalaemic periodic paralysis (NPP) 
and hyperkalemic periodic paralysis (HYPP).  Though this 
classi�cation is still used clinically but has now been supplemented 

3,4by the newer molecular genetics classi�cation.  Hypokalemia is 
+de�ned as serum K  concentration of less than 3.5mmol/lit (normal 

[5]3.6-5.0 mmol /lit).  Most of the cases are due to familial or primary 
HOPP with underlying genetic basis. Two genes are known to be 
associated with hypokalemic periodic paralysis (HOPP), calcium 
channel gene (CACNA1S) accounting for approximately 55-70% of 
HOPP type 1 and  sodium channel gene (SCN4A) accounting for 8-

1,3. 10% of HOPP type 2 Symptoms of primary hypokalemic paralysis 
(PHOP) typically begin in the �rst or second decade, attack of �accid 
paralysis usually occur on awakening in the night or in the early 
morning. Weakness is usually generalized, rarely being focal, usually 
sparing facial and respiratory muscles, and lasting for hours 
(occasionally days) with gradual resolution. Frequency of individual 
attacks can vary from daily to few episodes in a life time, Attacks 
often decrease spontaneously or resolute in frequency after age of 

640.  It is now known that in both genetic and acquired forms of 
periodic paralysis, it is the dysfunction of voltage-gated ion 

 7channels which is the underlying pathophysiology.

Although the clinical manifestation may be similar in both primary 
and secondary hypokalemic paralysis (SHOP), the long term 
management of different types of hypokalemic paralysis (HOP) is 
different and therefore, it is imperative for physicians to be aware 
about the causes of hypokalemic paralysis. The treatment of acute 
attacks is aimed at restoring serum potassium levels to the normal 
range. Long term management differs in secondary hypokalemic 
paralysis depending on the underlying cause. The present study has 

been being undertaken to determine the etiology of hypokalemic 
paralysis, its varied clinical presentations, biochemical correlation 
and the clinical outcome after potassium replacement therapy of 
this fairly treatable but potentially fatal metabolic disease.

MATERIAL AND METHODS
This present study had been conducted in Burdwan Medical College 
in the Dept. of Neurology. This is a prospective single center study 
done over a period of 2 yrs from �rst January 2013 to   Dec 2014 after 
ethical committee clearance. A total of 50 consecutive patients of 
Hypokalamic paralysis were recruited in this study. Patient who 
presented with acute onset generalized or focal weakness was 
evaluated. Patients with upper motor weakness were excluded so 
we're Patient's presenting with acute �accid weakness secondary to 
nerve diseases, neuromuscular junction disorder, and acute spinal 
cord diseases after evidence from clinical ,  electrophysiolical or 
imaging were  excluded from the study. Patients of hypokalamic 
paralysis who were admitted in the department of neurology were 
selected after clinical and biochemical diagnosis was con�rmed. A 
written informed consent was taken from the participants included 
in the  study. Inclusion criteria included those patients who 
presented with acute onset weakness involving one or more limbs 
secondary to hypokalemia ( potassium less than 3.5) and 
improvement in weakness following  potassium replacement. 

The clinical data collected for HOP include age, sex, ethnic origin, 
duration of illness, number of episodes of acute muscular weakness, 
time to improve, precipitating factor, family history and for 
secondary cause history of renal stone, bone pain, dry eye, fracture, 
thyroid disease, parotid and  lacrmial gland enlargement. Clinical 
examination with special emphasis on blood pressure and detailed 
neurological examination were done including muscle power 
evaluation based on MRC Scale. The following biochemical 
parameters were estimated: serum sodium, potassium, 
bicarbonate, chloride, creatine, calcium, phosphate, magnesium, 
albumin, and globulin.  24 hour urinary calcium, phosphate, 
potassium and creatine were also carried out in selected patients.  
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All the patients under went thyroid function test, Arterial blood gas 
analysis and 12 lead electrocardiogram (ECG). Serum aldosterone, 
plasma renin levels and CT of the adrenal gland were done in 
selected group of patients. The clinical and laboratory data of these 
patients were analyzed after taking proper consent

RESULTS 
A total of �fty cases  who presented with  Hypokalamic  paralysis 
were recruited in the study.  The mean age of presentation of 
studied subjects was is 36.28 + 15.90 (15-73). The   highest cases 
were found in the  age groups: 21 - 30 years(28%)  & 41 -50 (28%) 
followed by 31 - 40 years (16%) and 11 - 20 years (12%).  Male 
constitutes 74% (n=37 cases), and female constitutes 26% ( n=13 
cases). Out of 50 cases 12 % (n=6) were tribal's where rest 88% were 
non tribal. District wise distribution of the case is given in the Figure 
1.  There was varied clinical presentation with, 84% (n=42) cases 
presented with classic acute onset quadriparesis with  or without 
neck  muscle weakness.  Eight cases had atypical presentation with 
10% (n=5) cases had paraparetic type of weakness, 2 cases had 
hemiparetic presentation and one case presented with isolated 
neck muscle weakness without any limb weakness. None of case in 
our series had the ocular or respiratory or sphincter problems. Out of  
50 HOP, 32 primary HOP and 18 were secondary HOP.  Details of 
diagnosis of 50 subjects is Given in Table 1.

Figure  1: Showing district wise distribution  of Hypokalemic 
cases

Table 1: Final diagnosis of the hypokalemic Cases.(n=50) 

The weakness among the studied subjects was precipitated by 
heavy physical exertion in 50% of cases and 14 % had excessive 
carbohydrate diet and % 4% were precipitated by heavy alcohol 
intake. Among the 25 cases who were precipitated by heavy 
exertion, 15 patients also had excessive carbohydrate diet.[Table 2] 
The   maximum number of cases is found in summer season (April-
June) 22 cases (44%) followed by Monsoon (July- September) 28% 
then Winter Season (December-March) 24% of the cases. Among 
the 50 cases , 10 cases  (20%) had  single attack, 31 cases  (62%) 2-5 
times attack  and 9 cases (18%)  5  or  more  attacks.    
Electrocardiography in   20% cases are normal, prominent U Wave 
46% of the cases, T Wave �attening 12% if the cases, T Wave inversion 
10% of the cases, ST Depression 2% of cases, Prolonged PR Interval 
6% of the cases, Sinus Bradycardia 2% of the cases, Atrial Fibrillation 
2% of the cases. Among the 50 cases of periodic paralysis deep 
tendon re�exes were diminished 28 cases (56%), absent 18 cases 
(35%) and normal  in 4 cases (8%).

The severity of the weakness of subjects included in the study 
(primary HOP and secondary HOP) is in Table 3.   Lower limbs were 
weaker than upper limbs in patients having quadreparatic 
weakness. Secondary HOP cases required signi�cantly prolonged 

time for recovery as compared to the primary HOP (p=0.016). 
Secondary HOP also required more potassium requirements for 
recovery as compared to Primary HOP. However there is no 
signi�cant correlation of severity of weaknees p=0.53(determined 
by MRC grading of power in proximal muscles), number of weakness 
attacks (p=0.66 ) and serum CPK levels (p=0.36 ) between  primary 
HOP and secondary HOP [Table 3] The severity of weakness of 
proximal muscles measured in MRC grading showed a signi�cant 
correlation with serum potassium levels (p=0.010)   but did not 
show any correlation with CPK Levels (P=0.86) [Table 4] . The serum 
potassium concentration   did not have signi�cant correlation with 
CPK levels p= [Table 5] 

Table 2: Showing gender distribution and various precipitating 
factors between Primary and Secondary cases

Table 3: Showing severity of  weakness of proximal muscle 
(MRC Grading) Number of attacks, time taken to improve and 
serum CPK levels 

 
Table 4:  Showing relation of severity of weakness  with CPK 
levels and serum Potassium levels
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Diagnosis n (%)
Sporadic hypokalemic  paralysis 30 (60%)
Familial  hypokalemic paralysis 2 (4%)

Renal tubular acidosis 8 (16%)
Gitelman's syndrome 2 (4%)
Thyrotoxic  paralysis 2 (4%)

Conn's syndrome 2 (4%)
Alcohol induced 2 (4%)

Hypothyroid   paralysis 1 (2%)
Iatrogenic 1 (2%)

 Diagnosis Total P
Value Primary 

Hypokalam
iparalysis 

Secondary   
Hypokalemic  
paralysis 

Sex Male 25 12 37 0.375 
Female 7 6 13 

 
 
 
Precipitati
ng factor 
 

Heavy Work 
with  excess  
carbohydrat
e diet  

10 2 25 0.209 

Heavy Work 
with   out 
carbohydrat
e diet  

12 1 13 0.032 

Excess 
Carbohydra
te diet only 

5 0 5 0.201 

Spontaneo
us 

5 13 (72.22) 22 (44) 0.00006 

Alcohol 0 (0) 2 (11.11) 2 (4) 0.240 

 Primary 
Hypokalem
ic Paralysis

Secondary 
Hypokalem
ic  Paralysis

 Total  P   
Value  

Power MRC  O/5  and 1/5  6 (33.3)  6 (33.3)   12 0.53 
2/5 10 (43.8)  7 (38.9)  17 
3/5 11 (34.4)  2 (11.1)  13 
4/5 and 
above    

5   (12.5)  3 (16.7)   8 

Number of 
Attacks 

Single  8 (25)  2 (11.11)  10 (20)  0.66 
,<5 18 (56.25)  13 (72.22)  31 (62)  
> 5  6 (18.75)  3 (16.67)  9 (18)  

Time taken 
to improve 
(days) 

<2 days 18 (56.25) 2 (11.11) 20 (40) 0.018 
2 to 5 14 (43.75) 14 (77.78) 28 (56) 
> 5days 0 (0) 2 (11.11) 2 (4) 

Serum CPK < 500 10 4 14 0.36 
500-1000 14 6 20
> 1000 8 8 16

Total 32 (100) 18 (100) 50 (100)  

  Power  ( MRC) proximal  
muscles  

Total P 

0 and 1 2 and 3  4  & above
CPK Levels <500 2 10 2 14 0.860 

500-1000 4 12 4 20
>1000 6 8 2 16 

Serum 
Potassium 

>2.5 0 8 6 14 0.010 
1.5-2.5 6 18 2 26
< 1.5 6 4 0 10
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Table 5: Relation of CPK and serum Potassium in Hypokalemic 
periodic paralysis Patients (n=50) 

A total 18 patients (36 %) in this study had secondary and potentially 
reversible causes of HOP.  The detail of the diagnosis in secondary is 
given in Table 1. A detailed work up for secondary cause was 
undertaken in these patients. Renal tubular acidosis had 
signi�cantly lower serum bicarbonate and higher levels of chloride 
as compared with those who had primary hyperaldosterism (n=2), 
although potassium values were similar. All patients with primary 
hyperaldosterism had hypertension at presentation.  A single case 
of Gitleman Syndrome who presented with severe hypokalemic, 
hypomagnesaemia, hypophosphataemia and hypocalciura was 
detected. All patients had recovery with potassium replacement 
therapy or spontaneously. Primary HOP were treated with 
acetazolamide with no further recurrence of symptoms during next 
six month period of follow up. And secondary HOPP the underlying 
cause was managed with no further recurrence.

DISCUSSION 
Hypokalemic periodic paralysis is the best known form of periodic 
paralysis and is characterized by hypokalemia occurring during the 
episode of muscle weakness.  In the present hospital based 
prospective study, 50 cases of HOP were detected over a period of 
24 months. In one of the largest study on HOP from Taiwan by Lin et 
al. a total of 97 cases of hypokalemic paralysis were reported over a 

8     period of 10 years. Various series of HOP cases has been reported 
9from India also. Agarwal et al  from Central India had reported 40 

cases of HOPP in 23 years, and  Arya et al. a total of 22 cases of HOP 
10were reported over 30 years.  In retrospective study from South 

India by Rao et al., 31 patients were detected over a period of 6 
11years.  A recent prospective study from North India by Maurya and 

12colleagues, reported 30 patients of  HOP over a period of 3 years.  
Our study has signi�cantly  higher  number of cases (n=50) over a 
short duration of time in comparison to previous studies from India, 
which indicates probably we see a higher number of cases of HPP in 
comparison to other parts of the country. Similarly Biranchi Narayan 

13et al  also reported 50 cases hypokalemic  from western Odessa in a 
span of 2 yrs the same geographic area.  

The male: female ratio in our study was 2.84:1, earlier studies has  
also shown a male preponderance in case of HOPP. In the study from 
Taiwan the male to female ratio was 77:20, however, Indian studies 
have also  shown a male preponderance of the disease with ratio as 

8,12high as 9:1.  In  the study by Ghosh A et al. from Orissa, male: female 
14, 15ratio was 2.95:1.  K Jeganniwas et al. from Chennai,  3:1. In our 

study the mean age was 36.28+15.90 years with an age range of 03-  
73 years with maximum number of cases in two age groups 21-30 
years& 41-50 years which were consistent with most of the most of  

8,14,16,17the national and international  studies. In our study cases 
coming from six district of West Bengal, where 29 cases (58%) 
coming from Burdwan district, 7 case from Birbhum, 7 cases from 
Bankura, 5cases from Hooghly. Though it is hospital based study, 
actual representation of population cannot be possible but long 
duration of summer , poor water intake, excessive humidity , heavy 
carbohydrate diet , manual  work patterns  are probably  cause of 
most of the cases in this particular geographic part of southern West 
Bengal.
In our study 36% of patients with hypokalemic paralysis had a 
secondary cause for their condition. Primary HP occurred in 64% of 
patients out of which 60% of total cases were sporadic periodic 
paralysis while 4% where FPP. In our study, among the 18 total 
secondary cases, RTA emerged as the most common cause founded 

in 44%, Thyrotoxic  paralysis was the cause in 11.1% alcoholism in 
11.1% , hypothyroidism in 5.6% , Primary hyperaldosteronism in 
11.1  Hypokalemia can be due to a number of aetiological factors. In 
the large series reported by Lin et al., etiologies included thyrotoxic 
paralysis in 40.2%, sporadic in 29.8%, familial in 2.1%, primary 
hyperaldosteronism in 6.2%, RTA, Bartter and Gitelman's 
syndrome(GS) in 6.2%, diuretic use in 3.1%, and ingestion of toluene 

8blue in 3.1% of patients.  Overall 68% had secondary  paralysis.  In 
the study by Rao et al., secondary hypokalemic paralysis was present 

11in 93.6% of patients.  HOP was due to hyperaldosteronism in 42% of 
patients, RTA    in 42%, Thyrotoxicosis in 6.4%, Gitelman's syndrome 
in 3.2%, and sporadic  paralysis in 6.4% of patients. The difference in 
the aetiology of     hypokalemic paralysis and a high percentage of 
secondary cases in this study compared to our study may be due to a 
difference in genetics makeup , occupation and environment. 

Our  �ndings were quite different from those of other Indian series 
of 22 cases reported by Arya et al. Twelve out of 22 (54%) cases in this 
study had secondary HPP due to gastroenteritis, thyrotoxicosis, and 

10diuretic use.  In the study by Maurya et al. Primary HOP occurred in 
56.7% of patients and Secondary hypokalemic paralysis in 43.3% 
patients. In secondary causes RTA and Gitelman's syndrome was the 

12cause in 13.3% and thyrotoxicosis in 16.7% of patients.  Dhall    et al. 
reported 14 cases of hypokalemic periodic paralysis, of which 5 were 
of primary type and 9 cases were of secondary HPP, out of secondary 
HPP 4 were due to thyrotoxicosis, and 5 were due to gastrointestinal 

18potassium loss.  Agarwal  etal. had 40cases of HPP of which14 cases 
were of sporadic primary variety, 3 were of familial periodic paralysis 
and 23 cases of secondary HPP thyrotoxicosis-5; gastrointestinal 

19cause-6, barium carbonate toxicity-10, distal RTA-2).

There was a seasonal variation in the incidence of hypokalemic 
attacks, highest numbers of cases (44%) were symptomatic during 
the summer season in   the month from April to June, when the 
average temperature in this region ranges from 20-40°C. However 
these patients did not have any clinical evidence of dehydration on 
admission to hospital. This is consistent with earlier Indian study 
which has also shown high prevalence of cases of hypokalemic 
paralysis in the summer month. Ghosh A et al. from Orissa, showed 
that there was a marked seasonal variation with maximum cases 
presenting in months of May and June (55.48%, 31.43% and 53.01% 

6of cases in 2005, 2006 and 2007respectively). M Murmu et al. from 
Orissa showed that maximum number of cases (37.05%) has been 

21admitted in the month of May to June'01.  So, our study strongly 
supports other previous Indian studies.  In our study 42 cases (84%) 
are quadreparatic with neck muscle weakness  presentation, 5 cases 
(10%) of paraparetic presentation, 2 cases (4%) of hemiparetic 
presentation and 1 of isolated case presented isolated neck muscle 
weakness. our study we found few atypical presentation of the cases 
(hemiparesis, paraparesis or isolated neck muscle weakness). This 
atypical presentation in may due to variable clinical presentation 
because of early institution of therapy before full expression, 
genetically predetermine muscle affection.

In our study TPP was the cause in  4% of all  cases of PP. Asians are 
more affected with this condition, with one study showing that 
Polynesians were at 159-fold higher risk compared to white 

18Europeans.  Lin et al. study had TPP in 40.2% as the aetiology 
18among all cases of HOP . In our study RTA was one of the leading 

cause of secondary hypokalemic paralysis and observed in 44.4% 
(n=8). A study from Kashmir, has reported 21 cases of hypokalemic 

23paralysis secondary to RTA over a period of 8 years.  Most of the 
cases in this study had RTA of sporadic nature. In the South Indian 

11study RTA was the cause in 42% cases of HPP.  Gitelman's syndrome 
which were diagnosed in 2 cases of HOP. Gitelman's syndrome has 
been reported in earlier Indian studies with a varying incidence rate 

11,12ranging from 3.2% to 13.3%.  One of the patients with Gitelman's 
syndrome (GS) presented with tetany with quadriparesis.  The 
tetany may be attributable to exacerbation of alkalosis and 
consequent low ionized plasma calcium in presence of 
hypomagnesaemia.

CPK  levels Total p
<500 500-1000 >1000

Serum 
Potassium 

levels

>2.5 n 10 6 2 18 0.80
1.5-2.5 n 12 11 5 28
< 1.5 n 1 2 1 4

Total n 23 19 8 48

Total 12 30 8 50
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In our series, two patients 11.1% of total secondary PP had primary 
hyperaldosteronism  as the secondary cause of HOP. HOP as a 
presentation of primary hyperaldosteronism is commonly reported 

24, 25among the oriental races.  in a series of 50 patients with primary 
hyperaldosteronism from Taiwan, 42% presented with periodic 

25paralysis, although all 50 had hypokalaemia.  one of our cases was 
detected as HOP secondary to hypothyroidism. There are rare case 
repor ts  of  assoc iat ion  of  hypok alemic  para lys is  wi th 

26hypothyroidsism.  This case had onset of illness after 40 years of age 
which makes the primary cause of HPP less likely, also the non-
recurrence of episodes of paralysis after thyroid replacement during 
short follow-up favors this association.

In a recent study from same geographic area (Midnapur West Bengal 
) in 200 cases of Hypokalamic paresis Probable GS topped the list 
involving 28% individuals of the entire cohort while probable Barter 
syndrome, distal RTA, and HOP were diagnosed in 20%, 22%, and 
19% cases, respectively.  In this study rural tribal population was  
(61%) and age group of 30–40 years suffered the most (48%) with 

33concentration of cases in hot and humid summer months

In our study multiple attacks are more in secondary HOP cases 
though statistically insigni�cant (p=3.446). Ghosh A et al. from 
Orissa in their study showed that recurrence of attack was seen in 

6127 (37.46%) patients.  S Phanidhar et al. from Andhra Pradesh 
showed that 15/21 (72%) patients presented for the �rst time and 

8remaining had history of similar attacks in the past.  In another study 
by K Jeganniwas et al. from Chennai, revealed that among 40 cases 

7of HPP 40% of patients had recurrence.  So our study is consistent 
with previous Indian studies. The muscle weakness was more 
pronounced in the secondary group compared to the primary 
group which is however statistically insigni�cant (p=0.53). One of 

12the earlier study has also shown similar results.  In our study, most of 
the cases the severity of weakness in the lower limbs was either 
greater   than or equal to upper limbs and the overall difference of 
power between lower limbs and upper limbs was statistically highly 
signi�cant (p= 0.004). Other Indian studies have also shown 

10similar�ndings.

One patient in our study had predominant weakness of the 
extensors of the neck presented with neck droop, one case of 
Gitelman's syndrome presented with features of tetany with 
quadriparesis and �ve cases presented with paraparesis and two 
cases presented with hemiparesis which does not support any 
earlier studies. This different presentation may be due to 
asymmetric early presentation or weakness of the muscle by the 
particular susceptible gene. Atypical presentation in the form of 
bladder involvement, early neck muscle weakness and �nger drop 

16, 27has been reported in earlier Indianstudies.

In our study, the serum potassium  concentration   in HPP (2.38+0.45 
meq/L,mean + SD -) than in those with primary HPP (2.41+0.63 
meq/L,mean + SD,) though the difference was statistically 
insigni�cant (p=0.855).  In another study by Lin et al., also there was 
no signi�cant difference in potassium values between patients with 

8primary and secondary hypokalemic paralysis.  But in the study 
from India by Maurya and colleagues, the serum potassium 
concentrations were signi�cantly lower in patients with secondary 
hypokalemic paralysis than in those with primary hypokalemic 

12paralysis.  Ghosh A et al. found among 423 cases of HPP the range    
of serum potassium varied from 1.0 to 3.4 meq/l (average - 2.2 

14 15meq/l) . K Jeganniwas et al . found the mean serum potassium was 
282.5 Meq/L. S Phanidhar et al . found mean potassium level was 1.7 

mEq/L. 

In our study, the elevation of serum creatine kinase (CPK) in 76% of 
the cases is an indirect evidence of damage to muscle membrane. 

30This has also been infrequently reported in earlier Indian studies.  
Serum CPK was also signi�cantly higher (p=0.009) in the secondary 
group (900.67 U/L+673.37U/L) compared to the primary group 
(507.84 U/L +345.91U/L). It is postulated that hypokalemia causes 
muscle ischemia, resulting in a rise in serum CPK. Higher than 

normal  levels of  this enzyme during the recovery phase can been 
used to identify symptomatic patients in whom serum potassium 
becomes normal after or during hypokalemic paralysis. In our 
primary cases few patients having high normal CPK level which have 
recurrent episodes and poor follow-up. Most of the study shows 
profound hypokalemia can even lead to rhabdomyolysis. 
Hypokalemia-induced muscle ischemia leading to an alteration in 
the internal milieu of the muscle �ber has been proposed to be a 

29,31,32mechanism responsible for muscle damage.

In the present study, in, U wave was seen in 46% cases,   T wave 
�attening is seen in 12% cases, T wave inversion in 10% cases,  ST  
segment depression in 2% cases, prolonged PR interval in 6% cases, 
atrial �brillation 2% and normal in 20% cases.  Our  �ndings in 

32,33electrocardiogram are concordant with previous studies.  Ghosh 
14 12 21A et al.  K Jeganniwas et al  and M Murmu et al . found  similar ECG  

19changes .  There was  no  co-relation  between serum potassium 
28and ECG changes. S Phanidhar et al.  found T wave �attening with U 

8waves in 18/21 (85.8%) and ventricular bigeminy in 3/21 (14.2%).  
Jeng-Chuan Shiang et al. observed relative tachycardia, �rst-degree 
AV block, and prominent U waves on ECG monitoring in their study 

28onTPP.

In this study, recovery with potassium replacement therapy was 
seen in most of cases (96%) and two secondary cases (RTA) expired 
due to late presentation and delay in diagnosis. The secondary 
group needed longer to recover compared to the patients with 
primary HPP and the difference in recovery time    was found to be 
statistically signi�cant (p=0.003). This is consistent with previous 

8,12studies.  The patients with secondary hypokalemic paralysis had a 
signi�cantly negative total body potassium balance, where as in 
primary hypokalemic paralysis  it was associated with an 
intracellular shift of potassium; therefore,  the  patients with primary 
hypokalemic paralysis needed smaller amounts of potassium and 
had early recovery compared to the secondary group. Considering 
other similar  studies  by Patra S from Midnapur  (n= 200), 
Mahapatra BM from Odisha  (n=50 cases) , kayal et al (n =39) and our 
study,( n=50)  Eastern India represents as a high burden of 
hypokalemic  paralysis than rest of the country.

CONCLUSION: 
Our study has shown large number of cases in a short period of time, 
which may re�ect higher prevalence of this condition in this 
particular region. We have also seen a wide variety of different 
presentation (like paraparesis and hemiparesis) in comparison to 
previous Indian studies. Our study also highlights some of the 
unusual causes of HOP like hypothyroidism; alcohol induced which   
has been previously reported only in isolated case reports.

Finally we can conclude that HOP is an important cause of acute 
�accid paralysis and early recognition and prompt management of 
this condition will give gratifying result and prevent further attacks 
in some cases.

LIMITATION OF ARTICLE:
This study is hospital based study. So actual data in the community 
regarding hypokalemia may not re�ect the true picture. Also in 
hospital based study there is always a chance of bias i. e. the subjects 
may not be the ideal representative of the population. 
Epidemiological studies required community based study for 
unbiased estimate.  Since predominant cases are idiopathic and it 
needs fur ther genetic study to determine any genetic 
abnormalities. 
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